PE3IOMETA HA HAYYHUTE TPYJOBE HA
A-P MUTJIEHA CJIABYEBA CTAMBOJ/IMUCKA-HUKOJIOBA, 1.M.

a. M. CramboJiicka, CbBpeMEHHU KIMHUKO-IMATHOCTUYHU U TEPANeBTUYHHU aCMEKTH Ha
nnpekmusta ¢ Helicobacter pylori, ABTopedepar, 2014

Pa3paboTeHusT QUCEpTAllMOHEH TPy € IMOCBETEH Ha akTyalHa TeMa: HMHQEeKIusiTa ¢
Helicobacter pylori, kosiTo € Haii-uectara HH(EKIMs pH 4oBeKa. MacoBo € pa3mpocTpaHeHa
u 3acsara 50% OT 4oBeUeCTBOTO U € MPHUMHA 32 Pa3BUTHE HA OCTPHS U XPOHHYHUS TaCTPHT,
aTpopUUHMS TaCTPUT, CTOMAIIIHA 53Ba, TyoAcHanHa si3Ba, MALT numd¢oM u cromamieH pax.
MotuBbT 32 u300pa U pa3pabOTBaHETO Ha TeMmMaTa € ONTHMHM3UpaHE IUATHOCTHKATa W
JICYCHUETO HA Ta3W COIMATHO 3HAYMMa HH(EKIIHS.

[lenTa Ha nucepTallMOHHUS TPYA € J1a C€ YCTAHOBAT KIMHUKO-IUArHOCTUYHUTE OCOOCHOCTH U
TEPAeBTHYHU BB3MOXKHOCTH Ha manueHTn wHPektupanu c¢ Helicobacter pylori. 3a
W3MBIHEHUETO Ha Ta3u IIeNl ca IOCTaBeHHW JeBeT 3aaauyu. M3crmeaBaHu ca roisiM Opoit
narueHTn - 724, ot 1iax 683 ca ¢ nmoka3zana HP wmupekmus, 513 BKIIOYCHH B OCHOBHOTO
npoyuBane, 170 B TepameBTUYHHU TPYNH 3a epaguKkanuoHHo yedeHue u 41 HP weratuBHu
MalUEeHTH KaTO KOHTPOJIHA TPYTIa.

YcraHoBeHa e gemorpadckata M KIMHUYHA XapaKTepucTHKa Ha HHQpekTtupanutre ¢ HP
MalUeHTH, TMpe3 TMOoCIeIHUTEe S5 TOJUHM TMpPEMUHANU Mpe3 KiIuHuKara. JlokazaHa e
JTUarHOCTHMYHATa CTOMHOCT M TOYHOCT Ha KYJITypETHOTO U3CIIEBAHE, TUXATEIHUS TeCT, KAKTO
u HoBara MousiekynsipHa Texuunka PCR DNA B Owonrar. M3cnenmBana € W JoKaszaHa
aHTUOMOTHYHA PE3UCTEHTHOCT B 2-T€ OCHOBHU TPYMNH: TPETUPAHU U HAUBHU IAlUEHTH.
[Mpunoxxenu ca 11 TepaneBTHYHN epaIMKAIIMOHHU PEKUMA, KaTO € aHATU3UpaHa u 0000IIeHa
TAXHATa TepaneBTHYHAa eeKTUBHOCT. M3paboTeH e TepameBTHUYEH alrOpUTHM 3a IbpBA,
BTOpa U TpeTa JauHus Tepamnus. OChIIecTBEHO € HaOII0eHIe Ha MAIMEeHTH C MEPCUCTUPAIIN
dbopmu Ha HP wmubexnus, kato € mpoydeHa TsAXHATa XapaKTEpHUCTHKA W € pa3paboreHa 8
CTBIIKOBaA cTpaTerus 3a AeiictBue. [IpoydeHo € MHAMBUIYATHOTO Kauy€CTBOTO HA JKUBOT MPHU
nanueHtn ¢ HP wHbeknus npenu u crnen nedenue. M3paboTeH € AUArHOCTUYHO JiedeOeH
ATOPUTBM TpH OONHUTE C TOPEH AWCIETUYCH CHHIPOM, CYCIeKTHH 3a Hp wuHbpekuus.
Co3maneH e neicTBall perucThp 3a HaOII0IeHHe Ha PUCKOBHUTE NanueHTu ¢ Hp uadexus u
3HauMMa racTpoAyojAcHaaHa narojorus kpM kiauHukaTa rno I'E npu YMBAIJI “Cs Mapuna®.
Pazpaboren e moaxos 3a CKpUHMHT, JUArHOCTHKA, JICUEHHWE, HAOMIOACHUE M NPO(HIaKTHKA
Ha puckoBuTe mnanueHTH ¢ HP wuHbeknus ¢ oriea mNpeBeHIUS Ha CTOMAIIHHS pak.
Pazpaborenn ca 11 mpuHOCa ¢ HAydyHO TPHIOXKEH XapakTep C OIVIeI JIUarHOCTHKATA,
JICYEHUETO HAa MH(EKIMATA U MPEBEHIUS HA CTOMAIIIHUS PaK.

1.Stamboliyska, M., 1. Shalev, 1. Kotzev. Ten-Day Sequential Treatment For Helicobacter
Pylori Eradication. Archives of the Balkan Medical Union, Vol. 46, N 4, Suppl. 1, 2011,
ISBN 0041-6940, 121-123

83. Stamboliyska, M., I. Shalev, 1. Kotzev. Ten-Day Sequential Treatment For Helicobacter
Pylori Eradication”. Balkan Medical Week, oral presentation. Scr. Sci. Med., 2011, Abstr. 5-7
Background: Cure rates of Helicobacter Pylori (HP) infection with standard triple therapy
are disappointingly low. A new effective sequential treatment has been described in recent
years. Aim: To assess the cure rate and to evaluate the efficacy of a new sequential treatment
for the eradication of HP infection. Methods: 77 patients (40 male and 37 female, mean age
40.5 +£15.7) were included. In 40 patients the diagnosis was verified by endoscopy. 37 of the
patients had noninvestigated. non-ulcer dyspepsia. 57 of the patients were naives and 20
patients with one or two eradication therapy failures. HP status was assessed by histology,
urease test. PCR test, fecal HP antigen test or urea breath test. Sequential regime consisted of
10 days of treatment including a proton pump inhibitor (PPI) - Esomeprazole (Nexium) - 40



mg b.i.d. - Amoxicillin (Ospamox, Duomox) - Ig b.i.d. for the first 5 days followed by PPI -
(Nexiurn) -40 nig b.i.d. -> Clarithromycine (Clacid or Fromilid) - 500 mg b.i.d. -
Metronidazole (Tinidazole)- 500mg b.i.d. for the next 5 days. During the 10-day sequential
treatment the patients received a probiotic (Bio Gaia) - 1 tablet b.i.d. Eradication was
determined at 6 or 8 weeks after the end of treatment. Results: Eradication was achieved in 74
out of 77 -96.1%. In naive patients the cure rate was 56 out of 57 - 98,2% and in the patients
with therapeutic failure - in 18 out of 20 - 90%. The dyspeptic symptoms had improved in
98.7%. The treatment was well tolerated. Only 7 patients complained of mild side effects.
Conclusions: 10-day sequential treatment seems highly effective for eradicating HP infection.

2. Stamboliyska, M, 1. Shalev, D. Gancheva, M. Atanassova, V. Kaludova, 1. Kotzev.
Monitoring of cases with apersistent chronic infection with Helicobacter pylori. J of IMAB -
Annual Proceeding (Scientific Papers) 2014, 20- 4, p.523-525

74. Stamboliyska, M, I. Shalev, D. Gancheva, M. Atanassova, V. Kaludova, I. Kotzev.
Monitoring of cases with a persistent chronic infection with Helicobacter pylori. 23-th
Annual Assembly of IMAB, 13-14 may 2013, Varna.

Introduction: The patients with persistent forms of Helicobacter pylori (HP) infection are
refractory to eradication treatment. They receive unsuccessful therapies, experience frequent
recurrences and re-infections. One of the main reasons for the development of persistent
forms is an inadequate and insufficient treatment. The persistent forms of HP infection create
conditions for the maintenance of activity and for the progression of the induced chronic
gastritis. In this aspect these cases will be at a higher risk for the development of gastric
cancer.

The aim of this study is: to monitor and analyze the cases with persistent HP infection and to
establish an approach for their management. Clinical material and methods: The study
includes 12 patients (8 female and 4 male) at a middle age of 63,7 with a persistent HP
infection, who have been observed for a period of five years. Two methods for the detection
of HP infection are used — one invasive and one non-invasive. Upper endoscopy with
morphological examination was performed.

Results: In 9/12 patients HP was unsuccessfully treated for three times, in 2 patients — four
times, and in 1 patient — five times. In all patients the initial treatment consisted of a standard
triple therapy (STT). In 5 of them STT was conducted twice, with the same regimen for a
period of seven days. Two patients received three courses of STT. In four patients an
antibiotic resistance was established by means of a cultured assessment. In three cases an HP
resistance to Clarithromycine and Metronidazole was demonstrated. Significant gastro-
duodenal pathology with atrophic gastritis, intestinal metaplasia, and hyperplastic polyposis
was found in all patients. The persistent clinical symptoms had 9 patients. Conclusion: We
believe that a devised and proposed step strategy which covers early detection of infection,
reliable diagnosis, adequate and successful treatment, and dispensary monitoring, contributes
to the prevention of gastric cancer.

3. Stamboliyska, M., I. Kotzev, Esomeprazole based sequential regime and probiotic for
treatment Helicobacter pylori infection, Scr. Sci. Med, 2013, II, 61-65

PURPOSE: The objective of the present study was to determine the effectiveness of
esomeprazole-based sequential therapy and Bio Gaia probiotic for the treatment of
Helicobacter pylori-infection (Hp-infection) with associated gastroduodenal diseases.
MATERIAL AND METHODS: The study covered 104 patients with dominating upper
dyspeptic syndrome and Hp-infection examined by means of two or more methods.
Esomeprazole-based sequential therapy consisted in amoxycillin in a dose of 1,0 g two times
daily for the first five days followed by clarithromycin and metronidazole in a dose of 500 mg



two times daily for the next 5 days. A Bio Gaya probiotic was added during the 10-day
treatment.

RESULTS: Hp-infection was successfully treated in 98 patients (94,2%) and in 79 out of 81
naive ones (97% of the cases). This therapy proved effective in 19 out of 23 patients (82,6%)
after one or two failed Hp-infection eradications, too. The treatment failed in 6 patients
(5,7%) because of a double antibiotic resistance.

CONCLUSION: The esomeprazole-based sequential therapy and Bio Gaia probiotic
represented a highly and well-tolerable effective eradication option. Clinical symptoms and
quality of life were favorable influenced in all the patients as well as side effects were rare.

4. M. Stamboliyska. Prevention of Gastric cancer, Bulgarian Medicine, 2013,3,3:4-11
CTOMaNIHUAT paK MOCTOSHHO 3aeMa JIMJCPCKO MSCTO CPEJ OHKOJIOTMYHHUTE 3a00JIIBAaHUS B
CB€Ta H" HapaCTBa MCOAUIMHCKOTO MW COIIMAJIHO-UKOHOMHWYCCKOTO My 3HAYCHUC. HCFOBaTa
CTHOJIOTHS BKIIIOUBA: MH(EKINA C XEIUKOOAKTep MHUJIOPHU, AWETa, HAYMH Ha JKUBOT, BPEIHU
HaBHUIIX KaToO TIOTIOHOHymeHe " aAJIKOXOJIHa KOHCYMaIII/IH, TCHCTUYHA HpeI[I/ICHO?;I/IHI/Ifl 158
daxkTopu Ha OKoJHaTa cpeia. IIpekoMepHaTa ajiKoXoJHA KOHCYMaIlHs, MpeKajJeHaTa COJHA
KOHCYMaHI/Iil, He3I[paBOCJ'IOBHI/I$I Ha4YWH Ha XKHUBOT, UHTCH3HUBHO TIOTIOHOHYHIGHC, TCHCTUYHHN
nedextu, OumrapHus pedyke, MOHUKEHUE Ha COTHO- KACEIaTa CeKPEIUs M METICHHOT CHHHUS
CTaTyc, MPUHAMIE)KAT KbM Hal-BaXHUTE PUCKOBH (PakTopu 3a Tazu marosorus. | naBHH
MIPEKAHIIEPO3HU CHCTOSHUS Ca: aTpOQHUEH raCTPUT, HHTECTHHAIHA METaIIa3us, JUCILIa3us,
aCHOMATO3HHUA IIOJIMII, CTOMalllHa A3Ba C JUCIIIa3Hud. C’beeMeHHI/ITe HpeBaHTI/IBHI/I
CTpaTerdl CE€ CBTOAT OT epagukanus Ha WHQEKIHuiTa ¢ XCIUKOOAKTep IHIIOPH,
MOHUTOPHPAHE HA TMAIMCHTUTE C MPEKAHICPO3W M CIieA MPOBEXKJaHE Ha epaJuKalusiTa,
PETyIIApPEeH E€HAOCKONCKA KOHTPOJ, XHUMHONPO(QHIAKTHKA C aClUpUH W HECTECPOHIHU
HpOTI/IBOB03HaHHTeHHI/I Cpe[[CTBa, KOHcyMaHI/Iﬂ Ha HpeCHI/I SCHGH‘-IYI_[I/I 1 IINIOJOBCE,
BaKCHHAIMK CPeIly HHPEKIMH, CBbP3aHU ChC CTOMAIIHHS pak. [IpoBexk1aHe Ha CKPUHUHTOBO
CEPOJIOTUYHO H3CJICIBAaHE 3a MpeleHKa Ha (YHKIHMOHAJIHOTO CBhCTOSHHE HA CTOMaxa M
OTKpHBAHE Ha CTOMAIIHHU JIMTABHYHU HapyineHus. Mnentudunupane u HaOMOICHHE Ha
BHCOKO PUCKOBUTE WHIUBU/IHM U CHIOCKOIICKA MYKO3HA PE3EKIIUS 3a CTOMAIITHA JUCIIIa3Hsl.

5. Stamboliyska, M., 1. Kotzev, P. Kolova, Successful gastric cancer prevention, Scr. Sci.
Med., 2012, vol.44, 2, 88-91

Recently, knowledge of gastric cancer risk factors and pathogenesis allows successful
preventive strategy. A 61-year old female patient with upper dyspeptic syndrome as well as
with multiple gastric polyposis of mixed adenomatous and hyperplastic nature, Helicobacter-
pyvlori (Hp) infection, atrophic gastritis and severe bile reflux was reported. She was followed-
up by endoscopy with histology once a year for 11 years. According to the OLGA staging
system, the patient was stratified in group 3 of high GC risk. Hp infection was proved by
urease test and histology. A polypectomy of the cardial polyps was performed and
pathomorphologically examined. A 10-day sequential therapy for Hp-infection eradication
was administered. Long-lasting chemoprevention with folic acid, antioxidants and
aspirin/esomeprazol was recommended. Triple polypectomy of six polyps of mixed nature
was performed. The patient is still free of disease.

6. Stamboliyska, M., Y. Gaziev, I. Kotzev, The relationship between Helicobacter pylori
infection and gastroesofageal reflux disease, Bulgarian Medicine, 2011, I, I1I, 2012, 12-17

Kpatkusar mutepaTtypeH 0030p € MOCBETEH Ha Bpb3KaTa MEXIy XeEIHKOOAKTep-IUIOpHATA
(XII) wmndexnusara u [actpoezodareanna pedaykcna O6onect /TEPB/, kouto ca uecto
CpEIllaHK COLMATHO-3HAYUMU 3a0o0isBanus. JlormuHo e, karo ce 3Hae, ye XII Bwv3meiicTBa 1



IIPOMEHS CTOMAIIHATA COJIHO-KHCesa CEKpelus, Ja C€ ThPCH BPB3Ka MEXKY ABE KHCEIHHHO
o0yClIOBEeHU ChCTOSTHUSA.Bpb3KkaTa € IomyckaHa, HO THPIM MHOTO MPOTHBOPEYMS] U TOBa S
nmpaBu AuckytaOwiHa. [IpeacraBeHn ca Jokas3arencTBa ,,3a" W ,,IPOTHB* Ta3W aCOIMAIIHS.
OcHoBHa e nuneMmata, ganu XII undexnusTa yBenuyasa pucka ot pazsutuero Ha ['EPB wnn
MpoTeKTHpa ToBa 3aboisiBaHe.B mocienHuTe roauHu, B pa3BUTUTE CTpaHU ce€ HaOIo/1aBa
TEHJEHLMsA Ha HaMalsiBaHe decTorara Ha XII W aconuupaHute ¢ Hesd NENTUYHO-A3BEHA
OoJyiecT W cToMmalleH pak ¢ HapactBane uectota Ha ['EPB.HarexaBar mokasarencrtBara, ye
Bpb3KaTa € HeratuBHa T.e. XII cTaTyca He moBIMsABa Pa3BUTUETO HA CUMIITOMUTE, TEXKECTTA,
penuanBa, KakTo U eexta oT JieueHueTo u ycioxxkuenusta Ha ['EPB.

7. M. Crambosmmiicka. CeKBeHIIMATHA Tepanus — JeHCTBUTENHA aJTepHATHBA 3a JICUCHUE Ha
nHbpexms ¢ Xenmukobakrep munopu. GP news 2011; 5/32:24-27

121. M. Cram0oamiicka. CekBeHIMaJHATa Tepanmusi — JCHCTBUTEIHA aJTepHATUBA 3a
neuenne Ha wuHpekuusata ¢ Helicobacter pylori-nayuen noxman, HOOwieitHa HaydyHa
KoH(pepeH1Ms 1o racrpoeHtepoiorus [Inosaus 2009, C6. pesromera

O0630pbT € MOCBETEH Ha CEKBEHIIMATIHATA Tepamnusi, KOsTo B mocyiequute 10 roanHu ce siBsiBa
€MH HOB €PUIUKALMOHEH PEXKUM, ChOOPa3eH C €BEHTYyaIHOTO pa3BUTHE HA aHTHOMOTHYHA
pe3ucTeHTHOCT. M300phT HA €IMH TEPAIEBTHYEH PEKUM CE OMPEIENsl OT CIICTHUTE KPUTEPHH:
e(eKTUBHOCT, CEMILIOCT, J00pa MOHOCUMOCT, MaJIKO CTPAHUYHU JACUCTBUS, aJJleKBaTHA /1032 U
MPOJBIKUTEIIHOCT, ONTUMAJIEH KOHTPOJ Ha HMHTparacTpaHoTo pH W gocThhHa 1eHa.
CeKBEHIMSUTHUAT €paIuKallMOHEH PEKUM Ce ChCTOU OT MPOCTa JABOKMHA Teparnus, MocieBaHa
OoT TpoiHa Tepanus. [IpencraBeHn ca Bb3MOXKHUTE MEXaHM3MHM Ha JEHCTBUE HA PEXKHUMA,
KaKTO ¥ PE3yJITATH OT IOJIEMHU NPOYUYBAHMS ChC CEKBEHIMANHA Tepanus. OTunta ce, ue B 95%
€ HaJIMIIe epaJIuKallis ChC CeKBEHIIMAIHATA Tepamnus crpsMo 78% - cbC cTaHIapTHATA TPOitHA
tepanuga. OTyeTeHM ca TMpeAUMCTBaTa Ha CEKBEHIMAJHAaTa TepamnusTa CHpSIMO
CEKBEHIIMAJHATAa TPOHA Tepamus. Ts ce siBABa Mo-e(EeKTHBHA Tepamws, 3all0TO BKIOYBA
eIUH aHTHOMOTHK moBeue. B 3akiioueHue, ceKkBEHIMANHAaTa Tepamusi ce sBsiBa peajHa U
HaJeKHA AITePHATHBA 3a MbPBA JIMHUS Tepanus Ha WHQEKIHITA, TOpU U MPH MAIHUECHTH C
KJIAPUTPOMUIIMHOBA PE3UCTEHTHOCT.

8. M. Cramboauiicka, AHTHOMOTHYHA pE3UCTEHTHOCT. HOB morjen KkbM aHTHOMOTHYHATA
tepanusi, GP news 2013, 10, 26-27

O0630pBT € MOCBETEH Ha MpoOJIeMUTE Ha aHTHOMOTHYHATa pe3ucTeHTHOcT Ha Helicobacter
pylori mHbekmusITa ¥ HEOOXOAMMOCTTAa OT IO-HOBA YCIENIHA €paJuKaliOHHAa Teparus.
[IpencraBeHn ca NpUYMHMTE 3a HaMalsBaHe e(EKTHBHOCTTAa Ha CTAaHJapTHAaTa TPOHHA
tepanus. OCHOBHA NpHYMHA 32 MaJaBaHETO Ha €(PUKACHOCTTa HA CTaHJIApTHATa TPOHHA
Tepanus € HapacTBallaTa AHTUMHKPOOHA PE3UCTEHTHOCT KbM OCHOSHHUS AaHTUOUOTHK
KnaputpoMuninH ¢ pa3BUTHE Ha KIAPUTPOMUIMH PE3MCTEHTHM IaMoBe. BBB BpbB3Ka ¢
IIPEJCTABEHUTE JIaHHU 33 KJIAPUTPOMHUIIMHOBA PE3UCTEHTHOCT € HEOOXOJMMa IpelieHKa Ha
anTu-HP Tepanusita. OCHOBHO IPaBWIIO € J1a HE c€ IIpUJlara eMIIEpUYHaTa CTaHapTHA TPOHHA
TepanusB cllydail Ha 0JI03MpaHa AHTUOMOTUYHA PE3UCTEHTHOCT U J]a CE UMa B IPEABUC HOBU
TEpaneBTUYHN PEKUMHU: CEKBEHLIMAIHA Tepamus, XuOpuaHa Tepanus. KaTo mbpBa TUHHA
Tepanus TpsaOBa Ja ce IpeanucBa 4YEeTBOpPHA €pajJuKalMoHHAa (KOHKOMHUTAHTHA,
CeKBEHIIMAJIHA, XUOpUAHA) W/WIM YeTBOpHA OucMyT-chabpikama. lllancsT na ce npeongonee u
na ObJle yCIellHa TepanusiTa € TOJIsIM.

9. Stamboliyska, M., V. Glinkova. M. Atanassova, Treatment of Helicobacter pylori —
positive peptic ulcer disease with Clarithromycin, Scr. Sci. Med., Vol 29, Suppl. 3 (1997); 67-
70



The authors report their results from the treatment of Helicobacter pylori-positive peptic ulcer
disease with a new macrolide, Clarithromycin. Their objective was to compare the efficacy of
three different eradication regimens with Clarithromycin administered alone and in
combination with another antibiotic and proton pump inhibitor. The combination of
Clarithromycin with Ampicillin and omeprazole significantly improved the eradication and
healing rates. The treatment with the same combination for seven days resulted in curation of
the Helicobacter pylori infection and peptic ulcer disease in 100 % of the cases.

10. Stamboliyska,M., V. Kaludova, M. Mirchev, 1. Kotzev, R. et al.Role and Importance of
Microbiology Testing in the Diagnosis and Treatment of Helicobacter pylori Infection,
Hepato-gastroenterology, 2015

Unsuccessful treatment of H. pylori (HP) infection is constantly rising. Antibiotic
susceptibility testing and selection of individualized therapy are expected to improve
eradication of HP.

Aim: To assess the diagnostic accuracy of microbiology testing for HP and to assess the
effectiveness of culture-guided susceptibility tested antibiotic therapy.

Materials and methods: A total of 62 HP infected patients, 35 with unsuccessful eradication
and 27 treatment naive were subjected to culture testing and 3 endoscopy-based methods. In
isolated HP colonies strain susceptibility and resistance were determined by disc-diffusion
method. A triple therapy in the naive group and quadruple in the unsuccessfully treated group
was applied. The effectiveness of eradication was evaluated after 2 months by stool antigen
test and/or urea breath test. Fisher’s exact test for comparison of therapeutic efficacy was
used.

Results: ID colonies were isolated in 13 patients - 9 naive and 4 unsuccessfully treated.
Higher sensibility (100%) was shown towards UBT and high specificity between 95% - 100%
compared to other methods. Its accuracy was 91.9%. In all patients with proven resistance
culture-guided eradication was successful.

Conclusions: Microbiology and antibiotic susceptibility testing allows optimal diagnosis and
therapy of HP infection.

11. Kotzev, 1., M. Atanasova, M. Stamboliyska, M. Mirchev, N. Usheva, S. Portinson, The
Effect of L. reuteri (ProGastria) on the Eradication Rate in Elderly Patients Infected with H.

Pylori: a randomization, double-blinded placebo controlled trial Hepato-gastroenterology,
2015

Current guidelines recommend first line triple treatment with PPI-clarithromycin and
amoxicillin or metronidazole with efficacy of these regimes approaching 70%. Adding a
probiotic is a possible means to increase the eradication rate.

Aim: To determine whether treatment with L.reuteri ProGastria + PPI is effective in
eradicating H. pylori alone or facilitating subsequent eradication.

Methodology: A randomized, double-blind, placebo-controlled clinical trial performed in a
tertiary care setting. A total of 55 patients with dyspeptic symptoms were tested for H. pylori
infection by 13C-UBT, stool antigen test, histology and rapid urease test and randomly
allocated to omeprazole (2x20mg/day) + placebo or probiotic for 28 days. Afterwards a stool
antigen test was performed and if positive a sequential regimen was prescribed. At the end
UBT and stool antigen test were performed. A gastrointestinal symptom rating score was
completed at baseline, Day 14, 28 and 90.

Results: At the end of treatment 57.7% of the patients from the probiotic group and 62.1%
from the placebo group had positive stool antigen test (p=0.75, Pearson’s correlation test).
Twenty patients were prescribed sequential therapy. Unsuccessful eradication was present in



27.2% from the probiotic group versus 55.6% from the placebo (p=0.36, Fisher's exact test).
A trend towards a lower mean symptom score for the patients treated with probiotic was noted
(p>0.05).

Conclusion: Although the lacking an ability of ProGastria to eradicate H. pylori, the study
showed a trend towards a higher rate of successful eradication if sequential regimen was
preceded by a 28-day probiotic treatment.

12. Atanasova, M., 1. Kotzev, M. Mirchev, L. Grudeva, M. Stamboliyska, A. Atanasova, .
Shalev, D. Gancheva, S. Balev, B. Manevska. Irritable Bowel Syndrome Can Mask Coeliac
Diseas. Archives of the Balkan Medical Union, Vol. 46, N 4, Suppl. 1, 2011, ISBN 0041-
6940, 112-114

82. Atanasova, M., I. Kotzev, M. Mirchev, L. Grudeva, M. Stamboliyska, A. Atanasova, .
Shalev, D. Gancheva, S. Balev, B. Manevska. Irritable Bowel Syndrome Can Mask Coeliac
Dise”. Balkan Medical Week, oral presentation. Scr. Sci. Med., 2011, Abstr. 5-7

Introduction: Coeliac disease (CD) affects 1% of the population. Despite this high
prevalence the majority of individual are undetected. Furthermore, many patients present with
atypical or subtle symptoms, which may also contribute to under diagnosis. Symptoms of
Irritable Bowel Disease (IBS), a condition related to abnormal gut motility and visceral
hypersensitivity, can mask coeliac disease. Aims and methods: To identify the frequency of
coeliac disease in patients with diagnosed diarrhea-predominant IBS and to describe the
characteristics of this group of patients. One hundred and sixty one patients (110 female, 51
male, mean age 36 years, range 18-75) with confirmed diarrhea-predominant IBS were
prospectively studied. All of them fulfilled the Rome III criteria for IBS.

Colonoscopy was performed in all patients. All of them were tested for antibodies against
tissue transglutaminase (tTG) and anti-Gliadin antibodies (AGA). Those having positive tTG
and AGA were subjected to upper endoscopy for CD confirmation with duodenal biopsies.
All patients have undergone clinical laboratory analysis, including biochemistry, blood- and
urinalysis.

Results: Positive tTG and AGA results were encountered in 18 (11.2%) of the studied
patients with diarrhea-predominant IBS. In all of them duodenal biopsies confirmed CD but
one third of the patients presented with low-grade mucosal changes on histology.
Conclusions: Coeliac disease can mimic the symptoms of diarrhea-predominant IBS and
should be excluded in this group of patients.

13. Atanasova, M., Kotzev 1., Stamboliyska M., Shalev I., Varbanov G., Danev 1., Jechev V.,
Manevska B., Krasnaliev I. Carcinoma of the esophagus and its relation to Barrett's
esophagus. A myth or reality? Hepato-gastroenterology, 2002 (omobpeno 3a nedar moa Ne
02130). (Impact factor 2002 — 0.833)

BACKGROUND/AIMS: The frequency of adenocarcinoma of esophagus in USA and
Western Europe increases considerably in the last twenty years. The columnar replacement of
squamous epithelium in the lower esophagus as a result of gastroesophageal reflux, known as
Barrett's esophagus (BE), is believed to be the main risk factor. The aim of this study is to
analyze the endoscopic and morphologic data from last 12 years (1988-2000) in order to
determine the rate of occurrence and morphological features of esophageal carcinomas and
their relationship with BE.

METHODOLOGY: For the period, 15537 wupper endoscopies were performed in
Hepatogastroenterology Clinic. Esophageal pathology was found in 980 patient and
morphological examination revealed esophageal carcinoma in 49 out of them. Endoscopic and
biopsy findings were analyzed.



RESULTS: Occurrence of esophageal carcinoma in our data is 49 (5%) - 37 (75.5%) of them
are male (average age 58.4) and 12 (24.5%) female (average age 69.4). Squamous carcinoma
was proved in 19 (38.8%) patients, adenocarcinoma in 22 (44.9%), non-differentiated
carcinoma in 7 (14.3%) and adenosquamous carcinoma in 1 (2%). In 12.7% of all cases with
adenocarcinoma morphological criteria for malignantly transformed BE were found -
remnanta elements of Barrett's mucosa, papillary pattern of growth, flattened epithelium,
reduced or absent mucine secretion.

CONCLUSIONS: We determined a relatively low rate of incidence of the esophageal
carcinoma- 5%-based on our endoscopic biopsy material.; Affected are predominantly males
over age of 55 years; The prevailing histological type, tough with a slight predominance's of
the adenocarcinoma-44,9% over 38.8% of squamous carcinoma; In 72.7% of the cases with
adenocarcinoma of the esophagus morphological features of a malignantly transformed BE
are evident.

Morphological signs, which are of great importance, to distinguish between adenocarcinoma
over BE and other adenocarcinomas of the esophagus are as follows remnanta elements of
Barrett's mucosa: papillary pattern of growth of the tumour, cubical or flattened epithelium.-
reduced or absent mucine secretion.

14. Cramboamniicka, M., K. UBanos. Cromamer MAJIT- numdom- akTyalieH MorJie/,
Menummacku npernen, 2015; vol. LI, (4):6-12

MAJIT-numdoma ce nepuHupa Kato eKcTpaHoAaiHa B-kieTbuHa Heorasus, Bb3HUKBAIIA OT
auMdHaTa  ThKaH, KOATO  WHGWITpUpAa  JIMraBUIAaTa  HAa  KyXUT€  OpraHH.
['acTpOMHTECTHHAIHUAT TPAKT € Hal-decTaTa JIOKAJIW3alus Ha EeKCTPaHOAATHHS JTUMOM,
KaTo CTOMaxa € Hal-4eCTO 3aCEeTrHaTHAT opraH - no4ytu B 85% ot ciaydante. CTOMAIIHUAT
MAJIT-numdomMm e psako 3abosisiBaHe W MpencTaBisiBa oT 2 10 8§ % OT BCUUKH TYMOpH Ha
ctomaxa e. Toil mpousnu3a OT MyKo30acollMMpaHaTta JUM¢pHA TbKaH W € THUIIHYEH
HUCKOManurHeH B-kierpueH Tymop. IlaTorenetnunara Bpb3ka Mexay crtomamHata MAJIT
mumporeneza u uHpekmusata ¢ Helicobacter pylori e Heocnmopuma. HubpexumsTa ¢
Helicobacter pylori (HP) ce mpuema 3a kay3aineH (aktop W € CBbp3aHa C TOJSMOTO
MHO3UHCTBO OT ClIy4auTe. YCTaHOBEHO €, Y€ JUM(HUTE BB3JIH, CBbP3aHU C HOpPMAallHa
MyKO3a, C€ TOsBSBAaT BCleACTBUE Ha Bb3nanuTenHu Helicobacter pylori -acomuupanu
nporecu. Helicobacter pylori — cBbp3aHusi racTpUT € OCHOBHA TIPHYMHA 33 Pa3BUTHETO Ha
MYKO030-acolliMpaHara JuM¢pHa ThbKaH B CTOMAIIHAaTa JIMTaBULA M CE€ BB3MpPHEMa Karo
MMaTOrHOMOHWYEH 3HakK 3a mH(ekusaTa. PucksT 3a pazsurue Ha cromameH MAJIT-mumdom
€ BHCOK CaMO y TE€HETHYHO Ipeaucrno3upanutTe maumeHTH uHpekrupanu ¢ HP. MAJIT-
auMdoma ce IposiBSIBa KaTo €JHO HecnelupuuHo 3a0onsBaHe. KNMHUYHUTE CHUMITOMH ca
Hecneun(pUYHU, Hali-4eCcTo ce U3sIBsIBA KAaTO HEsCHA UCIEICHUs ¢ 0OJIKa B eUTracTpuyMa UilH
nuckoMdopt. CromamauIT MAJIT-Tumpom ce amarHocturmpa upes pudporacTpockomnus,
M3BBPIICHA OPaaU TUCIENTUYHN CUMITOMHU U C€ TOTBBpXKIaBa 4pe3 XUCTOMOP(HOIOTHIHO
U Haif-Beue MMYyHOXHUCTOXMMHUYHO HM3ciieqBaHe. EHockornckara OUONCHs € 3J1aTeH CTaHaapT
B auarHoctukata Ha ctoMamHus MAJIT-mumpom. OcobeHo 3HaueHHE B AMATHOCTHKATA U
cragupanero Ha croMamHuss MAJIT-numdpom mma engockorckata exorpadus. /[uarHozara
CE MOCTaBsi IO IBbTA HA M3KIOYBAHETO. OCHOBHMAT TEpaleBTHUEH IIOAXOJ BKIIOYBA
epamukanuara ©Ha HP wnbpekmusata. OtkpuBaneto Ha HP-unbexknmsta mnpomeHu
TepaneBTHYHUS 1oaxoa KbM cromamHus MAJIT-numpom. Crnopen HOBUTE HACOKH B
nedyeHueTo ce mnpenopbuBa HP-epagmkanus npu Bcmuku manumeHtu ¢ MAJIT mumdom,
HezaBucuMo oT HP-craryca, karo mepBa JuMHUS Ha Tepamnus, Npeayd IpPUIAraHeTo Ha
AHTUTYMOpPHU IIpenapaTH.



15. Cramboamiicka, M., K. /lokoBa, C. AHrenoBa. YcTHara KyxuHa — pesepBoap Ha HP
uHpekmus. Scripta Scientifica Medicine Dentalis, 2015

[Ipuema ce, ye ycTHaTa KyxMHa € BXOJJHA BpaTa M BTOPA €KOJIOTMYHA HUIIA HAa HHPEKIUATA C
HP. OcraBa otkput BbIpoca — Jlanu ycTHaTa KyXHHA € M3TOYHHK 3 a MHPEKIHs Ha cTOMaxa
€ IpUYMHAa 3a peuH(peKuus, peuuguB U IepcucTupaHe Ha uHbekuusara? llenra Ha
MPOYYBAHETO € Ja ce m3ciensa yecrorata Ha HP mH(eknmara B 3p0Ha 1iaka U B CIIOHKA,
KaTo ce IMpOoBeAEC CKPUHHHIOBO, IApalielHO M ClelepaauKaloHHO u3ciensane. [lpu
CKPUHHMHI'OBO M3CJI€/IBAHE HA yCTHATa KyXuHa ce ycTaHoBU Hanuuue Ha HP undexnus B 66%
ot ciydaute. IIpu napanennoro uscnensane, B 62% OT cily4auTe C€ yCTaHOBU — ChU€TaHa
nHpekuus (Hanuuue Ha HP B cTromaxa u B IeHTanHaTa miaka). YCTaHOBU CE€ Bpb3Ka MEKIY
Hanmnurero Ha HP wuHbexknus B neHTanHara mjjaka ¢ HaJIWYMETO Ha JBa CHUMIITOMa —
NEPUIOHTUT U XalIUTO3a. Te3u pe3ysiTaTh JaBaT OCHOBAHME Jja CE HAlpaBU 3aK/IIOUEHHE, 4e
yCTaHTa KyXHMHa ce sBsiBa pe3epBoap Ha MH(EKIUATa, KaKTO U U3TOYHHK 3a TpaHchepupaHe
Ha wuH(peknuaATa B cromaxa. JlommsTr opaneH cTaryc, BKIIOYHTEIHO HAJMYUETO Ha
NEPUIOHTUT U XaJIUTO3a, OM cleBajlo Ja Hacoud KbM ThpceHeTro Ha HP mndexnus. B To3u
aCIEKT, YECTHU MOCEILEHUs MIPU ACHTAJIEH CHEIUAIUCT, C 1IeJ1 IOYUCTBAHE Ha 3bOHUS KaMbK U
caHMpaHe Ha 3b0CH U OpaJieH CTaTyC ce ABABAT NPOPUIAKTUUHA OILIHSL.

16. M. Stamboliyska, K. Ivanov. Functional Dyspepsia — A modern review, Bulgarian
medicine, vol. 5, 1, 2015, 4-15, ISSN 1314-3387.

@yHKIMOHAIHATA JAMCHENCHUS, HapU4aHa B MUHAJIOTO HEA3BEHA JIUCIIECNICHS € CEPHO3EH
racTpOEHTEPOJOrHYeH Npo0jeM, YecTo CpeulaH B eXKeJHeIHaTa KIMHUYHA TPaKTHKa,
CMyIllaBalll KadyecTBOTO Ha JKMBOT Ha IMALIMEHTHUTE, CBHP3aH C MOBMIIABAHE Pa3XOAUTE 3a
3npaBe. DyHKIMOHAIHATA AUCHEINCHUs € nmoHsTue, cnopen Pum Il xpurepuute, nepunupano
KaTo MPUCHCTBUE HA TUCHIENTUYHU CUMITOMHU, U3XOKJIAIIHN OT racTpo-AyojeHanHaTa o0iacT,
B OTCHCTBUETO Ha KAKBUTO W Ja OWIO OpraHWYHH, CHUCTEMHH WIH METabOIUTHU
3a0ongBaHMsI, KOMTO Ja OOSACHAT cuUMITOMHTE. Bb3npuern ca [Be MNOATPyNHd Ha
(GyHKIMOHATHATAa JUCIEIICUs, CIOped TMpeolsafaBaliuTe CHUMOTOMH MOCTIpaHAHAICH
JUCTPEC CUHAPOM, MNPOSBABAIL CE€ C IBJIHOTA M PAHHO 3aCHUIIAHE CJIEJl HAaxpaHBaHE W
eMHUracTpaiHO-00JIKOB CUHPOM C enuractpaiHa 6osika uian napeHe. [latorenesara e cioxHa
u He a00pe u3scHeHa. B ocHoBara Ha maToreHesaTa ca  HaJMYHU  JIBE TOJIEMHU
NaTo(U3MOIIOTUYHN  OTKJIOHEHHsS: aOHOpPMEH CTOMAalleH MOTWIHTET W  BHCLEpalHa
CBpPbXUyBCTBUTENHOCT. VMa u apyru QakTtopu CBbp3aHH C NaTO(U3HONOTHATA U
nmaToreHesata M TOBa ca (hakTopuTe, KOMTO MoAuduuupar MaHudecTanuira Ha
cuMOToMuTe: aOHOpHa CTOMAalIHAa KucelnuHHa cekpenus, HP-undexkuus, ncuxomornyxnu
(dakTopu, queTa, HAYMH HA KUBOT. Hali-uecTure KIMHUYHUA CUMIITOMH Ha (DyHKIIMOHAITHATA
JUCIIETNICHS ca: IIbJIHOTA, MOJAYBaHE B TOPHHUS €Ta)XX, PaHO 3aCHILAHEe, raJicHe, OpUIBaHE,
MOBpBILIAHe, emnuracTpajHa Oojka, HapeHe W peTpocTepHanHo mapeHe. Habmiomasa ce
oBepJjan Ha KIMHUYHU CUMIITOMU INPU MalUeHTH ¢ QpyHKIMOoHaNHa nucnencus, [locraBsHero
Ha JMarHo3ata CTaBa IO IbTA HA M3KIIOYBAHETO [lalMeHTH ¢ TUMWYHH CUMITOMHU U 0e3
aJapMEHM CHUMITOMM MOraT Ja He Ce MoJyularaT Ha JMAarHOCTUYHO M3CJIEBAHE W MOTrar Ja
ObgaT JeKyBaHM emnupuyHO. JleweHwero Ha  (QyHKIMOHANIHATA  JUCHETICHS €
MIPEAN3BUKATEICTBO 32 TACTPOEHTEPOJIOra B KIIMHWYHATa npakTtuka. Ctparerusita ,,TectBail n
nekyBaii 3a HP* e moaxoasia 3a Hem3cneBaHa JUCIIETICHs, B MOMYJIALMITa C BACOKA YECTOTa
Ha HP wndexmus. [Ipun kIMHMKA HA MOCTIPaHAMAIICH TUCTPEC CHUHAPOM, NMPHUIAraHeTo Ha
NPOKUHETHLIM € CPEeICTBO Ha u300p. AKOTHAaMHUJ € HOB IPOKUHETHK, KOWTO IOKa3Ba
MOTEHIMAd Ja MNoAoO0pH (QYHKIMOHUPAIIUTI€ CHCTEMHU W KaueCTBOTO HA JKUBOT MpU
MAIMEHTH, Ype3 MEXaHU3bM KOMTO BKIFOUBA MOJ0OPSBaHE HA CTOMAIIIHATA AaKOMOIAITHSI.



17. Gancheva, D., M. Stamboliyska, M. Atanasova, I. Kotzev, M. Tzaneva. Whipple’s
Disease - Clinical Spectrum And Diagnostic Approach (With A Contribution Of Eight
Cases). Scr. Sci. Med, [S.1.], v. 46, n. 2, p. 26-31, jun. 2014. ISSN 1314-6408

72. Gancheva, D., M. Stamboliyska, M. Atanasova, I. Kotzev, M. Tzaneva. Clinical spectrum
and diagnostic approach in Whipple’s disease — Report of eight cases. Celiac Disease and
Other Small Bowel Disorders. Falk Symposium 193, Amsterdam, The Netherlands,
September 5-6, 2014. Poster presentation. Abstr. 33.

PURPOSE: Whipple’s disease (WD) is a rare systemic infection caused by the bacterium
Tropheryma whipple. Since the clinical features of the disease are non-specific, diagnosis still
remains a challenge. The aim of the study is to analyse the clinical presentation and diagnostic
approach in patients with WD.

MATERIAL AND METHODS: Eight patients, six females and two males at an average age
of 59 years (range, 46-79 years) were diagnosed with WD from January, 2012 to May, 2013
in the Clinic of Hepatogastroenterology, St. Marina University Hospital of Varna. Laboratory
tests, endoscopic, radiologic, ultrasound and histomorphological examinations were
performed.

RESULTS: The main symptoms are abdominal pain, chronic diarrhoea and meteorism. Only
one female patient presents with clinical signs of malabsorbtion, such as weight loss,
anasarca, ascites, pleural effusions and anaemia. There are no extraintestinal manifestations.
Tests for Chlamydia trachomatis, tuberculosis and Clostridium difficile are negative. Stool
examination does not show any parasitic or bacterial infection.

Coeliac disease (CD) serological tests are negative, except in one female with co-existing
gluten enteropathy since childhood onwards, where Crohn colitis is diagnosed, too.
Endoscopy demonstrates mild to moderate atrophy of the intestinal mucosa. Histological
examination establishes mild villous atrophy, lymphoplasmatic infiltration and lymph vessel
dilation. All the biopsies show PAS-positive inclusions in the macrophages. Doxycycline
therapy exerts a favorable effect on the clinical symptoms in all the patients.

CONCLUSION: Whipple’s disease (WD) is a rare systemic disease that is commonly late or
falsely diagnosed. The prognosis of non-treated patients is poor. The disease should be
considered in any patients with prolonged gastrointestinal symptoms such as unexplained
abdominal pain, diarrhea and features of malabsorption syndrome. The appropriate antibiotic
treatment achieves remission and improves the patients’ quality of life.

18. lanes, U., M. AtanacoBa, M. Ctambosmiicka, 1. Koues, Pons na Helicobacter pylori
MpY CTOMAIIIHUTE TpekaHuepo3u. bbirapcka xenaroracrpoenreposorus, 2015

119. llanes, ., M. Aranacosa, M. Ctambosamiicka, 1. Koues, A. />xeaxoB. Poms Ha
Helicobacter pylori npu cromamaute npekannepo3u. Hanmonanna Koudepennus, Codus,
tonu 2014. IToctep

C30 mpusnara nipe3 1994 r. undexmnusata ¢ HP, karo kanmneporex ot tum 1 3a cToManiHus paxk
Y KaTo eTuoyiornyeH (akTop BB BCEKH €Tall Ha MpeKaHIlepo3HaTa Kackaaa. M3nekyBaHero Ha
unpekuusita ¢ HP moBnusBa OmaronpusiTHO NpeKaHIIEPO3HUTE CHCTOSIHUS Ha cToOMaxa ¢
MOCTUTaHE Ha perpecus Ha aTpodusiTa U CIHpPaHE Ha Pa3MpOCTPAHEHUETO HA MHTECTUHATHATA
Mertamiasus. llenta Ha mpoyuBaHeTo € na ce mokaxe Bpb3kata Ha HP cbc cromamnara
aTpodus, MHTECTHHAIIHATA METAIlIa3usl, TUCIUIa3Us U MOJIHUITUTE Ha CTOMAaXa M Bh3HUKBAHETO
Ha cTomamieH kapuuHoMm. M3cnenBanu ca 1456 mamueHta 3a mepuoa OT JABE TOJAUHU.
Atpoduuen ractput HP monoxurenen e ycranoBeH B 73 % OT cilydyauTe, MHTECTUHAIHA
Metamazus HP+ - B 47 % u nucruiasus B 15 % ot cinyyaute. Bp3pacToBOTO pasnpeneneHue
Ha HAIIMTe TPYNH MAIMEHTH WIOCTpUpA Te3aTa 3a NMpeMuHaBaHe Ha npuuuHeHus ot HP,
XpOHUYEH racTpUT, Mpe3 eTanuTe Ha aTpodusi, MHTECTUHAIHA MEeTaIula3us, AUCIIa3us u 10



IIOJIMIT UJIW KapUOHUHOM, B pa3CTOSAHHEC Ha 6-7 JACCECTUIICTHUA OT YOBCIIKUSA ) KHUBOT.

19. M. Cramboamiicka, Pomsra Ha n00pusi KOMIUTHAHC 3a JIeYeHHE Ha WHQEKIUATa C
Helicobacter pylori, GP news, 2015; 6 (181):15-17, ISSN 1341-4727.

B nocnenaute 15 roguan, eheKkThT OT epaguKalliOHHAaTa Tepanus ChC CTaHJapTHATa TPOHHA
Tepanus HamansBa ¢ 20 1o 45 %. MznexyBane Ha uHdekuusara ¢ ycneBaemoct moa 80% Boau
70 HEMPUEMIIMBH, pa3odyapoBally pe3yaTatu. Penuna (akTopu okaszBaT BIMSHMS 3a ycnexa
Ha u30paHMs TepaneBTHUYEH peXuM. ENHa OT mpUYMHUTE 3a HaMalsiBaHE Ha €()EeKTUBHOCTTA
Ha €paJMKAIL[MOHHUS PEXUM € JIOIINS KOMIUIasHC Ha MalMeHTa, KOeTO Hal-00II0 03HayaBa —
ChJCiiCTBME Ha MalMeHTa MpU MPOBEXJAaHE HAa HA3HAUYEHOTO JIeYeHUE. AKIEHTHT € BBbpPXY
CTPUKTHOTO MpPUIbPKaHE KbM MPEINUCAHMs TEPANeBTUUEH PEXKUM, 3a KOETO € HE0OX0IUMO
no6pa koxadopanys 1 KOMyHHUKAIMS MEXIy JIeKyBalus jJekap u nauueHta ¢ HP ungexuus.
Hammre naHHuM OTHOCHO M3CiieIBaHE Ha KOMIUIasiHCA Ha MAllMEHTa, IPOBEJ CTaHJapTHa
TpoilHa Tepamusi € 4pe3 BBIPOCHUK. AHAJIM3bT MOKa3Ba, Y€ CaMO Y4 ca Cla3Bajld CTPOro
npenanucaHaTa aHtTuOmornyHa komOuHauus, 20 % ca cnojenuiu 3a CTpaHUYHU JAEUCTBHUS,
camo 11 % ca UManu KOHTAKT C JIEKyBalUs JeKap 10 BpeMe Ha JiedeHueTo. Te3u pe3ynratu
KopemnupaT ¢ HHucKata eeKTHBHOCT OT mpritokeHoTo jedernne cbe CTT — exBa ¢ 57 % e
HaJIMLE epaiuKalus Ha HHPEKIUATA.

20. U. UBanosa, /1. 'anueBa, A. AtanacoBa, C. banona, /[. /lykoa, M. Ctambosuiicka, I.
HlaneB, M. AtanacoBa, M. Mupues, 1. Kones. Pons Ha u3cnenBaHero Ha yepHOApoOHATa
IUTBTHOCT, 4Ype3 MpOIOrupania yiaTpa3ByKoBa enactorpadusi Mpu MAUUEHTH C XPOHUYHU
yepHoApoOHU 3a0omnsaBanus. [IpocriekTrBeH HavyaneB onut. beiarapcka meaunuaa, 2015, vol.
5(1):16-22, ISSN 1314-3387.

Len: B npocnekTUBHO MpOyYBaHe Aa ce U3cie/Ba KIMHUYHOTO 3HAUCHHE Ha YJITPa3ByKOBaTa
mpomnarvpania enactorpadus Mpy HAa4daJHOTO HU3CJElBaHE W CTaJMpaHe Ha NAIlUeHTH C
XPOHUYHH YePHOAPOOHU 3a00II1BaHUSL.

[TarmenTn 1 Metoau: 335 MocIe0BATETHO XOCTTUTATU3UPAHN MAITUEHTH OsXa U3CJICIBaHH C:
¢u3uKageH MeToJ; pPYTHHHU Ja0OpaTOpHM TMOKa3aTend 3a 4YepHOApoOHA (YHKIMS;
KOHBEHIIMOHAJIHA a0JoMHHANHA exorpadus, mociaeaBaHa oT enactorpadus upe3 FibroScan
402; ropHa €HIOCKONMs MpU KIMHUYHO ChMHEHHE 3a IUpO03a; YepHOApoOHa Ouoricus 3a
cragupane (mpu 85 ot ciaydaunre).

Pesynraru: Ot 335 BKiItOUeHH OOJMHU C pa3IMYHA €THOJIOTHS Ha XPOHUYHOTO YEPHOIPOOHO
3a0onaBaHe (Ha cpenHa Bb3pacT 48.5 roaunu, 61% oT TAX MbKke), enactorpadusra Oe
ycnemHo u3BbpuieHa B 327 (97.6%) ot cinydaute mnpu cpenHa ycneBaemocT 89.4% wu
uHTepBan Ha BapuabuiaHocT 10 30%. YepHoapoOHaTa MIIBTHOCT C€ acOLUUpPA CHIIHO C
XOJIMHECTepa3HaTa aKTUBHOCT B CEpyMa, C MPOTPOMOMHOBOTO BpeMe U TPOMOOIUTHHUS OpOit.
[Ipu manmenTuTe ¢ HavaHa Guodpo3a (n=20) ce ycTaHOBH cpeiHa YEPHOAPOOHA TUTBTHOCT 6.2
kPa; npu centanna ¢pubposa (n=24) - 9.23 kPa; npu mocroBa ¢pudposa (n=28) - 10.86 kPa u
npu 1mposa (n=13): 18.72 kPa. Ilpar na yeproapoOHaTa mbTHOCT OT 7 KPa Oe ¢ mobOpa
cneuupuynoct 95.3%, HO cyO-onTHManHa YyBCTBHTENTHOCT 55% B aeduHupaHeTo Ha
curiuukanTHa Gudposza. MeToabT € ¢ JUarHoCTHYHa TOYHOCT 3a uuposa ot 88.9% mpu
npar 14.5 kPa.

W3Bon: Ilpomarupamara emacrorpadusi € no0bp METOA 3a MbpPBOHAYaJHA OILIEHKA Ha
MAIMEHTUTE C XPOHUYHHU YEPHOAPOOHH 3200 IIBAaHHS.

21. lllanes, U., M. Ctamboauiicka, M. Atanacosa, /I. 'anueBa, B. I'mmakosa, 1. Kones, U.
Kpacnanues. Knuanuen — cioydaii ¢ abgoMWHaJIHA — capKOHMO3a. bbarapcka
xenaoracpoenreposorus, 14, 2012, N 1, ISSN 1311-3593, c. 84-87.

Sarcoidosis is a disease caused by a granulomatous inflammation which affects predominantly



the lungs, but can engage any other organ and system as well. We present a patient who was
reffered to our gastroenterology department because of moderate hepatosplennomegaly. In
search of the diagnosis the following methods were used: computerized tomography of the
abdomen and chest; serum angiotensin-converting enzyme (ACE) assessment, fine needle
aspiration biopsy of an enlarged abdominal lymph node with cytology, and percutaneous liver
biopsy with histology. \aclinical diagnosis of sarcoidosis of the liver with involment of the
spleen, the abdominal lymph nodes and bonemarrow was made, based on the results from the
investigations. \the clinical condition of the patient improved gradually in several weeks after
the administration of an oral glucocorticoid and ursodeoxycholic acid. Both drugs remained as
a maintenance therapy in the course of the next 24 months, resulting in normalization of the
size of the spleen and the abdominal lymphnodes, reduction of hepatomegaly, normalization
of liver enzymes and the ACE value, and also restoration of physical capacity quality of life.

22. I'anuesa, /1., M. Cramboauiicka, 1. Koues. Octpa uepHOIpoOHA HENOCTATHYHOC IMPH
Oomecrra Ha Wilson cien mpekbcBaHe Ha J9eHHMeTo ¢ D-penicillamine — n1Ba KIMHUYHU
cinyyas. bearapcka xenaroractpoenreponorus, 14, 2012, N 1, ISSN 1311-3593, c. 59-63.

55. JI. T'anuesa., M. Cramboimiicka, 1. Koues. Octpa yepHOApOOHA HEAOCTATHYHOC MPU
6onectra Ha Wilson cnen mpekbcBaHe Ha mueHuero ¢ D-penicillamine — aBa KIMHUYHU
ciyuas. Tpera Hammonanna Kondepenums 3a peaku Oonectu cupanu,l4-15.09.2012, c6.
JIokanu, 89.

118. I'anuesa, /1., M. Ctamboauiicka, 1. Koues. Octpa uepHonpoOHa HENOCTATHYHOCT MPH
6onectra Ha Wilson ciien mpekbcBaHe Ha JyiedeHueTo ¢ D-penicillamine — nBa KIWHUYHU
ciyuas. Tpera Hammonanna Kondepenuus 3a Penku bonectn — 14-15 cenremspu 2012,
[TnoBmuB, Iloctep. COOpHUK pe3tomeTa

Wilson disease is an autosomal recessive disorder of the biliary copper excretion. It results in
copper accumulation in the liver, nervous system and other tissues. Without specific gresses
to fatal outcome. The acute liver failure (ALF) may be the first presentation of the disease.
The fulminant course occurs and after prolonged interruption of the treatment. We present
two clinical cases with ALF, developed on liver sirchosis in Wilson disease patients with
hepatic and neurologic presentation. Patient 1 stopped the treatment with D-penicillamine for
4 years. He presented with ALF and decompensated liver sirchosis — acute haemolytic
anemia, renal failure, ascites, progressing jaundice, DIC syndrome. The intensive therapy
with blood and plasma transfusions. D-penicillamine, haemosorbtion and plasmapheresisled
to a favorable outcome and complete recovery of liver function. Patient 2 interrupted the
treatment many times. He was admitted in our clinic with symptoms of progressing liver
failure and decompensated by lung infection and respiratory failure. Despite intensive therapy
the liver and respiratory insufficiency deepened irreversibly and led to death. These cases
show the fatal consequence of the interruption of the chelation therapy. Lifelong medical
therapy remains the mainstay of treatment.

23. Cramb6osmiicka, M., 1. Koues, /l. ['anueBa, B. 'mtuakoBa, M. AtanacoBa, A. ATaHacoga,
N. Hlanes, 1. Kpacuanues, b. Manescka, M. Mupues, . BanoBa. Ananu3 Ha 26 ciayuas
MaJIMTHEHU TyMOPH Ha ThbHKOTO 4epBo. GP news, 7, 2008, 22-24.

Manuraenure TyMOpH Ha THBHKOTO YE€pPBO Ca PAJKO CpelllaHa MaTOJIOTHs U MPEACTaBIsSIBAT 3-
6% Ha BCUYKH HEOIUIa3MH Ha FaCTPOMHTECTHMHAIHHUA TpakT. [IpeacraBeH e aHanu3bT Ha 26
Cllyyas B MJIMTHEHU TyMOpHU Ha THHKOTO uepBo. Haif-uectaTta iokanu3amus Ha KapluoHOMa
Ha THHKOTO 4epBO € AyoaeHyMa — 18 ot ciayuaute (69 %). Ot Tax 5 ca ¢ kapuuHOM Ha Oysba
u 13 — ¢ xapuuHOM B Tmapc JECUEHIEHC IyOoJileHU. Bojell KIMHUYEH CHUMIITOM, Makap
KbCEH, € HapylleHarta 4ypeBHa npoxomuMocT — 50 % or cmywaumte. CrnenBar mo 4ecTtora



pelMauBHpaIiaTa NepuyMOMWIMKaTHa KOpeMHa Ooika W IKeIs30AepUIMTHA aHEeMUs.
®ubporacTpoyoJeHOCKONHUATA € OCHOBEH JAMAarHOCTUYEH METOA. AJIGHOKapIIMHOMBT € Hall-
YeCTO MPEJCTaBeHUS XUCTOMOPQOIOrHYeH BapuaHT. TpaHcaOmomuHamHata exorpadus e
CKPUHUHTOB METOJ] U IbPBOOOPA3HO M3CIIE[BAHE, KOSATO C€ MpHJiara npu BCUUKU MALUEHTH C
KopemHa Oousika. IIpeacTaBeH € NMAarHOCTUYEH aNTOPUTBM 3a MOJAXOJ MpU ChbMHEHHS 3a
TYMOPH Ha THHKOTO 4€pPBO.

24. Koues, U., Cramboimiicka M, Illanes U1, MBanoBa U, InmunkoBa B, Mupue M,
Manescka b. PuckoBu M NpoTEeKTUBHM (PaKTOPU 3a CTOMAIIHU IMOJMIHA M CTOMAIIEH pakK.
Cvepemenna meouyuna, 2007; ISSN 0562-7192, 2:33-41.

CToMaImHuAT pak € Ha BTOPO MSCTO IO Y€CTOTa CPeJl TACTPOUHTECTUHAITHUTE KAPIIUHOMHU 10
JAaHHW Ha OHKOJIOTMYHUB JucraHcep B Tp. Bapna. Hacrosmoro mnpoyuBane uenu na
MIPEJIOKHU TMaHeJI OT PUCKOBH U MPOTEKTUBHU (haKTOPW HA CTOMAIIHU TOJIJTUIINA U CTOMAIIICH
pak. AHaMHECTHYHO, KJIMHUYHO, €HIOCKOIICKH U XUCTOJOTHYHO ce u3cieaBaxa 87 OONHU ¢
MOJIMTIOUTHA CTOMAIIHU Jie3un u 116 ¢ kapuumHOM Ha crtoMaxa. Upe3 IOrHCTUYEH,
pPErpEeCcUOHEH aHallu3 Ce MOTHhPCU KOpesaus MEXKIY HBKOM PUCKOBE M MPOTEKTUBHU (HaKTOPH
M YecToTaTa Ha Bb3HUKBAHE HA CTOMAIIIHHUTE IMOJMIH U pak. Ma3Ha, MapUHOBaHA, MyIlICHA
XpaHa, OoraTu Ha Ma3HMHHM Meca, cojlieHa XpaHa, uHpeknusata ¢ HP, TioTroHOmymiene,
3aTIBCTSBAHE W HapacTBallaTta Bb3pacT. [[poTekTuBHUTE (HaKTOPH MPH CTOMAIIHUTE MOJIUIN
Y CTOMAILHHS paK B ToOjsiMa CTENEH ChUIO C€ MPEMOKPUBAT: KOHCYMAlMsITa HAa PACTUTENIHA
XxpaHa (BKJ. IUIOJIOBE, JOMAaTH, JIYK, LIAPEBHIIA), KUCEIO MIIIKO, MTHYE MECO, Pa3CTUTENIHA
Ma3HMHA, BapupBa U YCH. YCTaHOBEHUTE pHUCKOBU (aKkTopu B KaHIEporeHesaTa Ha
CTOMAITHUS paK ca CXOAHH C PHUCKOBHTE (HaKTOpH HA CTOMAITHHUTE IOJIUIHU, JCHCTBAT
KOMUHHUPAHO M Ha pas3iMyeH reHeTuuyeH TepeH. HaOmiogaBaHOTO OT HAac, chyeTaBaHe Ha
aJIcHOMAaTO3Ha MOJIUI03a CbC cToMallleH pak (19%), KakTo U Bb3MOXKHOCTTA 3 MIPOTrpEcCUpaHe
Ha JIMCIUIa3usiTa O BUCOKOCTENEHHA MHBa3MBHA HEOIUIa3Ms, HACOUBAT KbM HEOOXOJIMMOCTTa
OT PaHHO JAMArHOCTULIUPAHE M E€HJOCKOIICKA MOJIMIIEKTOMHS HAa CTOMAIIHATa aJ€HOMAaTO3Ha
nonuno3a. Kopurupane Ha yCcTaHOBEHHTE PUCKOBH (akTopH, epaaukamnusta Ha HP, kakto u
€HJIOCKOTICKATa MOJIMIIEKTOMUS Ca MOJIE3HU MEPKU 32 MPEBEHIIMS HAa CTOMAILIHUS PaK.

25. Koues, U., lanes U., Ctamboauiicka M., AtanacoBa M., ['anueBa J[. Pe3ynratu ot
KIMHAYHO HAONIOZICHWE Ha TAalWeHTH ¢ (QYHKIUOHAIHA JHUCIETCHs, JIEKyBaHH C
Levosulpiride. bwreapcka xenamoeacmpoenmeponozus.2006; 2: 30-34.

26. Koues, U, lanes U, Cramboaiicka M, Atanacoa M, I'anueBa [I. Pe3ynaratu ot
KIMHUYHO HAOJI0OJICHUE Ha MAIMEeHTH ¢ (YHKIMOHAHA AWCIeNcHus, JekyBanu ¢ Levopraid.
Cwepemenna meouyuna, 2006; ISSN 0562-7192, 4, 9-15.

27. Koues, U, Hlanes 1, Crambouamiicka M, ArtanacoBa M. Pe3ynratu OT KIMHUYHO
HaOII0JIeHHEe Ha MAalMEeHTH ¢ (yHKIMOHAJHA AHCTencus, JekyBanu ¢ Levopraid. GP News
2006; 9:18-20.

46. Koues, U, Illanes M, Cramboamiicka M, AtanacoBa M. Pe3ynaratu OT KIMHUYHO
HaOJI0ZICHNE Ha MalMeHTy ¢ (YHKIMOHAJIHA TUcTerncus, JekyBanu ¢ Levopraid. bearapcka
MeaUIMHCKa TpakTuka, 2006,19-20.

ODyHKIMOHAIHATA TUCIIETICUS € CUHIPOM, XapaKTepu3upail ce ¢ 6onka win auckoMmdopt B
ropHa KOpEeMHa TOJIOBHMHA, NMPHU KOETO HE Cce HamMupa OOsICHUMa MpUYMHA OT (U3UKATHUS
npersien, or ®I'C um3cnensane, kakTo M oT jabopaTopHM wu3cienBanus. llpuema ce, ye
OCHOBHa TPUYHMHA Ca MAaTOMOP(OJOTHUYHUTE HAPYIICHUS B MOTHJINTETa Ha CTOMaxa M
IyOJCHOMa, KAaKTO W TMPOMEHEHATa BHCIEpATHA YyBCTBUTETHOCT. [IpokmHeTHIIUTE ca
CpeICTBO Ha W300p B JiedeHHWETO Ha (yHKIHMOHATHATA MAWCIENCHUS, KAaTo IPOMEHST
HapylieHus: MOTWIHMTET. JleBompauJ € HOB Tperapar, JSIBOBBPTAII CE€ EHAaHTOMEp Ha
Cyndnupuauna. [locraBeHara e € 1a ce yCTaHOBU KIMHMYHUA eekT Ha JleBompauy cien



YEeTHPH CEIMUYHO JICUYCHHE TIPH TPYIIa MAUeHTH ¢ QYHKIMOHAIHA aucnerncus. V3monsBaH e
CTaHJapTEeH BBIPOCHUK 32 OTYMUTAHE HA KIMHUYHUTE CUMITOMHU, KAKTO M TIETCTENEHHA CKalla
3a TEXKECTTa Ha CUMIITOMUTE — MPeIn U cien JiedeHue. [Ipu BCUUKyU manueHT ce HalIro1aBa
HaMaJsiBaHE Ha CHUMITOMHUTE MO YECTOTa U TsHKecT Ha wu3saBa. CymapHaTta OlleHKa Ha
TUCTIeNTUYHUTE cuMmnToMu € 318 Touku mpenu JsedyeHueTo W 67 T. cled JICUYCHHETO.
AbGpoMuHanHarta exorpadus € MeTo/ C JUArHOCTUYHO 3HAUYCHHE 3 OIICHKA Ha MOBJIHUSIBAHE U
HO[[O6p$[BaH€ Ha MOTHUJIMTETA, KaTO CE€ OTUUTA HpOM?IHaTa B cpez[HaTa 1001 Ha HaHpeqHOTO
CeYeHHe B Kopryca Ha ctomaxa. CTpaHUYHHUTE JEHCTBUS ca HE3HAYUTENHU. MeIUKaMEeHThT €
e(heKTUBEH 1 Oe30MaceH.

28. T'nunakoB, C., M. Cramboamiicka, . Kpacnamues, B. I'muukoBa. Ciyuaii Ha
aboMHHAITHA AKTMHOMHMKO3a, JIOKaJIM3UpaHa B JCCHUS KOJIOH, Bwvieapcka
meouyuna, 12,2004, N 1, ISSN 0861-9883, c. 14-15

98. Glinkov, S., M. Stamboliyska, I. Kotzev, B. Manevska, V. Glinkova. A case of
abdominal actinomycosis involving the right colon. — Digestion, 59, 1998, suppl. 3, 643.
(Impact factor 1998 — 1.254)

A case of a 38-year-old woman with abdominal actinomycosis involving the right colon and
the surrounding tissues is reported. During the operation a hard tumour mass arising from the
coecum and ascending colon and infiltrating the ileum and sigmoid colon was observed. A
right colectomy with temporary stoma was performed. Histology revealed actinomycotic
abscess. Long-term treatment (8 months) with penicillin and reconstruction of the stoma on
the 2nd month caused improvement One month after discontinuing the treatment a recurrence
of the disease occurred with fever, diarrhoea and ascites which led to resumption of the
treatment resulting in disappearance of the symptoms. The case reminds the necessity of
taking into account actinomycotic infection in the differential diagnosis of conditions
suggesting a neoplastic process in the abdominal cavity. Postoperative, long-term treatment
with penicillin is essential for avoiding recurrences and complications.

29. TI'munkoB, C., M. Crambosmiicka, W. Kpacnamue, B. I'munkoa, II. ApHaynos.
CumynTtaneH croMmamieH ajeHokapuuHoM u MALT-nmumdom y mnamment ¢ H. pylori
nHpexnus. bearapcka xupyprus, 2, 2002, N 5, ISSN 1311-8579, ¢. 29-30.

It is well known that chronic H. pylori infection can lead to the format ion of gastroduodenal
ideas as well as chronic gastritis, gastric cancer and MALT (mucosa-associated lymphoid
tissue) lymphoma of the stomach. We report a case of a 44-year old woman, with a history of
duodenal ulcer, in whom the diagnosis of coexisting poorly differentiated gastric
adenocarcinoma and centroblast, centrocyte-like MALT lymphoma, occurring as collision
tumors, was made. The patient underwent subtotal gastrectomy, followed by eradication
therapy for H. pylori infection and 6-month chemotherapy. Four years after the operation no
recurrence of either the two malignancies or H. pylori infection it® detected. The
development of simultaneous primary gastric carcinoma and lymphoma is a rare event. The
possible coexistence of both tumors should be kept in mind, especially in patients infected
with H. pylori, since possible etiopathogenic role of this bacterium has been postulated for
both diseases.

30. Cramboauiicka, M., 1. Kones, 1. Kpacnanmues, . Kupos, M. Kanunosa. Bioprazol B
JICYEHUETO Ha KHCEMMHHO-00ycioBeHuTe 3abomsaBanus. Obdma menuiuna, 3, 2001, No 1, 37-
40

[Ipoyuen e aHTHCEKpPEeTOPHUAT edeKT Ha Obiarapckus mnpenapat Bioprazol (MuOuorex) mpu
65-ma GomHM (25 ¢ nyomeHamna sizBa HP+, 10 mamuentn ¢ ayoxeHanna sizea HP-, 20



narueHTu ¢ pedaykc-ezodarut u 10 ¢ pynkunonanna HP mucnencus). [Ipogbmkurennoctra
Ha JedyeHuero e uetupu ceamuuu.llpocneneHn ca  KIMHUYHHM, €HJOCKOIICKH,
XUCTOMOP(}OIOrMYHU U 0aKTEPUOJOTUYHM MOKA3aTeNIU. Y CTAHOBSIBA C€ OTJIMYEH Pe3yJTaT OT
npenapara Bioprazol, ¢ koiiTo 6bp30 U €(eKTUBHO ce MOBJIMsIBA KIMHUYHATA CUMITOMAaTHKA
Ha KHCEIMHHO o0ycnoBeHutre 3a0onsBanus B 91-100% ot cuywaure, mnoctura ce
enurenu3upain epeKT Ha AyoJieHalHaTa s3Ba npu okoio 80% oT ciyyaute, a B KOMOMHAIMS C
aaTuOnoTHIHM ce nmoctura 80% epanukarnms Ha Helicobacter pylori.

31. Cramboamiicka, M., . Komnes, J[. Kapacrares, T. [lluBaueBa, M. MutkoBa, C. I'opeBa,
W. Ilanes. Knunuko-ennockoncku npodun Ha HCIIBC-unayuupanu yBpexaaHus Ha TOPHUS
XpaHOCMUJIATENICH TPAKT. Scripta Scientifica Medica, 2001, Vol. 33, c. 28.

134. Cramboauiicka, M., 1. Koues, /. Kapacrares, T. IlluBaueBa, M. Mutkosa, C. ['opeBa u
N. Manes. Knunuko-ennockorcku npodui Ha HCIIBC-unayuupanu yBpexxJaHusi Ha TOPHUS
XpaHocMuiarteneH TpakT. FO6uneiina cecust Ha MeauuuHCcKus yHuBepeutet — Bapha, 2001 r,
0. pestomera. Scr. Sci. Med., 2001, 28.

135. Koues, W., M. Cramboamiicka, [[. Kapacrares, W. Illanes, T. IlluBaueBa u b.
MasneBcka. Enmockoncku u MOp(OJIOTHYHU MPOYYBAHUS HA TaCTPOIYOJCHATHATA JTUTaBUIIA
npu nedeHue ¢ Nimesulid (Aulin). [llecra Harmonanna kondepenmus no pesmaronorus, 10-
11 nexemBpu 1999, Bapha. c0. pestomera 22.

[Mpoawmxutennata ynorpeba na HCIIBC Bomm m0 yBpeknaHe Ha JUTaBHIIAaTa Ha
racTpOMHTECTUHATHUA TpakT. Llen Ha mpoyuBaneTo e ma ce m3cnensat edexrure Ha HCIIBC
(COX1 u COX2) BBbpXy e30¢aroracTpoyofcHaIHaTa JIMTABULA y MALUCHTH ChC CUCTEMEH
npueM. HCIIBC unnynupanute yBpexxmaHus (€pO3UH W S3BH)IIPOTHYAT OJUTOCUMIITOMHO
npu 13 % ot ciayuaute u riyxo npu 60 %. Cnen AByMecedyHO JieueHHUEe UHIYLMPaHH JIE3UH,
€po3uu U A3BU ce ycraHoBenxa npu 80 % ot nmanuentute. [Ipu 12 oT manueHTuTe € HAIULE
yBpeXJIaHe Ha e3odaruanHaTa JIMraBULa — €pO3UH. Bb3namuTenHUTEe NMPOMEHH, KOUTO Ce
YCTaHOBSIBAT €HJOCKOIICKH, HE ce IbkaT camo Ha mpueMma Ha HCIIBC, a umat poist u npyru
¢dakropu, Hanp. HP undexuus, kosaro ce ycraHoBu B 64 % ot cinyyaure. [IpaBu BrieuaTieHue,
4ye OCBEH CTOMAIIHO-yOJIC€HaJHAaTa JIUTaBUIa, XPaHOIIPOBOIHATA JTUTABULA € CHIIO CEPU30HO
aTaKyBaHa U ce sBsBa ysa3BuMa oT jgedueHuero ¢ HBIIBC B 48 % ot ciayuaute. Ha nuue e u
yCIIO)KHEHHE KaTo 0apeToB XpaHONpoBo B 14 % oT manueHTHre.

32. AtanacoBa, M., Komnes U., Manescka b., Ctam0osmiicka M., KsHues E., Knucaposa A.,
[oneB K. BbaperoB xpaHompoBox — mpoOlieMH Ha JUArHOCTHKATa W HAONIOACHHETO Ha
oomuute. bvreapcka xenamoeacmpoenmeponocusi 1999;1:4-7

137. AranmacoBa, M., 1. Kome, b. ManeBcka, M. Cramboimiicka, E. KnHucs, A.
Kmucaposa, K. IloneB. bapeTtoB xpaHompoBom — mpoOjJeMH Ha IUAarHOCTHKaTa |
HabmoeHneTo Ha OonmHUTE (MpocreKkTuBHO mpoyuBaHe). Ceamu HarmonaneH KoHrpec mo
ractpoenteposiorus. 25-28 HoemBpu 1998 1., Codus. [Tocrep. COopHUK pe3tomeTa, ¢. 67.

The columnar replacement of squamous epithelium in the lower esophagus, named Barrett’s
esophagus(BE), is a result of chronic gastroesophageal reflux(GER).The lesion is associated
with an increased incidence of adenocarcinoma(AC),ulcers(U) and strictures(S) of the
esophagus, which determines the necessity of early diagnosis, surveillance and treatment in
order to eradicate the BE.

AIMS: To study the prevalence and clinical, endoscopic, cyto- and histological, scintigraphic
and radiological findings in cases of BE, diagnosed for 11 years period in the University
Clinic of Gastroenterology.

METHODS: From 1987-1998 92 cases of BE have been evaluated morphologically on



endoscopic biopsies. A 5 years follow-up study was performed in 48 of them.The patients
were investigated by upper endoscopy, videoendoscopy, forceps-and brush biopsy for standart
morphology and for staining methods with alcian blue / periodic acid Schiff, cell - DNA
content analysis with the CAS-100 system,Tc-99m  scintigraphy, barium
pharmacoradiography.

RESULTS: The 92 cases of BE are 0,6% from all upper endoscopies for this period(1 5000)
and 10,5% from the cases of GER(875).The mean age is 51,8+- 1 0, male-49,female-43. The
clinical symptoms were nonspecific.The most common endoscopycall picture was that of a
polipoid elevated "salmon red" mucosa (48,2%).Histologically different mucosal type of BE
was observed: in 44 pts (47,8%) - junctional, in39(42,3%) - fundic and in 9(9,8%). intestinal.
In 50 cases (60,2%) with junctional and fundic type BE focal intestinal metaplasia was found.
The character of mucus secretion was type 1|B byJass.Dysplasia in BE was found in 45 pts
(48,9%), AC in 17( 18,4%). During the 5 years follow-up period 1(2%) developed esophageal
AC and in 5 pts (10,4%) the grade of dysplasia worsend. The cell - DNA content analysis
showed >10%S-phase fractions.

This high proliferative activity did not decrease after a long time PPI treatment. It was found
in pts (7,6%),Scin -15 (16,3%).Tc-99m scintigraphy in 15 pts with BE showed a good
mapping of the metaplasia and her size and could be benefitial in the complex diagnostical
procedures. Focal defects in the esophageal contour and limited distensibility of the
esophageal wall were found on barium study in BE.

33. AtanacoBa, M, Kones U, Crambonuiicka M. Jleuenue Ha bapeToB xpaHompoBoa 4pe3
€H/I0CKOIICKa aproH-IuiazMa Koaryanus. bearapcka meaununa 1999;5-6: 14-15
Enpockorncka apron-mia3zma koarynanus (AIIK) na baperoa myko3a (bM) e uzBbpiena mpu
10 6omHn. OOGCHXKAAT ce pe3yATaTUTe OT KOHTPOJIHATA €HJIOCKOMUS, U3BBPIICHA HA 45-THS
neH. [IbnHa peenuTenuzanus ¢ IUIOCHK EMUTEN Ce yCTaHOBsiBA Makpockorcku mpu 7 (70%)
6omau. [Ipu 3 (30%) manmeHTH ¢ MOTUMOUTHO HAJUTHATA JIe3Us, MO-TOJIIMa OT 2 cm I0
IJIOMI, Ce HalmroJaBa ‘‘MO3alKOBHUIHO pa3pacTBaHE Ha IJIOCHK €MUTEN M 3ala3BaHe Ha
Mank#u (3-5 11) yyacteim ot BM Bcpen Tax. IIpu HUTO enuH OoJieH HE ca HACTBIMIN KaKTO
panHu (eMmdu3zeM Ha XpaHOMPOBOJHATA CTeHA; mepdoparus), Taka U KbCHH (CTPYKTypa)
ycnoxxHenus. HaOmoneHuero mie npoabibku Ha poHa Ha aHTHpeduIyKCHa Tepanus Ha 3-TH, 6-
™, 12-Ti Mecerny cieq AIIK ¢ anim0oku OHMOICHMM 3a XHCTOJIOTHMYHO H3CIEIBaHE.
[IpenBaputennuTe pe3ynratu mo3BoisiBaT Aa cumrtame, ye AIIK e HOB HamexIeH MeTox 3a
TepMmaiHa abnanus Ha bM.

34. I'eoprueBa-lllakona, M., M. Crambosmiicka. Omie no BbIpoca 3a JUCIENCUATa.- bure.
mea., 1997, Ne 3-4,34-37.

OO030pBbT pasriexiga eIWH OT BaKHUTE NPoOIeMH B TacCTPOCHTEPOJIOTHUSITA: TOPHO
JTUCTICTITUYHUTC OIJIAaKBaHUS MPH Jela U Bb3pacTHU. MHOTO OT 3a00JIsIBaHUATA HA TOPHUS
OTIIeT Ha XPAaHOCMMJIATENHWS TPaKT 3aloyBaT B JIETCKO-IOHOIIECKAa BB3PACT H MPHU
HaTpyIlBaHE Ha PUCKOBU (DaKTOpUXpOHU(ULMpAT C HampelBaHe Ha Bb3pacTra. JlaBar ce
OCHOBHUTE ONpeeNeHus U KiIacu(pUKalUU Ha IUCTENCHUATa, KOUTO MMaT MPAKTUYECKO U
Hay4HO 3HaveHue. [lompoOHO ce pas3riekaaT CeTHOJIOTHYHUTE (AKTOPH, MATOJIOTHIHUTE
MEXaHW3MHU W KIMHWYHATa KapTuHa Ha QyHkuuoHanHata gucnerncus (D). Obcwxmar ce
nBata (YHKIMOHATHU TOIXOJA: eMAUPUYHO JleYeHUue UlU OUACHOCMUKA, U CIEIl moéd -
neyenue. [lpu BBIOpoOCca 3a TEYCHUETO c€ TUCKyTHpa HeobxoaumocTTa oT H2 Grnokepu u/unu
npokuaeTnin pu DJ[. OOCHKIa ce OTAETHO BBIPOCHT 3a Tperupanero Ha Helicobacter
pylori undekuusara, aconuupana cbc 3a00IsIBaHUS HA TOPHUS OTAEN Ha XPaHOCMUIATEITHUS
TPAKT.

35. T'eopruesa-lllakomna, M., M. Cramb6oamiicka, 1. PyceBa, B. lllakona. ®usukaneH MeTo



3a JICUCHWE HA TIENTHYHATA si3BeHA Oosect npu aena.- [leouampus, 1997, Ne 4, 28-29, ISSN
0479-7876.

37. Cramboamiicka, M., B. IimakoBa, U. [lanes, I. BwpOanoB. bonen ¢ penuauBupamim
CTOMAILIHM $13BM, M3JEKyBaH YCIEIIHO 4Ype3 MMINMETPOBA MHUKPOBBIHOBA TEpaIHMsl.
banneonorus, kmumaronorus u pusukanna tepanus, 24, 1997, N 3, ISSN 0861-8569, c. 3-6.
139. I'eopruesa-11lakona, M., M. Ctam0oJuiicka, 1. Pycesa. Jleuenue Ha si3BeHara O6onect y
Jerna ¢ MuIMMeTpoa MUKpoBbiHOBa Tepanus (MMBT).- B: VIII. Hannonanen koHrpec
Ha OBJrapckuTe mneauaTpu c MexayHapoaHo yuactue. Codus, 2-4.10.1997 r. Iloctep.
PesromerTa, c. 106.

97. Stamboliyska, M., M. Georgieva-Shakola. Treatment of peptic ulcer disease with
millimeter microwaves. — Digestion, 1998, Suppl.3,98 (Impact factor 1998 — 1.254)

MunumerpoBata MUKpoBBIHOBa Tepamusi (MMB) e MukpoBbiIHOBa pediexcorepanusi ¢
BB3ACHCTBUE Ha peduiekcoreHHUTe 30HM. CuuTa ce, ue BB3CTAHOBSBA OajaHca MEXIY
(akTopHTE Ha 3aIlIMTa U arpecus, KONTO UMaT OCHOBHO 3HaY€HUE B yimeporenesara. Llenra e
na ce npoyuu edpexTuBHOCTTa Ha MMB Tepanus mpu jedeHue Ha Jena c s3BeHa OOJecT.
[IpoyuBanero BkimouBa 22 fena, oT KOMTO 4 ca cbC CTOMAIlHA si3Ba U 18 — ¢ IyoneHanHa
a3Ba. Cnien MMB tepanus, B 86% ce ycTaHOBsIBa ITbJIEH €eKT (€nuTean3anys) Ha 13BaTa u B
13,6% ce HabaronaBa HenbieH eekT (HamajaeHue B pa3MepuTe Ha s3Barta). [Ipu cromamHara
A3Ba, CMATAIN3ALUSA CE OTYMTA IIPU BCUYKM CIIydau, a PU AyOJeHanHara — npu 15 ciydas.
MMB tepanusita € HecTaHnapreH ¢usukaneH metos. Pezynrarure nokassar, 4e TOU € C I0-
n100sp edext ot H2 Grokepute. MeTonsT € 6€3 cTpaHWYHU €(PEeKTH M Ce MOoHacs T00pe OT
nenara.

36. Aranmacosa, M., M. Cramboamiicka, I BbpbanoB. Me3orenuom  Ha
neputoHeyma, Cvepemenna meouyuna., 48, 1997, N 4, ISSN 0562-7192, c. 28-30

62. I'. BepbanoB, M. ArtanacoBa, M. Ctaméoauiicka, Me3zoTennoM Ha neputoHeyma B:
AKTyaJlHU acleKTH W KIMHUYHM HaOmomeHwss B ['actpoeHTeposorusta, moa pea.Ha B.
Komnapcku u I'p. Meukos. JIUCs. I'. [To6enonocen, Codus, 1995, 227-237.

[IpencraBeHa e kpaTka JUTepaTypHa CIpaBKa 3a 4eCTOTa, pa3MpocTpaHeHue, aeMorpadcka
XapaKTepUCTHKA, KIMHUKO-MOopdonornyau ocodbenoctu. Habmonenuero odxpama 5 cimyyas,
OT KOUTO €IUHHUS € MOApoOHO ommcaH. M3ThKHATH ca BB3MOKHOCTUTE Ha IIUTOJIOTHMYHATA
JTMArHOCTHKA, ChYETAHU C UMYHOXHCTOXUMHUA. OnucaH € MoApoOHO MUATHOCTUYHHUS IOIXO]T
Y 3HaYCHHETO Ha JIAMapOCKOMUATA C XapaKTepHUS €HIOCKOIICKM 00pa3, KaKTO U 3HAUEHUETO U
MpeIMMCTBAaTa Ha IMTOJOTHYHUS METOJA, KOMTO € TpeIokKeH Aa Oble BKIOYECH B
JUarHOCTUYHUS aITOPUTHM.

38. Cramboamiicka, M., M. AtanacoBa. EnekrpoMarauTHa pe3oHaHCHa peiieKcoTepamnsl.
N3BecTus Ha cbro3a Ha yueHute — BapHa, Cexuust Exosorust u menuimna, 1996, N 1, ISSN
1310-6031, c. 30-35.

Electromagnetic radiation of extremely high frequencies - electromagnetic resonance
reflexotherapy (EMRR-therapy) has been used in the treatment of peptic ulcer disease. For
three years period 300 pts. with endoscopically proved peptic ulcer (1X0 of them with
duodenal ulcer, anti I 20 with gastric ulcer) of mean age-42.3 years, were treated with low
intensive electromagnetic impulses (EMRR-therapy). The treatment was held in the Clinic of
(gastroentcrology and was carried out by means of 30 min.

I sessions (average number of sessions - 22). All pts. had passed brush biopsy of the antrum
and were investigated for Helicobacter pylori (HP) cytologically with (gemsa staining with
sensitivity 90% and overall accuracy 99,3% as compared with histology After the EM RR-



therapy complete healing of the ulcer was observed in 83,33% uncomplete healing-in 10%
and without effect in 6.66%.

The results of this non-standard method for treatment of peptic ulcer and influence on
clearance of HP infection are analysed.

39. Cramoboumiicka, M., T. Tonopos, I'. Bbp6aHoB. MUIMMETpPOBHU €J1€KTPOMarHuTHU BBJIHU
Y JICUCHUE Ha si3BeHa OoJiecT, baHeoorus, KITMMaToIorus U pu3nKaiHa tepanus, 1997

49. M. CramOoamiicka. Jleuenue Ha s3BeHaTa OOJIECT ¢ MUMHMETPOBU MHUKPOBBJIHHU.
HucepranuoneH Tpya. ABropedepat, 1998

144. Crambosmiicka, M. CBpbXBHCOKOYECTOTHA TE€pAINMsl, AITEPHATUBEH METOJ 3a JICUECHUE
Ha 0oJyiHU ¢ TienTuyHa s3Ba. ChBpeMenHa Meauinna, 1994, ISSN 0562-7192, ¢. 5-10

[IpencraBena e (U3MKO-OMOJOTHYHATA XapPaKTEPUCTHKA Ha TE3W BBIHH W ca JaJleHH
CBEIICHHs 3a TPUJIOKEHUETO UM B Ouojorusita ¥ wmenuuuHaTta. [lagena e moapoOHa
nH(popMalns 3a CHIIHOCTTa HA E€JIEKTPOMAarHUTHUTE BBJIHM, CIIOPE] €JIEKETPOMArHUTHUS
cnekThp. HampaBeHa € XpOHOIOTHS 32 BCHYKHU CHIIECTBYBAIIM CBEJICHUS 32 MPOU3BOJCTBOTO
Ha TBpPBUTE TeHepaTopu 32 MMB, kakTo u nmpoydBaHe Ha TEXHUS €PEKT B €KCIIEPUMEHTAITHH
ycnoBusi. OCHOBHMAT NMPUHIMI Ha paboTa Ha Bb3AeicTBHE Ha MMB Bbpxy OnomOruyHO-
AKTUBHUTE TOYKH € Ha MPUHIUIA Ha peduiekcorepanusta. EQekeTsT € BbpXy BbCTAaHOBSIBAHE
Ha HOPMAJIHOTO (YHKIMOHUpAHE Ha OpPraHM M CHUCTEMU Ha YOBEIIKUS OPraHU3bM.
[IpencraBenu ca M MbpBH pe3ynTaT oT edekra Ha Te3u MMB, npu OomHM OT si3BeHa OoJIecT.
OO6cbaeHn ca Bb3MOKHUTE MATOT€HETUYHN MEXaHU3MU Ha Bb3zeiicTBue. [IpencraBen e onura
Ha KiuHukara Mo TracTpoOeHTEpONIOTHs, KBAETO ToW € ampoOupan mpe3 1991 1. u ca
aHaJu3upaHu pesynrarure ot jedenne Ha 400 Gomnm, ¢ mentuyHa s3BeHa Oonect (I156).
MeTtonsT € npuiioxkeH u npu Aena ¢ I15b. JlexyBanu ca 22 nena (4 — cbc cromaiiiza si3Ba 1 18
— ¢ nyoneHanHa s3Ba). [IpoBenenu ca 22 ceanca. OTueTeH € IbJIHA SMUTEIN3AIUS Ha S3BaTa B
86% ot ciyuaute, a B 100 % - moBnusiBaHe Ha 3a00JsIBAHETO (KOETO BKIIOYBA KIMHUYIHA
CUMITOMAaTUKa M HEM'bJIHA enuTean3anus). B paMkure Ha 2-roauniHo HaOMIOACHNE, JTUTICBAT
peLuaBH.

B 3akitouenue, MeToabT € (u3HKalieH, JoOpe ce MoHAcs, IMIICBAT CTPAHUYHU JCHCTBUS U ce
sIBABA €JHA HECTaHAApTHA alTepHaTUBa 3a jJeyeHue Ha [1Ab.

40. I'eopruesa-Illakomna, M., M. Ctamboauiicka, M. AtanacoBa, . Bep6anos, E. J[saHKOB,
N.Pycesa, 1. Kpacnanmes. JlerckaTta Bb3pacT - Hayano Ha uHdpekuusTa ¢ Helicobacterpylori.-
Cw8p. mea., 1996, Ne 5-6, 36-39.

[IpencraBenu ca JuTepaTypHHM JaHHM OTHOCHO 4dectorara Ha HP wmH(pexnusara B gerckara
BB3pacCT, BKIIOUUTEIHO YECTOTA W ENUIAEMHUOJIOTHS Ha HaW-yecTto acouuupanure ¢ HP
uHpekuus, 3a0onsiBaHUS Ha TOPHUSA OTAEN Ha XpaHOCMMJATeNHus TpakT. Haif-uecture
OBTUIA HA TpeJaBaHe Ha WHPEKIUATA U ONTUMAITHUTE JUArHOCTUYHH METOOU U
TepaneBTUYHU pexumHu. ChoOILEeHN ca aBTOPOBH [aHHU 3a uYecToTara Ha HWHGMEKuusITa u
CBBP3aHMs XPOHUYEH TaCTPUT IIPU BB3PACTHU U Jeua. B 3axmodyeHue ce npuema, ye HP
nH(pEeKIMITa € C Hayauo B IeTCKaTa Bb3pacT M YeCTOTaTa i HapacTBa C Bb3pacTTa.

41. T'eopruesa-lllakona, M., I'. BwpOanoB, U. JlaneB, M. Crambosmiicka, E. JIsHKOB.
JlmarHoCcTHYHU BH3MOKHOCTH Ha TOPHATA €HJOCKOIUS MPH S3BeHA 0O0JIECT y Jiella U FOHOIIIN. -
U36. Cvioza na yuenume-Bapna, Cepus “Meouyuna u exonocusn”, 1996, Ne 1, 28-30.

Aim of this study was to determine the value of upper endoscopy in diagnosis of ulcer disease
(UD) in children & adolescents (6-18 years). In 1993-94. 174 children with upper dyspeptic
syndrome, hospitalized at the Department, of Pediatrics & investigated at the Clinic of
Gastroentrerology. Endoscopy was performed, for pts. with UD combined with biopsy for



morphological diagnosis & detection of Helicobacter pylori. After treatment of UD
endoscopy was performed again. UD was established in 37 children. Duodenal ulcer was
more frequent them gastric ulcer. Endoscopic features of children's UD were typical & x-ray
examination did not detect these ulcers. Only upper endoscopy permits morphological &
cytological investigations. It be concluded that upper endoscopy should be the method of
choice in childhood UD. It is well-tolerated by children & has no side effects.

42. Teopruesa-lllakona, M., M. Cramboamiicka, M. AranacoBa, ['. Bwpbanos, U.
Kpacunanues, E. [lsuxoB, U. PyceBa. Helicobacter pylori-uadexuns npu racTpoayo eHaTHH
3a0onABaHus y ela U oHowu.- [leduampus, 1995, Ne 1, 20-23.

44. T'eopruesa-lllakona, M., M. Cramboumniicka, I'. Bepbanos, E. [IsukoB. Helicobacter
pylori — undekuusa npu racpoayoleHaTHUTE 3a00JsiBaHUSA B JAeTcka Bb3pacT. ChBpEeMEHHA
meauimia, 1994, ISSN 0562-7192, ¢. 9

145. Teopruesa-lllakona, M., M. Ctamboauniicka, . Bep6anos, E. [/IsukoB. Helicobacter
pylori — nHGeKIMA Mpu racpoayoneHATHUTE 3a00JsIBaHUA B JE€TCKa BB3pacT. ChBpeMeHHa
meaunuHa, 1994, ISSN 0562-7192, ¢. 9

Manko M HEOOCTaThYHMU Ca MPOYUYBAHHUATA, OTHOCHO udectorara Ha HP wmudekumsra B
JeTCKaTa BB3PACT, KAKTO W YECTOTAaTa HAa CBBP3AaHUTE TacCTPOAYOJCHATHH 3a00JISBaHUS.
Ilenra Ha HacTOSAIMIOTO M3CienBaHE € na ce mpoydar geua W toHomu ¢ ['JIC oTHOCHO
4ecToTaTa, KIMHHKO-Ta00paTOpHUTE, €HAOCKONCKA M XHCTOJOTMYHU ocoOeHocth Ha HP
MH(pEKIMITa na CBbP3aHUTE C Hesl TaCTPOAYOICHATHH 3a00IsIBaHMS.
e l3scnenBanu ca 82 nmena, 3apaau peluauBUpaIia KopeMHa nepuyMOonInkamHa 0oika
e VYcraHoBeHa e yecrtoTra Ha uH(pekuusata B 37,8 % U TS € MO-HUCKA B CPaBHEHHUS C
BB3PACTHUTE
e KimHnuHnata kapTMHa € CyOCKTMBHO TeXKa M Td ce ambku Ha HP cBbp3anara
racTpo/lyo/ieHaIHA TATOJIOTHs
e (OcoOeHocTH Ha EHIOCKOIICKAaTa HAaXOJKa ca: aHTpalHaTa 3bPHHUCTOCT, MO-PSAKO-
HaJM4Yue Ha TyoJeHallHa S3Ba
e XWuCTOJOTMYHATA KapTHHA C€ OTJM4YaBa C OOOCTpsSHE Ha TracTpuTa, MPEAUMHO B
aHTpyMa, KaTo BB3MAIMTETHaTa WHQWITpalus € TMo-OeHa B CpaBHEHHE C
BB3PACTHHUTE, HO C M300MIIME OT JIMM(HU arperaTu.

43. Kpscres, 3., 3. CnacoBa, Hukonos P., Kaumapos H., Bpamuctunosa E., Ilomos I'.,
Cramboamiicka M., Kones . Jleuenne Ha myoaeHasiHa si3Ba ¢ kKoMOuHanus ot Doxycyclin,
Metronidazole u Ranitidin. CeBpemenna meaununa 1994; ISSN 0562-7192, 3: 24-26.

[Ipoyunxme edekra oT aBa anTHOaKTepuanHu npemnapara Doxycyclin (D) u Metronidazole
(M), cpueranu ¢ Ranitidin (R), BbpxXy enurenuzamnusaTa Ha si3BeHaTa HUIIA U "OYHUCTBAHETO"
Ha Helicobacter pylori (HP) 3a 21 guu nedenue mpu OonmHM ¢ gyoneHanHa sizBa (IS) u
napexnus ¢ HP. Odopmuxme 27 nBoiiku 00JHU, CBBMECTUMH TI0 TIOJI, B3PACT M pa3Mep Ha
a3BeHata Huma. llpu rpymara OomHu, JnexkyBaHu ¢ Ranitidin, mbiHa enuTenu3anus
HaOmonaBaxme npu 18 (66.7%), nunca Ha enurenuzanus - npu 9 (33.3%), ne otkpuxme HP
pu 6 (22.2%). B rpynara, nexyBana ¢ R+D+M, nbiana enurenuszanus uma npu 24 (88.9%),
nurnca Ha enurenuzanus - npu 3 (11.1%), ne orkpuxme HP mpu 19 (70.4%). Cnen xypca Ha
JIEYEHUE XUCTOJOTMYHO ycTaHoBUxMe no-psako HP y nmexyBanute ¢ D + M + R (p<0.01).
Kombunammsita or Doxycyclin u Metronidazole, cruetana ¢ Ranitidin, Moxe ma ce mpuara
3a JleueHue Ha 00aHuU ¢ /[ u monoxxurennu 3a HP.

45. Stamboliyska, M., M. Atanasova, G. Varbanov. Treatment of peptic ulcer patients with



apparatus “Elekronika EHF”. Scri. Sci. Med. Vol 28, 1991, 49-50

153. Bepbanos, I'., M. Crtamboauiicka, P. [lareBa, B. MuxoBa. Bepxy Hsikou oco6eHOCTH
Ha XUMNCPIUMHIAMUATA Y OOTHH OT XPOHUYCH XEHATHT. Y CIOXKHEHUS TPH 3aTIHCTIBAHETO.
Xunepnunuaumun. Hayuno-npaktudecka koHdpepenuus, 11-12.05.1984. Jlozuuia.

155. Cramboamiicka, M., M. AranacoBa. JleueHue Ha s3BeHa OoOJecT C amapara
Enexrtponuka CBUY, HayueH goknan. FOOuneiitna Hayuna Cecus Ha MeaunuHCcKH
VYuusepcurer Bapna, 28-29.11.1991.

Lenta Ha W3CIeABAHETO € J1a C€ MPOYyYH eeKTa Ha TO3M HOB (PM3MKAJICH METOJ Ha JICUeHHUE
BBPXY emuTanu3anusaTa Ha si3Bata. Jla ce ompenenu BnusHuetro Ha CBUY tepamnmsta Bypxy
CTOMAIIHO-KUCCIIMHHATa CCKPCUUA U NPUCHCTBUCTO HA HP u ce CpaBHAT PE3YJTATHUTC HA Ta3U
Tepamnus ChC CTaHIApTHATa MEJAUKAMEHTO3Ha. JleueHneTo ¢ mpuiiokeHo npu 50 marueHTa ¢
HEYCJIOKHEHa si3BeHa 00JecT, oT KouTo 38 ¢ nyonaeHanHa si3Ba U 12 — ¢chC cTOMAIHA S3Ba.
[IpoBpxnanu ca 15 ceanca ¢ mpoabkuTenHocT oT 30 munyTH. O3/1paBsiBaHe Ha s3BaTa €
Hamwxke B 84% ot cinyuaute, B 16 % - nuncea edext. [lomydyenure pesynraTu ca TBBpIE
ONITUMHUCTUYHU U Ca MO-BHCOKHU OT PE3YJITATHTE ChC CTaHIapTHaTa Tepanus (X2 Onokepu u
HNIII).

47. BopbanoB I'., W. JlaneB, M. ArtanacoBa, M. Cramboamiicka, b. Manescka, A.
3axapueB. CpaBHUTEITHU €HIIOCKOICKH, XHCTOJOTHYHU W IHUTOJOTUYHU TPOYUYBAHHS TIPH
TYMOpH Ha cTomaxa- Be1p. Oonectu, ron XX5,5,1986,43-45.

151. Bwpbanos, I'., W. JlaneB, M. AtanacoBa, M.Cramboauiicka, b. ManeBcka, A.
3axapueB. CpaBHUTEIIHU, €HIOCKOIICKH, XUCTOMOP(HOIOTUYHN U IUTOJOTHYHU MPOYIBAHUS
Mpu TYMOPH HA TACTPOMHTECTHHAIHHUS TpakT. 4-th HammonaneH KoHrpec 10
ractpoeHtepoiorus, Codus, 22-24.11.1985

Huarnozata Ha cromamHuss pak (CP) B paHeH cragmii e akrtyasieH moOieM B
racTPOCHTEPOJIOTUATa W OHKOJOruATa. llenta Ha HACTOAIMIOTO M3CIIEABAaHE € Ja MPOYUHM
JMAarHOCTHYHATa CTOHHOCT HAa EHIOCKOICKOTO XHUCTOMOP(OJOTHYHO U LUTOJIOTHYHO
W3CJIeIBaHE MPU OOJTHUTE.

e IIpoyuBanero ob6xBama 117 6onnu (80 cbec CP, u 37 — GeHurHeHu 3a00JsiBaHUS Ha
cToMaxa, KOMTO ca Au(epeHIIHAIHO TUAarHOCTUYEH MPO0OJIeM, C OTJIe/ H3KITI0UBaHEe Ha
MaJIUTHOM )

e C enpockonckoro uscneasane, CP ce nuarnoctumupa B 95% u camo B 5 % ca
(haNmmBO OTPHUIIATETHUTE CIyYau

e KapunHomsT ce paznuyaBa B 86%, 4pe3 XMCTOJOTHYHO U3CIEABaHE U caMo B 24% -
OTroBOpa € (haIMBO OTpULIATENCH

e Pesyaratute oT HUTOMOP(OIOTHYHOTO M3CIEABAHE MOKA3BAT MO-BUCOK IMPOLEHT Ha
pasno3HaBaHe Ha kapurHoMa — B 80 %.

e CpHOCTaBEHH Ca BB3MOKHOCTHTE Ha TpPHUTE MeToAa. EHIOCKOICKOTO H3ClieiBaHe
MOKa3Ba BUCOKA YYBCTBUTEIHOCT, HO TMO-HHUCKA creruduyHocT. LluTomorudanoro
M3CJIEBAHE € C MT0-BUCOKA YYBCTBUTEIHOCT B CPABHEHHE C XHCTOJIOTUIHOTO.

48. AtanacoBa, M., Konies U, Manescka b, Crambosmiicka M, KvnueB E, Knucaposa A,
[ones K. BaperoB xpaHompoBom — mpoOlieMH Ha IWArHOCTUKAaTa M HAONIIOACHHETO Ha
O0omHuTe. bharapcka xemaroracrpoenteposorus, kd.1,1999,4-7.

137. Aranacosa, M., 1. Koues, b. Manescka, M. Ctambosmmiicka, E. Kbnues, A. Knncaposa,
K. Iones. bapetoB xpaHOmpoBOm — MpoOJIEeMH HAa JUATHOCTHKATa W HAOJIOIEHUETO Ha
OomauTe (TIpocreKTUBHO npoyuBaHe). Cenmu HarmoHaneH KOHTpec MO TacTpOCHTEPOJIOTHSI.
25-28 noemBpu 1998 1., Codmus. [Tocrep. COopHUK pe3tomeTa, ¢. 67.



3aMecTBaHETO CBhC CKBAMO3EpH €MUTEN B TO-JOJTHUS XPaHOMpPOBOA, HapeueH baperos
XPpaHOIIPOBOJI € Pe3yJITaTeH Ha XPOHUYEH ractpoe3odaruaneH peduryke. Jlesusra e cBbp3aHa
C TIOBHIIIEHA YE€CTOTAa HA aJ[CHOKApIIMHOMA, SI3BUTE U CTPYKTYypUTE Ha XPaHOIMPOBOJA, KOETO
orpenens HeOOXOAMMOCTTAa OT paHHA JMAarHO3a, HAOJIOJACHWE W JICUYCHHWE W TIOBEJCHHE 32
epagukanus Ha baperoBust xpaHompoBoi. 3ajaya Ha TPOYYBAHETO € OMPEAENSHETO Ha
9YeCTOTa, KIIMHUYHHU, CHJOCKOIICKH, IUTO M XUCTOJIOTUYHU CIMHTUTPAPCKH U PATUOIOTHIHH
MIPOMEHU B CllydauTe Ha bapeToB XpaHOMPOBOJ, TUArHOCTUIMpaHU 3a 11-roauiieH nepuos B
Knunukara no racrpoenreposorusi. Meronu: ot 1997-1998 r. — 92 cnyuyas ¢ baperos
XpaHOMPOBOJI Ca MPOCIEACHU MOPQOJIOTUYHO BBHPXY EHAOCKOICKU OHMOICHUU. S5-TOTUIIHO
MOCJIEBAIIO MpociesBaHe € npeactaBeHo B 48 oT Tax. [lanumenTure ca uscienBaHu upe3
ropHa EHJOCKOIWS, BHAEO eHJocKomus, Qopredc U yeTkoBa OHWOINCHsA 3a CTaHIapTHA
MOP(}OIIOTHS ¥ OLBETSBAHE C ATICAaHOBO CUHBO, KiieThueH DNA anamm3 ¢ CAS-100 cucremu,
TexHeuuit 99 cuunturpadus, 6apuesa hapmako-paauorpadus. Pesynratu: 92 ot ciydaute
¢ bX ca 0,6% oT BcHukM TOpHU €HIOCKOMUHU 3a To3u mepuona u 10,5% ot ciayuaute c
ractpoe3odaruanen pedaykc. Cpennata BB3pacT € 51 T. 3a Mbxkere u 41- 3a KeHHTE.
Knuanunure cumnromu ca Hecrienuduunn. Hali-yecTo cpeiranara eHACOKOICKa KapTHUHa 0e
MOJIMTIONIHOTO HaJWTraHe Ha MyKo3ara, THN 4epBeHa chomra (48,2%). XUCTOJOTHYHO ca
HabmoaBanu pasznnuHu tunose Ha BX npu 44 manumenra, npu 39 % - ¢pynaycen u B 9 % -
uHTecTuHaneH. B 60,2% ot ciydaute ¢ Bpb3KOB M (QyHayceH Tunm Ha bX, d¢oxanna,
WHTECTHHANIHA MeTaruia3usi Oe ycrtaHoBeHa. [lucmasus B BX Oeme Hamepena mpu 45
nanueHTa. HaGmonennero nokasa, ue BUcokaTa nposirdepaTiBHA aKTUBHUCT HE Cce HaMallsiBa
caen npoabkuTenHo geueHue ¢ UIIILL

50. Cramboauiicka, M., T. SIukoBa, B. Muxosa, JI. Kanes, M. I'eopruesa-Illakona. Edexr ot
MUJIMMETPOBaTa MHUKPOBBJIHOBA TEPAIUs BbPXY HIKOM OMOJOTHMYHU MOKaszarenu. [ofuiieH
coopauk IMAB, 4, 1998, N 2, 218-221.

OuzukanHuTe  (HaKTOpH, KaTo MUIUMETPOBUTE MHUKPOBBJIHM C€ OTJIMYaBaT OT
(hapMaKOJIIOTUYHUTE areHTH ChC CBOETO KOJMYECTBO HA aHTHOKCHAAHTH. Te Wrpast pois Ha
KO-aHTHOKCUJAHTHH (akTopu. CpImre, KaTo MHIMMETPOBAMUKPOBBIHOBA TEparus,
MOKPUBAT HAPYIIEHOTO PAaBHOBECHS MEXKJy CHUCTEMara Ha JUNUIHATA NEPOKCUAAIUS |
AHTHUOKCUJAHTHATa cpyMHa akTuBHOCT. Ciien MMB Tepanus, KoATO BOIM 10 HamajsiBaHE
HUBOTO Ha XOJIECTEpOia UMa €PEeKT BBHPXY HMYHOMOMYJIALHUATA, KATO BPH3IIA WMyHHATa
cucrtema B HopMa. Llen Ha u3cnenBaHeTo € J1a ce mpoyyu Bb3AeicTBUeTO0 HAa MMB Tepanus
BbpXU (haKOIUTAPHUSA WHICKC, MAJIOHOBUS Jealaexu]l mpu 69 mamueHta ¢ eHIOCKOICKU
J0Ka3aHa HEYCJIOXHEHa MenTHYHa si3BeHa OojecT. [lanmuenTture Osixa JeKyBaHM H3BBBH
6onnunata ¢ MMB Tepanus -25 ceaHna ¢ npoAbpkuTenHocT 30 MUHYTH, BbIACHCTBalKU
JTUPEKTHO BBPXY pe(dIeKCOreHHWTE 30HM Ha cToMaxa M nyoneHyma. Edekra ot MMB
Tepanuara Oeile MO3UTHBEH, B MOBUIIABAHE HA (harolUTapHUS WHICKC, HAMAJsiBaHE HUBOTO
Ha MaJIOHOBHS J€a]IeXuj] U MOHMKaBaHE WIM HOpMaju3uWpaHe Ha junuaHus npodui. Ha
0azaTa Ha Te3W IO3UTHUBHU PE3YyJTaTH, MPENOphUBaMe H3BEXKIAHETO Ha J0OapaTopHa
KOHCTEJAIMs, BKJI. TPUTE TIOKAa3aTels KaTo MpeauKkTop 3a epekt or MMB Tepanusira.

51. AranacoBa, M., Manescka b., Koues U., lanes U., M.Cramboauiicka. Kapiunom Ha
xpaHorpoBoa u bapetroB xpanonposoz. [ oouwen coopnux UMAF.1998;4:333-335.

The frequency of adenocarcinoma of esophagus in Western Europe has increased
considerably in the last twenty years. The columnar replacement of squamous epithelium in
the lower esophagus as a result of gastroesophageal reflux, known as Barrett's esophagus
(BE), is believed to be the main risk factor. AIM OF THE STUDY - to analyze the
endoscopic and morphologic data from the last 10 years in order to determine the rate of



occurrence and morphological features of esophageal carcinomas and their relationship with
BE. METHODS.: for 10 - year - period (1988-1998) 14016 upper endoscopies were performed
in Gastroenterology Clinic. Esophageal pathology was found in 810 patients and
morphological examination revealed esophageal carcinoma in 45 out of them. Endoscopic and
biopsy findings were analyzed. RESULTS: Occurrence of esophageal carcinoma in our data is
45 (5,5%) - 33 (73,3%) of them are male (average age 58,4) and 12 female (average age
69,4). Squamous carcinoma was proved in 18 patients (40%), adenocarcinoma in 20 (44,4%),
non-differentiated carcinoma in 6 (13,3%) and adenosquamous carcinoma in 1 (2,2%). In
70% of all cases with adenocarcinoma morphological criteria for malignantly transformed BE
were found - remaintal elements of Barrett’s mucosa, papillary pattern of growth, flattened
epithelium, reduced or absent mucine secretion.

52. Tpaes, T., JI. KoeBa, A. IIporononosa, 1. Kones, A. Knucaposa, B. Kopuoscku, /.
Hobpes, M. Cramboumiicka, ['. TpanymoB. JlucrenTuuyHu TPOSBH TPH CTOMAIICH
mucmortunutet. 'ogumen coopuuk IMAB, 4, 1998, N 2,237-238.

The aim of our study was to prove the dyspetic symptoms and the gastric dysmotility in
patients with chronic antral gastritis, ulcus disease, diabetes mellitus and cholelythiasis.
Object of our study were 192 patients /mean age 48+7 years/ and control group of 21 health
voluntiers /mean age 44+6 years/. All of them underwent FGS with hystological investigation,
scintigraphic and ultrasound study. Our study confirmed that, the dyspeptic symptoms are
nonspecific and can be detected in different diseases. The scintigraphic and US investigation
can be usefull in explanation of the occurence of dyspepsy in cases without FGS and US date
for gastro-hepato-pancreatic diseases.

53. Crambonmiicka, M., B. Kanynosa, b. Manescka, b. Bepbanos, ®. Anzaxep, 1. [lanes.
M3omupane ma Cambylobacter pylori y 6omHu ¢ XpoHWYHHU ractpoayoneHutu. B: COopHHK
noknaand. HaydHusT npoaykr — npobiemu u nepcrnexkusu, Bapua, 1990, 111 gacT, c. 173-176
HP e matoreneH MUKpOOpraHu3bM, KOJIOHM3UpAIll CTOMalHaTa JguraBuia. Hanuuuero my ce
CBBpP3Ba C Pa3BUTHETO HA AKTHBEH BB3MAIUTEICH IPOLEC, XPOHUYEH OOOCTPEH TacTpUT,
NyoJieHaJTHA 513Ba, CTOMAIIHA 513Ba U € MapKep 3a Te3M 3a0oisBaHus. 3ajadara € 1a ce Ipoydu
YecToTaTa Ha KOJOHM3AlMs Ha cToMamiHaTa JmraBuina ¢ HP y GomHu ¢ Mopdomorudao
J0Ka3aH TacTPUT U TacCTPOAYOACHUT, KaKTO U CHIOCTAaBSIHE Ha BB3MOXKHOCTUTE Ha [Ba
JTUArHOCTUYHU METOAM — XUCTOJIOTUYHO U3CJIEABAHE U YPEa3eH TeCT.
e [IpoyuBanero oOxBamia 45 O0JHM Ha cpenHa Bb3pacT — 46,8 T., KOUTO ca U3CIeIBaHU
eHgockorcku mo mosoj Ha I'JIC
e HP ce ycranoBsiBa nipu 63,3% OT ciiy4anTe C XpOHHYEH OOOCTPEH TacTpPUT; KaTo B
85% ot ciiyyante ce Kacae 3a XpOHHYEH aTpoduveH racTputr u camo B 20% ot
clly4auTe JuIcBa obOocTpsiHe Ha ractputa. B 60% ce ycraHoBsiBa XpOHUYEH
atrpoduuen ractpur ¢ UMII. HP e u3cnenBan upe3 ypeaseH TECT M XHCTOJIOTHYHO
n3cieaBane. UYyBCTBUTEIHOCTTA Ha XHUCTOJOTMYHOTO u3cieaBHe € 85%, a
cneuupuanocrra e 87%

54.T. Bwpbanos, U. [lane, M. AtanacoBa, M. Ctamboamuiicka, I'. Yaymes, M. bornanosa.
CpaBHUTENIHU KIMHUKO-TA0OPaTOpPHHU, PEHTTEHOBUM E€HJOCKOIICKM IPOYYBAHHS TPU
CTOMallHa W JyojeHanHa s3Ba. CHBPEMEHHHM NPOOIEMH Ha CTOMAIlHA W JIyOJcHAlIHA
s3Ba.Cumno3nym Ha BBMU,17-18.11.1983. Codwus, CoopHUK qoknaam, 1-6.
[len Ha W3cieqBAaHETO € J]a c€ MPOyYyaT KIMHUYHHUTE, TA0OPATOPHHU U €HIOCKOIICKH MMPOMEHU
mpu OOJIHU OT CTOMAIITHA U yOJIeHaJTHA SI3Ba.

e IIpoyuBanero ob6xBama 400 Gomnu (200 cbc cromamHa sizBa (CH) m 200 - ¢



nyoneHanHa sizBa () 3a 7-rogumeH mepuoj Ha HaOJMIOACHUE, B CHOTHOIICHUE
mbxe:xenn npu CH e 1,5:1 u 4 —2,3:1.

e 50% oT manueHTUTE ca Mylaqu

e ®damwmina anamuesa (PS) ce ycranosssa npu CS — 7% u 20% npu [

e l3cnenBana e cromalmiHaTa CEKpeLUs U C€ yCTAHOBSBA XUIEpXjopauuauteT B 9% u
xunoxjopauuaurer B 72,5% ot ciydaute cbc CSH, pecnexktuBHO 52% u 10% npu
cimyvaute ¢ JI4.

e Haii-uectaTa nokanu3anus (€HIOCKOIICKH U PEHTI€HOJIOTMYHO) ce ycTaHoBsiBa Ha CSl
10 XOJ]a Ha MaJIKaTa KpuBHHA B 96% 0T cirydaure, u caMo 4% - 1o roisiMmaTa KpUuBHHA

e Ilpu 5,5% ot cayuaute nma cpueraBane Ha C u 5

IIpu 8% s13Bata peruausupa u npu 19% - ycioxxHeHus.

56. I'. BepOanos, B. Muxosa, M. Cram6osmiicka, M. AtanacoBa, ®@. Andazep. [Ipomenu B
HUBOTO HAa HSIKOM IIMIOUAHM T[IOKa3aTenu TMpu OONHH OT alKOXOJHAa YepHOApOOHA
creato3a.HayuHo-nipakTruecka koHdpepeHIus Ha Tema: MerabonuteH cuHapom.8-9.05.1987.
JlozHuna. cOopHuK MaTepuanu, 136-141.

154. BwpOanos, I'., B. MuxoBa, M. Cramboauiicka, M. AtanacoBa. [I[pomeHun B HUBOTO
HAHSIKOM JIUMMIHHU TOKa3aTeNI NPy aJIKOXOJIHA YepHOJIpoOHa crearo3a, Merabonuten 08-
09.05, Hayuno-mpaktuuecka koHdpepenus, 08-09.05.1987, Jloznuna.

[Ipn manuwieHTH ¢ aJKOXOJIHA YEepHOAPOOHA CTearo3a Ce IOBUIABAT HUBAaTa Ha OOIIWTE
JIAIIU AN, TpI/IFJII/H_[epI/IIII/I, CBOGOI[HI/I MAaCTHU KHCCIIMHU U HHHOHpOTGI/IHI/I, KaTto HpI/I AKTHUBHOCT
Ha YEpHOAPOOHHUS TPOIEC TE3W MPOMEHU ca IMO-CHIIHO W3pa3eHu. [locraBeHaTta 3amada e
W3clie/iBaHe Ha MO-IIMPOK CHEKTHhpP HA JIMIHIHU IMOKa3aTelu OT AJKOXOJHA YepHOApPOOHA
CTE3TO03a, C OIJIe] H3SICHIBAHE Ha TAXHOTO IHArHOCTHYHO 3HaueHue. Ms3cienBaHeTo €
npoBeseHTo npu 45 O0HU B cpaBHEHHUE C rpyra 37paBu. [Ipu Bcuuku OOJHU OT aJIKOXOJHA
CTe3aT03a, B CPaBHECHHME CHC 3[[paBUTE, € YCTAHOBEHO ITOKaYBaHE HA HHUBOTO Ha OOIIHS
XOHGCTGpOH, Ha MHACKCA Ha CX/GX, JII/IHOHpOTeI/IH X, 6€TaHI/IHOHp0T€I/IHI/I 158 06H_[I/I JIMIINAN U
tpurnuuepuau. IloBumeHo HUBO Ha cXx ce ycraHoBsiBa B 61 % ot Ooxnure. Onucanure
HpOMCHI/I B HHBOTO Ha JII/IHOHpOTeI/IHI/ITe coyaT 3a HAJIN4YHUC Ha yMepeHa, BTOpI/I‘-IHa,
xunepiunonporenHemMusi. HabmrogaBa ce moHwkaHe Ha HUBOTO Ha OOIIUTE W CBOOOJHHUTE
MACTHH KHUCCIINHU. Haﬁ-FOHﬂMO € HAMAJICHUECTO Ha JIMHOJIEBAaTa KHUCCJINHA.

57. T'. BepbOanos, M. Ctamboauiicka, P. [lateBa, B. MuxoBa, Bbepxy Hsikon ocobeHocTH Ha
XUIEPIUNUIeMHUsATa y OOJHM Or XpOHMYEH XxenatuT. HaydHo-mpakThuecka KOHQEpeHIMs:
VYcioxkHeHUsT TpHU  3aTIbCTsABaHeTo. Xwunepiunuaemuu. 11-12.05.1994 r. cOopHHK
Marepuanu, 67-73

153. Bopbanos, I'., M. Ctamboauiicka, P. [lateBa, B. MuxoBa. Bppxy Hsikou ocoOeHOCTH
Ha XUIEPIUNUIUMUATA y OOJHU OT XpPOHUYEH XEMATUT. Y CIO0XKHEHUS IPU 3aTIbCTIBAHETO.
Xunepmunuaumuu. Hayuno-npaktudecka koHpepenmys, 11-12.05.1984. Jloznuna.

158. Cramboamiicka, M., B. Ps6ueBa. [IpoMmeHr BHUBOTO Ha CEPYMHHTE JIMITUINA TIPU OOTHU
oT XxpoHnueH xenatut, BMU-Bapna. X obeaunena Hayuna cecus Ha THTM-Bapna, anpu,
1984.

IIpu 60aHM OT XPOHMUYEH XEMATUT CE HAMUPAT MOHM)KEHUE Ha X0JIecTepoia, OOIUTE JIUIHIH,
TPUTTIMLEPUAN U anaJUNoNpPOTEeHHU. 3a7ayaTa € J1a ce U3CieaBaT MPOMEHUTE B HUBOTO Ha
HSKOM JIMIMJIHMU T0Ka3aTeslu y OOJMHM OT XpOHMYHM XemaTuTH. CepyMHMTE JIMIUAU ca
uscnensanu npu 134 6omuu. [pu 64 oT TAX MMa TaHHM 32 CUCTEMHA ynoTpeda Ha aJIKOXOJI.

[lo nutepaTypHu AaHHU 3a MOsBaTa HAa XUIEPJIUIEAUMUATA NMPU OOJHUTE OT XPOHUYEH



XETaTUT ce OOBUHsBA — alkoxolia. Hammre npoy4yBanus He MOTBBPKIAaBAT Ta31 BH3MOXKHOCT,
HEIllo NoBeYe, T MOKa3BaT CTATUCTUYECKH HE3HAYMMO MOHMKEHHE Ha XOJIeCTepoa, O0IuTe
JHINAIA, TPUTIUIEPUAM W TIOBUIICHHWE CaMO Ha OeTa-JUIONpOoTeHHHUTE. B 3akimroueHue
npueMamMe HaJIWYMeTo Ha ocoOeHHa (opMa Ha XPOHMYEH XeHaTuT, MNpoTHYaIla cC
XUOEpIUNUINMUSA, 0€3  KIMHUYHO-Ia0OpaTOpHUM  NpOsSBM  Ha  Xosectaza. lasu
XUIIEPIUIHNIEMUS € Hall-BEepOSTHO € HEMOCPEATCBEHO CBBbP3aHA C YBPEKIAHETO HAa YEPHHS
Ipo0 ¥ He U3KITI0YB BIIMSIHUETO Ha IPYTH (HaKTOPH.

58. V. Glinkova, M. Stamboliyska, G. Varbanov, I. Danev. Treatment of Gastroduodenal
Ulcer with Carboanic Anhidrase Inhibitorss, 1-st International Simposium On Clinical
Pharmacoligy, Sofia, coopuuk noxmamu, 1989, 29-34

103. Glinkova, V., M. Stamboliyska, G. Varbanov, I. Danev. Treatment of Gastroduodenal
Ulcer with Carboanic Anhidrase Inhibitorss, 1-st International Simposium On Clinical
Pharmacoligy, Sofia,, 1989, Abstract 29

161. I'muakosa, B., M.Cramo0oamiicka, B. Pa0OucBa. JleuecHme Ha cToMaliHa $3Ba C
WHXUOWTOPU Ha KapOoaHXUapas3aTa, 3-TH HAI[MOHAJICH MJIAJICKKH CHMIIO3UYM T10 XpaHEHE W
raCTPOEHTEPOJIOTHSI C MEXKTyHapoIHO yuacTtue, [lnonus,30.05-01-06.1986,411.

[IpunoxeHrneTo Ha AEXUAPATUH IO MIJIOKEHATA cxemMa Ipu OOJIHU OT si3BeHa 00JIecT BOAM 10
CTATUCTUYECKUA 3HAUYMMO TIOHIDKCHHE Ha CTOMAIIIHATa COJIHO-KHCeNa cekperus. B pesynrar
Ha KOETO HACThIIBA M34Ye3BaHE Ha OoJIKaTa M 3aTBapsHE Ha s3BaTa 3a KPaTbK MEPUOJ OT
BpeMe. [lomydyeHuTe OT HAC pe3ysTaTd ca 3HAYUTEITHO MO-100pHU B CPAaBHEHHUE HA JICUCHHUETO
Ha s3BeHaTa Oonect ¢ Ammua B. MemukamMeHTHT ce mMmoHacs goOpe oT OoyiHWUTEe, HAMa
cTpaHu4HM AecTBusA. 3a 10-MeceueH mepuoj Ha HaONIOJCHUE HA MAMCHTHUTE, PEIHIUBH
HacThIIMXa CaMO NIpH TpPUMA, KaTO M B TPUTE CIIydau C€ Kacaelle 3a AbJITOr0JIUIIHU
pelMIMBHpAITH S3BU HA CTOMAXa.

58'. M. Stamboliyska. Modern prevention of gastric cancer, Varna, Medical University,
2015

Mouorpadusara € mocBeTeHa Ha COIHMATHO-3HAYUMO OHKOJIOTMYHO 3a0oJisiBaHe, KOETO B
MOCIIETHUTE TOJAWHU OTOENs3Ba MOHIKEHHEe B yecToTaTa. CTOMANIHUAT paK € BTOPHS, IO
YecTOTa, TYMOpP Ha TFaCTPOMHTECTUHAIIHUS TPAKT, CJIeJ] KOJIOPEKTAHUS U € NeTa MaJlurHeHa
6onect B bvarapus. Etnonorusra e myntudaktopHa u BkimouBa poisra Ha Helicobacter
pylori, xpanuTtennu ¢akTopy, HAYMHA Ha )KUBOT U T€HETUYHA Mpenucrno3uus. CTOMaIHUAT
pak, B Pa3BUTHUETO CH, € KOMILIEKCEH MHOTOCTBIIKOB MPOLEC, ChABPIKAIl TEHETUYHU H
EMUTeHETUYHU TTPOMEHM HAa OHKOTCHHUTE B KJIETKWTE Ha cromamiHus enuten. [Ipe3 1994 r.
Helicobacter pylori e mpusHat ot CBeTOBHATa 3/JpaBHA OpraHU3aIMs 332 KAHLEPOTeH OT TuIl |
U HE Mo-Maiko oT 95% ciyyauTe cbC CTOMAIIEH pak ca €THOJIOTMYHO CBBP3aHM C Ta3u
unpekmus. MMa mokaszatencTBa 3a Bpb3KaTa MEXIy HWHGEKIHMSITa W CTOMAIIHHS pak,
MpeMHHaBallla Mpe3 OHKOIeHHAaTa KackaJla W TMporpecus OT arpoduueH TacTpHur,
WHTECTHHAIIHA METAIIa3us, JUCIUIa3Hs U pa3BUTHE HA CTOMAIIICH aJiecHOKapuuHoM. Hampasen
€ CbBpEMEHEH, NMPeu3eH 0030p OTHOCHO PUCKOBUTE €TUOJIOTMYHU (aKTOPU 332 Pa3BUTUETO HA
CTOMAIIIEH paK, KapIMHOTeHe3aTa M Hal-ChIECTBEHATa YaCT OT MOHOrpadusiTa € mocBeTeHa
Ha MPEBEHIIMATA HA CTOMAITHUS pak. Y CIeNnHaTa epaaukaius Ha nadeknusaTa ¢ Helicobacter
pylori Bce olle € mpean3BUKATEICTBO 32 TACTPOSHTEPOJIOTA, HO CE SIBSIBA €/IHA JICHCTBUTEIIHA
W ONTUMUCTHYHA oOmIus B Oopbara chc cTomamHus pak. [IpeacraBeHu ca coOCTBEHU
MpOyYBaHHUS HAa aBTOpa B Ta3W HACOKA, NPEIIOKEHH H pa3pabOTEeHH ca YCHEIIHU
epaJuKalMOHHU PEeXHMH, KaKTO M CTpaTerusi 3a paHHA JWAarHOCTUKAa WU HaOJo/eHue Ha
MIPEKAHIIEPO3HUTE ChCTOSHUS 32 CTOMAIIIHUS PAK, KAKTO M alTOPUTHM 3a MpeBeHIus. PanHara
nuarHo3a Ha Helicobacter pylori nndeknus u ycnemHara epagukanusi € CThIIKa Hampe B



6opbara cbCc CTOMAILIHUS PaK.

59. TeoprueBa-lllakona, M., M. Cramboauiicka. Helicobacter pylori undekuus -
npenn3BuKaTesncTBo Ha XX BeK B ractpoeHTeposorusra. Bapna, Konop npunt, 1997

3a mbpBU BT B ObArapckara MoHorpaguuna nutepatypa (1998r.) ca cucremaTusupanu u
OTpa3eHH, ChbBpeMeHHHTe cxBamaHus 3a HP wuHbekumsara mpu BB3pacTHM H Jena 1o
OTHOILIEHHE YEeCTOTa, 0COOEHOCTH B MATOreHe3aTa, HAYMHM Ha MpeJaBaHe Ha WHQEKIUATa
KaKTO JMarHOCTHKAa W JieueHWe Ha uHpekuusata. OTpa3eH € JMYHUS ONMHUT Ha aBTOpa C
pe3yaTati OT COOCTBEHM IIpOyuYBaHHUs. YCTaHOBEHa € 4YecTOTa Ha HUH(EKIUsTa Ccpej
engockonupanute Bb3pacTHU 10 moBox ['JIC B 53,3% wu cerBeTHO Tipu aema- 43,9 %.
JlaHHUTE HU NOTBBPXK/AABAT CXBAIIAHUATS, Y€ HAYaJIOTO Ha HH(PEKIHTA € B IETCKS Bb3PaCT U
C HapacTBaHE Ha BB3pACTTa HapacTBa pucka oT uH(pektupane. [IpoyueHa e dvecrora u
KIMHUYHa u3siBa Ha HP cBbp3anara ractponyoneHanHa naronorus. OTyura ce, 4e NMuka Ha
HP nrdexumsara e mexmy 40-50 r. Bb3pacT 1 ChBIIaJa ¢ MMKa Ha JIyOJICHATHATA S3Ba.

60. Cramoouuiicka, M., M. AranacoBa, 1. Kome. Hes3Bena aucnerncus — KIUHHUKO-
JTUArHOCTUYHU acrieKTd. B: MOTUIUTETHH U OpraHUYHM HAPYIIECHUS HA AUCTAIHUS CTOMAax.
Momnorpagus. N3a.”Konop IIpunt”, Bapha, 1999, 21-24.

114. Stamboliyska, M., M. Georgieva-Shakola, M. Atanasova, I. Kotzev, A. Klissarova.
Clinic and Diagnostic Aspects of Non Ulcer Dyspepsia, 9-th European Symposium on
Neurogastroenterology and Motility, 28-31.10.1998, 12

138. Cramboamiicka, M., M. AranacoBa, 1. Koues, M. T'eopruesa, A. Knucaposa, C.
Crounoga, K. Ilones, T. Tpaes, . JlaneB. Hesd3Bena nucnencus — KIMHUKO-IHATHOCTUYHU
acnektd. Ceamu HanmoHnaneH koHrpec mo ractpoeHteponorus. 25-28 HoemBpu 1998 r,
Codwus. ITocrep. COopHHK pe3tomeTa, C. 74.

Lenra e ga ce u3Bene Bojell KJIMHUYEH NMPOQUI U 1a ce HalpaBU OMUT 3a KjIacupUKalus Ha
HAJl B nmoarpynu, KaTto ce ONpeAeNsaT AUATHOCTUYHUTE BB3MOXKHOCTH Ha IPUIOKEHUTE
Metonu. [IpoyuBaneTo BkItouBa 25 6onHU ¢ KopemeH auckoMmdopT. B 50 % ot cioyuaute ce
YCTaHOBSIBa TMOCTIIPAHIMAHO MoayBaHe Ha kopema. OT Tsax B 85% ce kacae 3a 3a0aBeHO
CTOMAIIIHO M3IPAa3BaHE U B Clydas MAMEHTUTE C TAaKMBa OIUIAKBAHMS CE MHTEPHPETHpA, Y€
UMaT IUCMOTWINTETHU HapyueHus. B tasu rpyna HP ce nokassa B 50% ot ciyuaure. Ilpu
s3BeHO nojo0OHarta aucnencus, B 100 % ot ciayuyaute ce ycraHossiBa HP undexknus. B 20% -
BOJICIIIM CHUMIITOMM Ca enuractpajiHata Oonka W KucelduHd. B 3akmioduenue: Bopemmust
KJIMHWYEH TpoQuI € OT 3HaueHue 3a tunusupaHe Ha HSJ W cBbp3aHWTE MOTHIMTETHU
HapyIeHus. 3a0aBeHOTO CTOMAIIIHO U33Mpa3BaHe € OCHOBEH IMaTOT€HETUYEH MEXaHU3bM IIPH
MoTuiuTeTHUTEe Hapymenus Ha [UT. Jlunamuynata cuuHTHrpadus HA CTOMaxa € METOH C
pelaBaia AMarHoCTUYHa CTOWHOCT 3a JJOKa3BaHE HA MOTWJINTETHU HapyleHus Ha ['UT.

61. T'eopruesa, M., M. Ctamboauiicka. KilMHUYHU, €HIOCKOIICKH, XUCTOJIOTUYHH aCIIEKTU U
cpBpeMenHo JedeHne Ha Helicobacter pylori mudekmusara y nema.- B: MotwnuretHu u
OpraHMYHM HapylleHus Ha auctanHusg cromax. llog pen. T. Tpaes. Bapna, Konop mpuHT,
1999, 24-28.

IMenTa Ha HACTOSAIIOTO IIPOYYBAHE € A Ce MPEACTAaBAT JaHHU 3a pasnpocTpaHueHuero Ha HP
nH(peKnuaTa cpen nemna ¢ TOPHOAUCTIENTHYCH CUHAPOoM. 3a nepuoaa 1989-1997 r. mpu 180
nH(pEKTHpaHU Jela Ha BB3pAcT OT 6-18 roavHu € yCTaHOBEHA KIIMHWYHA €HIOCKOTICKA U
Mopdosiornana kaptuHa Ha HP nHdeknusara u e otuereHa e(h)eKTUBHOCTTAa Ha MPOBEKAAHOTO
neuyenue. [Ipu HP nmo3utuBHUTE NalMEeHTH, €HJOCKOIICKH CE YCTAaHOBSIBA XPOHUYEH 000CTpEeH
auTpasnen ractput npu 60,3% u numdpHu donuxynu np 31,8%, nokato mpu gemnara 6e3



nH(peKuus, Te3u AaHHU ca choTBeTHO — 23,4% u 12,5% (P<0,05). Hopmanua nuraBuma ce
Hamupa MHOro mo-yecto npu HP nHeratuBaute mamumentu (P<0,05). Ilpu npocnensBane Ha
I'bCTOTATa Ha MHPEKIMSITA, XUCTOJIOTHYHO NpeodnanaBa enuH ,,+. [lo namm nannu, HP + ce
cpuetaBa B 100% c xponuueH antpaneH ractpur. ®I'C nuarHo3ata Ha HeEyCIIO’)KHEHaTa
NyOJIeHaJIHA S13Ba MMa IOJIOKUTENHA MpeJCcKa3Ballla CTOMHOCT 3a ycTtaHoBsiBaHe Ha HP B Han
90% ot ciyuaure.

N3Boau: Kinnnnmuynata kaptuHa Ha HP cBbp3aHara racTpoayoJeHajlHA TATOJIOTHS €
CyOeKTHBHO TeXKa, 6e3 na e cneuuduuna. Upes ®I'C uscnensane, npu Bb3pacTHU MALUEHTH
ce HamMupa Hal-4ecTo AyojEHajHa 53Ba, a NpU Jela — aHTpPaJeH TacTPUT, C aHTpajHa
3ppHUCTOCT. XucTojornuHo, HP uHbexkmus ce cpueraBa ¢ o0OCTpsHE Ha TacTpuTa H
n3o0mire Ha TUMQPHA HOITUKYITH.

69. Ivanov, K., M. Stamboliyska, D. Gancheva, M. Atanasova, I. Kotzev. Primary sclerosing
cholangitis — clinical diagnostical and therapeutical aspects.25-th Jubilee Annual Assembly of
IMAB, 14-17 may 2015, Varna.

Background: Primary sclerosing cholangitis (PSC) is a rare, cholestatic liver disease,
characterized by fibro-obliterative inflammation of the entire biliary tree.

Methods: In our study 20 patients were diagnosted with PSC and followed up for a 20-years
period (13 females and 7 males), with the median age of 48,5 years. Female predominated in
ratio 1,8:1.

16 of the patients with PSC were associated with IBD( Inflammatory bowel diseases), 2 of
them with a liver cirrhosis,] had developed liver cirrhosis with cholangiocarcinoma. At
presentation- liver function tests, serum autoantibodies and imaging technique -—
ultrasonography, ERCP and MRCP were estimated.

Results : All of the patients were with cholestatic hepatitis, 8 of them were asymptomatic-
presenting with a raised serum alkaline phosphatase and gamma-glutamyl transpeptidase
(GGT). 3 patients had a liver cirrhosis and 2 had developed liver cirrhosis with
cholangiocarcinoma. They all had a clinical symptoms, demonstrated with abdominal pain,
jaundice and pruritus. 16 of the patients with PSC were associated with IBD. By the
immunological tests -pANCA was positive by 4 patients. In 3 of the patients — serum
transaminase activity was presented ,combined with a cholestatic activity. Liver disease was
determinated as fatty liver, by 3 of the patients, hepatitis in rest patients and liver cirrhosis
in 2 of them, 1 of the patient had overlap syndrome with primary biliary cirrhosis. By the
MRCP imaging technique -3 of the patients were presented with a features of large bile ducts
diseases, dilatated choledochus and intrahepatic bile ducts.

The treatment with ursodesoxycholic acid(Ursofalk) was successfully in all of the patients
with PSC acossiated with IBD.

Conclusion: PSC is diagnosted as strongly associated with IBD. PSC tends to arise in IBD
patients.The first and leading symptom is a diarrhea. We observed correlation between
involvement and severity of IBD and progression of PSC.

70. M. Stamboliyska, K. Ivanov, D. Gancheva, 1. Kotzev. Primary sclerosing cholangitis: A
Review of Clinical Cases. Falk Symposium 197 Lisbon, Portugal 8-9 may, 2015. Poster
presentation. Abstr. 23.

Introduction: Primary sclerosing cholangitis (PSC) is a rare, cholestatic liver disease,
characterized by fibro-obliterative inflammation of the entire biliary tree.

Methods: In our study 10 patients were diagnosed with PSC and followed up for a 5-years
period (6 females and 4 males), with the median age of 53.1 years. Female predominated in
ratio 1.5:1. Eight of the patients with PSC were associated with IBD (inflammatory bowel



diseases), two of them with a liver cirrhosis. At presentation- liver function tests, serum
autoantibodies and imaging technique - ultrasonography and MRCP were estimated.

Results: All of the patients were with cholestatic hepatitis, 8 of them were asymptomatic -
presenting with a raised serum alkaline phosphatase and gamma- glutamyl transpeptidase
(GGT). Two patients had a liver cirrhosis and one had developed liver cirrhosis with
cholangiocarcinoma. They all had a clinical symptoms, demonstrated with abdominal pain,
jaundice and pruritus. Eight of the patients with PSC were associated with IBD. By the
immunological tests - pANCA was positive by 4 patients. In 3 of the patients - serum
transaminase activity was presented, combined with a cholestatic activity. Liver disease was
determinated as fatty liver, by 3 of the patients, hepatitis in 3 patients and liver cirrhosis in 2
of them. By the MRCP imaging technique - 3 of the patients were presented with a features of
large bile ducts diseases, dilatated choledochus and intrahepatic bile ducts. In 2 of our
patients, the diagnose was histologically proved. In our 5-years period of studying, 1 patient
with PSC - liver cirrhosis progressed to a cholangiocarcinoma and died in hepatic failure. The
treatment with Ursofalk® was successfully in all of the patients with PSC acossiated with
IBD.

Discussion/Conclusion; PSC is diagnosed as strongly associated with IBD. PSC tends to
arise in IBD patients. The lirst and leading symptom is a diarrhea. We observed correlation
between involvement and severity of IBD and progression of PSC.

71. Grudeva, L., D. Gancheva, M. Atanasova, M. Stamboliyska, M. Mirchev, 1. Kotzev, P.
Genev. A Clinical Case of Gluten Free Diet Refractory Coeliac Disease in Young Woman -
From Symptom To Diagnosis. Argentina 2015

Introduction: Refractory coeliac disease (CD) is a relatively rare form of CD. It is found in
less than 5% of patients, at later age and is not seen in children. It should be suspected when
other causes for persistence of symptoms are excluded and the typical small bowel villous
atrophy is present despite the strict adherence to gluten-free diet for a minimum of 1 year
methods. Laboratory tests, endoscopic, radiologic, ultrasound and histomorphological
examinations were performed. We present a 39-year-old female patient admitted to our Clinic
of Gastroenterology and Nutrition who was initially considered for having a hematologic
disorder due to thrombocytosis. The patient complained from chronic diarrhea, iron-
deficiency anemia and fatigue. The physical examination revealed low weight, liver
enlargement, edematous low extremities pleural effusions, ascites and pericardial effusion.
Laboratory revealed anemia, low serum iron, low serum electrolytes and albumin. The serum
anti-gliadin and anti-tissue transglutaminase antibodies were positive. The endoscopic picture
was confirmed histologically subtotal villous atrophy Marsh I 1IB, Corazza grade B1. The
patient was put on gluten-free diet. One month later she was admitted again due to rapid
deterioration, weight loss and recurrence of diarrhea. The clinical, laboratory investigations
and imaging revealed severe malabsorption syndrome, generalized edema, hypoproteinemia,
anemia and thrombocytosis. Serology was positive for CD. Imaging, endoscopic
investigations and morphology confirmed the presence of refractory CD. Therefore, treatment
with steroids, correction of electrolyte abnormalities, anemia, hypoproteinemia and parenteral
nutrition were initiated. During the last hospitalization the patient had marked clinical
improvement, normal defecation, rise in BMI, mild anemia. Endoscopy showed restored small
bowel epithelium with partial atrophy corresponding to Marsh IIIA, Corraza B1 type 2.
Conclusion: Treatment of refractory CD should include symptom control, management of
food deficiencies and reduction of complications including malignancy. The latter represents
a global health issue which requires multidisciplinary approach and constant investigational
efforts.



72. Gancheva, D., M. Stamboliyska, M. Atanasova, [. Kotzev, M. Tzaneva. Clinical
spectrum and diagnostic approach in Whipple’s disease — Report of eight cases. Celiac
Disease and Other Small Bowel Disorders. Falk Symposium 193, Amsterdam, The
Netherlands, September 5-6, 2014. Poster presentation. Abstr. 33.

Introduction: The combination of various rare diseases in one the same patient is a rare
occurrence. A clinical case with a combination of three relatively rare diseases of the
gastrointestinal tract such as celiac, Whipple’s and Crohn’s disease was presented.

Methods: Upper endoscopy with morphology and assessment for antitransglutaminase and
antigliadine antibodies, a Helicobacter pylori was performed.

Results: A 56-year-old female patient complained of diarrhoea (up to 15 defecations daily),
without any pathological secretions. There was weight reduction by about 25 kg. A gluten
enteropathy was diagnosed in childhood. She was on gluten-free diet for a certain time that
was ceased after the achieved improvement of her status. In 2012, because of the diarrhea,
antitransglutaminase and antigliadine antibodies were examined that proved positive. That
was why the aforementioned diet therapy was repeated. Additional examinations
demonstrated Helicobacter pylori-positive chronic pangastritis, chronic duodenitis and PAS-
positive inclusions. There was evidence of Whipple’s disease. There were lesions along the
ileum and colon suggesting terminal ileitis and Crohn's disease based on the pathohistological
findings. The antibiotic therapy included doxycycline (two tablets daily), Salofalk' in a
routine dosage, and Budenfalk® in a dosage of 3 capsels daily. After six months, the patients
did not complain anymore. She presented with normal stool and normalized weight. The
control examination established negative values of antitransglutaminase and antigliadine
antibodies, a Helicobacter pylori-negative slight gastritis, slight chronic duodenitis and no
PAS-positive inclusions. There were no lesions along the gastrointestinal tract. The treatment
with doxycycline and Salofaik® continued for additional six months. Patient’s quality of life
improved.

Conclusion: Probably, the long-lasting chronic autoimmune inflammation of the small
intestine like celiac disease represented a predisposition for the overlap of the other
autoimmune and infectious-autoimmune diseases such as Whipple’s and Crohn’s disease. The
correct diagnostic and therapeutic approach warranted the successful solution of this difficult
clinical problem.

73. Stamboliyska, M., D. Gancheva, L. Grudeva, M. Atanassova, A. Georgieva, 1. Kotzev,
M. Tzaneva. Celiac disease overlap with Whipple’s disease and Crohn’s disease. Celiac
Disease and Other Small Bowel Disorders. Falk Symposium 193, Amsterdam, The
Netherlands, September 5-6, 2014. Poster presentation. Abstr. 98.

INTRODUCTION:

A clinical case with a combination of three relatively rare diseases of the gastrointestinal tract
such as Celiac, Whipple’s and Crohn’s disease we present. In the available literature did not
find any evidence of such a combination of illnesses. Clinical manifestation: A 56-year old
female patient complaining of: diarrhea (up to 15 defecations daily), without any pathological
secretions weight reduction by about 25 kg. During an one-year period, she was fourfold
hospitalized.

Clinical backgrounds: A gluten enteropathy was diagnosed in childhood. She was on gluten-
free diet for a certain time that was ceased after the achieved improvement of her status. In
2012, because of the diarrhea, antitransglutaminase and antigliadine antibodies were
examined that proved positive. It is placed on a gluten-free diet again. Suffered a mild clinical
improvement, but the main complaints continues

Methods: Initial and control upper endoscopy; Initial and control colonoscopy; Initial and
control histological examination with appropriate stains; Adequate laboratory examinations



(incl. immunoassays for celiac disease)

RESULTS: Data from examinations - Helicobacter pylori-positive chronic pangastritis,
Chronic duodenitis and PAS-positive inclusions, in both Whipple’s disease. Aphthous lesions
and similar changes with coverage terminal ileum and sigma as in Crohn's disease
TREATMENT: A gluten-free diet continues; Antibiotic therapy — Doxicycline- 2 tablets
daily; Salofalk — 3 x 2 tablets, 3,0 daily; Budenofalk- 3x1 capsels, 9mg. Daily; HP eradication
with sequential Klarithromycin based therapy for 10 days.

Clinical monitoring: 6 months later - after treatment, the patient did not complain anymore
with normal stool, with normalized weight, with good normal status, with improved quality of
life

RESULTS of control examinations: negative values of antitransglutaminase and antigliadine
antibodies, a Helicobacter pylori-negative slight gastritis, slight chronic duodenitis and no
PAS-positive inclusions, no lesions along the gastrointestinal tract

In conclusions:

This case report illustrated a rare combination of three gastrointestinal diseases in one and the
same patient. Probably, the long-lasting chronic autoimmune inflammation of the small
intestine like celiac disease represented a predisposition for the overlap of the other
autoimmune and infectious-autoimmune diseases such as Whipple’s and Crohn’s disease. The
correct diagnostic and therapeutic approach warranted the successful solution of this difficult
clinical problem.

74. Stamboliyska, M, 1. Shalev, D. Gancheva, M. Atanassova, V. Kaludova, 1. Kotzev.
Monitoring of cases with a persistent chronic infection with Helicobacter pylori. 23-th
Annual Assembly of IMAB, 13-14 may 2013, Varna.

The patients with persistent forms of Helicobacter pylori (HP) infection are refractory to
eradication treatment. They have unsuccessful therapies, frequent recurrences and
reinfections. One of the main reasons for the development of persistent forms is an inadequate
and insufficient treatment. The persistent forms of HP infection create conditions for the
maintenance of activity and for the progression of the induced chronic gastritis. In this aspect
these cases will be at a higher risk for the development of gastric cancer. The aim of this study
is to monitor and analyze the cases with persistent HP infection and to establish an approach
for their management. Clinical material and methods. The study includes 12 pts., 8 female and
4 male, at a middle age of 63,7, with a persistent HP infection, who have been observed for a
period of five years. Two methods for the detection of HP infection are used — one invasive
and one non-invasive. Upper endoscopy with morphological examination was performed.
Results: In 9/12 patients HP was unsuccessfully treated for three times, in 2 patients — four
times, and in 1 patient — five times. In all patients the initial treatment consisted of a standard
triple therapy. In 5 of them STT was conducted twice, the same regimen for a period of seven
days. Two patients received three courses of STT. In four patients an antibiotic resistance was
established by means of a cultured assessment. In three cases an HP resistance to
clarithromycine and metronidazole was demonstrated. Significant gastro-duodenal pathology
with atrophic gastritis, intestinal metaplasia, and hyperplastic polyposis was found in all
patients. 9/12 pts had persistent clinical symptoms. Conclusion: We believe that devised and
proposed step strategy which covers early detection of infection, reliable diagnosis, adequate
and successful treatment, and dispensary monitoring for the prevention of gastric cancer.

75. Gancheva, D., M. Atanassova, M. Stamboliyska, I. Kotzev, M. Kaneva. Clinical
approach in Wilson disease using Leipzig scoring system. 2Ist United European



Gastroenterology Week, Berlin, 2013. UEG Journal, Vol.1, Suppl. 1, Abstr. P056, A149.

INTRODUCTION: Wilson disease (WD) is an autosomal recessively inherited disorder of the
copper accumulation and toxicity. It’ s treatable, if diagnosed early. The recognition is clear in
typical clinical presentations. Unexplained liver tests abnormalities are diagnostic challenge
and require more examinations.

AIMS&METHODS: Aim: To investigate the clinical features and diagnostic possibilities in
WD.

Material and methods: Sixty three patients with WD were analysed (22 female, 41 male),
from June 2010 to March 2013, aged at the end of evaluation between 18 and 64 years.
Leipzig scoring system was used for diagnosis.

RESULTS: The patients were followed up from 3 months to 21 years from diagnosing. The
diagnosis was based on clinical suspicion and findings, parameters of copper metabolism,
ultrasonography, ophthalmological examination, liver biopsy, MRI, DNA analysis and
assessment of the Leipzig scoring system at the final evaluation. Twenty seven
patients(42,9%) were with liver disease alone, thirty one (49,2%)- with hepatic and
neurological presentation, three with neurological fetures without signs of a liver failure after
a discontinuation of the treatment of the ceruloplasmin was 0,137 g/ 1 24- hour urine copper
was increased. D- penicillamine challenge test showed mean value 17,69 mmol 24 h of urine
copper excretion. According to the Lepzig diagnostic criteria 55(87,3%) of patients had a
score >/=4 (max 12). Eight patients had score 3, but the exclusion of another etiology and the
clinical course of the disease confirmed the diagnosis, 23(36,5%) patients had Kayser-
Fleischer ring and 4 sunflower cataract. Liver biopsy was performed in 23 patients, with
rodamine positive staining in 9. DNA analysis was done in 54 patients and were found
mutations in 26(48,1%).

CONCLUSIN: WD is a treatable inherited disorder. It has to be considered in the liver
diseases to prevent the delay of the recognition and the progression of the copper metabolic
disorder. Our experience confirms that the Leipzig scoring system with a combination of
clinical symptoms, laboratory parameters of cooper metabolism, genetic testing and liver
biopsy is useful for diagnosing of WD in the clinical practice.

76. Gancheva, D., M. Atanassova, M. Stamboliyska, 1. Kotzev, M. Kaneva. Diagnostic
approach in Wilson disease using ceruloplasmin and urinary copper excretion according to
Leipzig scoring system. VI Falk Gastro-Conference (Part II). Liver Diseases in 2013:
Advances in Pathogenesis and Treatment. Falk Symposium 191, October 4-5, 2013, London,
United Kingdom. Poster presentation. Abstract 27.

Introduction: Wilson disease (WD) is an autosomal recessively inherited disorder of the
copper accumulation and toxicity. It’s treatable, if diagnosed early. The recognition is clear in
typical clinical presentations. Unexplained liver diseases are a diagnostic challenge and
require more examinations.

Methods:

Aim: To investigate the clinical features and diagnostic possibilities in WD.

Sixty five patients with WD were analysed (22 female, 43 male), from June 2010 to May
2013, aged at the end of evaluation between 18 and 65 years and a control group of 17
patients with other liver diseases. Leipzig scoring system was used for diagnosis.

Results: The patients were followed up from 3 months to 21 years from diagnosing. The
diagnosis was based on clinical findings, parameters of copper metabolism, instrumental,
ophthalmological, DNA examination, liver biopsy and assessment of the Leipzig scoring
system at the final evaluation. Twenty eight patients (43.08%) were with liver disease alone,
thirty two (49.23%) - with hepatic and neurological presentation, three with neurological



features without signs of a liver injury and two asymptomatic patients. Cirrhosis was found in
46.15% (30/65), acute liver failure after a discontinuation of the treatment in 2, hepatocellular
carcinoma in one cirrhotic patient. The average level of the ceruloplasmin was 0.149 g/ (+
0.067) vs. 0.224 g/l (= 0.062) in control group. 24-hour urine copper was increased. D-
penicillamine challenge test showed mean value 14.4 pmol/24 h (£ 13.13) of urine copper
excretion vs. 5.46 pmol/24 h (+ 2.99) in controls. According to the Leipzig diagnostic criteria
58 (89.23%) patients had a score > 4 (max. 12). Seven patients had score 3, but the exclusion
of another etiology and the clinical course of the disease confirmed the diagnosis. 76.5% of
controls had score < 2. Liver biopsy was performed in 24 patients, with rodanine positive
staining in 10.

Discussion/Conclusion: WD has to be considered in the liver diseases to prevent the delay of
the recognition and the progression of the copper metabolic disorder. Our experience confirms
that the Leipzig scoring system with a combination of clinical symptoms, laboratory
parameters of copper metabolism, genetic testing and liver biopsy is reliable method for
diagnosing of Wd in the clinical practice.

77. Stamboliyska, M., V. Kaludova, I. Kotzev, K. Metodiev. Role of Microbiological
Examination in the Diagnosis of Helicobacter pylori Infection, 24-th Annual Assembly of
IMAB, 14-17 may 2014, Varna.

Objectives Culture test is of basic importance as an integral component of the endoscopy-
based strategy for the timely and exact diagnosis of Helicobacter-pylori (Hp) infection. It is
considered a ‘gold standard' along with histology and breathing test. The purpose of the
present study was to define the role and advantages of the microbiological examination for the
diagnosis and treatment of Hp infection. Methods The study covered 50 patients, 29 females
and 21 males, at a mean age of 55 years and with a manifested upper dyspeptic syndrome.
The diagnosis of the gastrointestinal diseases was done by means of culture and urease test,
polymerase-chain reaction (PCR) and histological examination of gastric biopsies. Antibiotic
resistance was examined by using of a modified disc-diffusion method. There was a chronic
antrum gastritis in 46 patient, atrophic gastritis -in 21 of them, duodenal ulcer - in three and
gastric ulcer - in one patient. Results Histology identified a HP infection in 26 patients (52%),
PRC did in 28 patients (56%), and urease test - in 20 patients (40% of the cases). Culture test
with antibiotic analysis revealed the presence of Hp infection in 6 naive and 8 patients after
failed Hp eradication. The microbiological examination completely coincided with the
histological one in 30 patients (60%) and with the urease test - in 31 patients (62% of the
cases). Antibiotic testing demonstrated suppression zones (of resistance) to metronidazole and
clarithromycin in one naive patient each as well as sensitivity to levofloxacin and amoxicillin.
In these patients, a triple personalized levofloxacin-containing therapy was successful.
Clarithromycin resistance occurred in three patients after two failed standard triple therapies.
There was a double resistance to metronidazole in one of them, too. A personalized target
therapy was accordingly prescribed in all the patients. A target quadruple bismuth-containing
the therapy with proton pump inhibitors (PPI), plus amoxicillin and ciprofloxacin was
administered. One patient received a quadruple saving therapy consisting of PPI, tobucin,
amoxicillin and metronidazole. Successful eradication of Hp infection was achieved.
Conclusion The microbiological examination combined with antibiotic testing should be
performed after failed eradication prior to the second-line therapy. Based on these diagnostic
findings, the individualized antibiotic therapy proves highly effective and much more
successful.

78. Boykova, P., M. Stamboliyska, I. Kotzev. A case report of Clostridium difficile infection
in patient eith ulcerative colitis. Interfaces and Controversies in Gastroenterology. Falk



Symposium 185, October 3-4, 2012, Mainz, Germany. Poster presentation. Abstract 116.

Introduction: Antibiotic-associated (C. difficile) colitis is an infection of the colon caused by
C. difficile that occurs primarily among individuals who have been using antibiotics.
Traditionally, antibiotic use is often considered the most important factor for the development
of C. difficile colitis. Increasingly, C. difficile colitis is diagnosed in patients without previous
antibiotic exposure. This is especially true in patients with Crohn's disease or ulcerative
colitis.

Case: Thirty-two year old woman presenting with bloody diarrhea - 15 to 16 times daily,
abdominal pain and fatigue for the last four days. Ulcerative colitis (UC) - pancolitis was
diagnosed before two years based on clinical presentation, colonoscopic and histological
examination. The patient has been admitted several times in hospital because of exacerbation
of the disease. Previous hospitalization was 17 days ago when she was treated with antibiotics
- medaxon 2 mg/day for 7 days and metronidazole 2 x 500 mg i.v. for 10 days, systemic
corticosteroids at initial dose of 40 mg/day, 5-ASA 4 g/day, azathioprin 100 mg/day,
probiotics and PPI. The patient was discharged in clinical remission. At the last admission in
the hospital laboratory test results were as following: Hgb - 134; Ht - 0.38; RBC - 4,17; WBC
-11.64; CRP - 13.83; ESR - 25 mm/h. Stool microscopy did not show parasites and amebiasis.
Microbiological examination of the stool did not find Salmonella, Shigella and E.Coli.
Clostridium difficile toxin A and toxin B were detected in stool sample. Colonoscopy was not
performed because of the severity of colitis. Vancomycin 500 mg four times a day was
initiated in addition to firstly started medications for treatment of UC - systemic
corticosteroids at initial dose of 60 mg/day, 5-ASA 4 g/day, azathioprin 100 mg/day,
probiotics, metronidazole 2 x 500 mg i.v., and PPI and p.e. nutrition. Patient's symptoms
resolved rapidly. The duration of treatment with Vancomycin was 7 days. At the end of
treatment patient had one detection daily without blood.

Discussion/Conclusion: This is an example of severe exacerbation of UC due to overlap of C.
difficile infection. C. difficile colitis should be considered while evaluating patients with
severe acute colitis who have been treated with antibiotics.

79. Stamboliyska, M., D. Gancheva, S. Banova, I. Kotzev. Diverticular disease — Clinical
and diagnostic aspects Interfaces and Controversies in Gastroenterology. Falk Symposium
185, October 3-4, 2012, Mainz, Germany. Poster presentation. Abstract 116.

Introduction: Diverticulosis of the colon is an acquired condition that results from herniation
of the mucosa through defects in the muscle layer. The great importance of this "disease of
civilization", diverticular disease (DD), for every patient of clinical practice is determined by
the incidence of the disease, frequent hospital admissions, severe complications and mortality.
Methods: The study's aim — To evaluate clinical appearance and diagnostic approaches.
Patients, (186), with a diagnosis of diverticular of colon, were retrospectively studied, for a
period of five years. The age, sex, localization, clinical picture and complications were
devaluated. The diagnostic methods — endoscopic, radiologic and ultrasound examination
(US) were performed. Results: 186 patients (117 females, 49 male), with an average age of 60
years, were diagnosed with diverticulosis of the colon. 116 patients, were asymptomatic in
respect to diverticulosis and were occasionally diagnosed. The main symptom was colicky
abdominal pain involving the left low abdominal quadrant in 65 patients (93%). All patients
had stool irregularities: constipation (36%) and diarrhea (64%). The complications in 38.5%
were observed: diverticulitis in 51.4%, rectal bleeding in 33% and stenosis in 11.4% The
colonoscopy was the main diagnostic method. Segmental colitis and chronic inflammation
were observed in 70% of the patients, confirmed by histological examination. Some patients



(42.8%) were diagnosed by barium enema or computed tomographic (CT) colonoscopy. In
cases of acute diverticular disease the CT examination was the preferred method. Colonic
stenosis was detected by US in 11.4% The co-existing findings were polyps, colorectal
carcinoma, irritable = bowel syndrome and inflammatory @ bowel  disease.
Discussion/Conclusion: Diverticular disease is a frequent pathologic change of the colon in
the over 50 years and has to be considered in cases with dramatic abdominal pain and signs of
peritonitis.

80. Stamboliyska, M., I. Kotzev, 1. Krasnaliev, D. Gancheva, V. Glinkova, M. Atanassova,
A. Atanassova. I. Shalev, M. Mirchev, 1. Ivanova, P. Boykova. 1. Sabeva, Y. Gaziev.
Malignant tumors of the small intestine (a review of clinical cases). Falk Symposium 164,
Intestinal Disorders. May 2-3, 2008, Budapest, Hungary. Poster presentation. Abstract 38.

Introduction: The malignant tumors of the small intestine are rare - about 1% of all
malignant tumors of the gastrointestinal tract.

Methods: duodenoscopy with biopsy, enteroclysis, CT of the GI tract with oral contrast
media and abdominal ultrasound.

Results: For a ten years period (1997-2007), 26 cases (17 males and 9 females) of malignant
tumors of the small intestine were diagnosed. Regarding the localization the cases were as
follows: 5 carcinomas of the duodenum, 13 periampullary carcinomas (in pars desc. duodeni),
5 cases of carcinoma of the jejunum, 2 of the ileum and one of the appendix. Adenocarcinoma
was the most frequent histological type - 21/26 (80.76%). Carcinoids were found in 4/26
cases (15.38%), two of which were hormonally active, one with liver metastases. Two non-
Hodgkin’s lymphomas (extranodal localization in the small intestine) were also diagnosed.
Adenocarcinomas of the small intestine mainly developed from malignized adenomas with
villous components.

The leading symptom of the small intestine malignant tumors was the impaired intestinal
passage. Second in frequency was the obstructive jaundice (in all cases of periampullary
carcinomas). Recurrent bleeding from the GI tract and iron-deficiency anemia was also a
frequent symptom.

Combined pathology was found in 6/26 cases - adenomatous polyposis of the stomach and the
colon with malignant tumor of the small intestine; adenomatous polyposis of the small
intestine and the colon with metachronous carcinoma of the colon and carcinoma of the small
intestine.

Discussion/Conclusion: The clinical diagnosis of these tumors is difficult because of the
impossibility to perform enteroscopy in the revised period. Capsule endoscopy and double
balloon enteroscopy would improve the timely diagnosis.

81. Gancheva, D., M. Stamboliyska, V. Glinkova, 1. Kotzev. Effect of ursodeoxycholic acid
in patients with non-alcoholic steatohepaitis. Pathogenesis and Clinical Practice in
Gastroenterology. Falk Symposium 160, June 15-16, 2007, Portoroz, Slovenia. Poster
presentation. Abstract 36.

Introduction: Non-alcoholic steatohepatitis (NASH) is a liver disease, associated with
oxidative stress and with metabolic disorders - obesity, type 2 diabetes mellitus, insulin
resistance, fatty liver, hyperlipidemia. The treatment requires correction of metabolic changes
by diet and drugs, but is still unclear. The data of the efficacy of ursodeoxycholic acid
(UDCA) in the treatment of NASH are controversial and its beneficial effect is not confirmed.
Aim: To investigate the effect of UDCA in patients with NASH.

Material and methods: The study presented 39 patients with NASH - 15 males and 24



females, divided in 3 groups: 1* - with elevated ALAT and ASAT only (cytolytic enzymes),
2" - with both cytolysis and cholestasis, 3" - with hyperlipidemia. Other reasons for chonic
hepatitis were excluded (HBV, HCV, autoimmune hepatitis, alfa-1 -antitrypsin deficiency,
Wilson’s disease). Diabetes mellitus type 2 was found in 10 cases. In some patients BMI was
abnormal. Ultrasound examination showed fatty liver in different degrees. Liver biopsy was
performed in 11 patients. All patients were treated with UDCA (Ursofalk®) in dose 10-15
mg/kg/24 h and with antioxidants for 4 weeks. In cases with hyperlipidemia Lipanthyl
(micronised fenofibrate) was added. All patients went on low-calorie diet. They were
followed up for 2-3 months.

Results: Bochemical parameters of cytolysis and cholestasis in all groups significantly
decreased after the treatment. Serum lipids reduced to normal too. No side effects were
observed.

Discussion/Conclusion: Our study manifested the favourable effect of UDCA in patients
with NASH. It is safe and effective agent in complex treatment with antioxidants and
hypolipidemic drugs to improve liver function. Our results show expressed hepatoprotective
action of UDCA. It could be useful in the management of NASH and we recommended
UDCA as mandatory drug in the therapeutic strategy of this disease.

84. Stamboliyska, M., 1. Kotzev, K. Georgiev, B. Manevska. Colonic adenomatous polyposis
and metachronous small intestinal cancer, Falk Symposium 149, October 1-4, 2005, Berlin,
Germany. Poster presentation. Abstract 50.

Introduction: 72-year-old female with complaints of recurrent abdominal pain and
constipation. Two colonic polyps of the sigma were observed and removed endoscopically.
Histology: tubular adenoma with moderate dysplasia, grade of invasion was not evaluated.
The patient was followed up for five years and annual colonoscopic investigation was
performed, which revealed recurrent small polyps. The latter were removed by polypectomy,
and examined histologically - mixed features: adenomatous and hyperplastic. Short-time
chemoprevention was performed.

In 2004 the same old female patient was presented with recurrent episodes of acute upper
abdominal pain, nausea, vomiting (subileus symptoms). The performed endoscopy did not
find any pathological features in the stomach, duodenum and colon. US: picture of small
intestinal subileus. Abdominal contrast CT scan showed small intestinal obstruction. The
patient has undergone surgical treatment, which revealed small bowell adenocarcinoma
(probably due to tubulovilous adenoma), as well as several small adenomatous polyps.
Further the small bowell cancer was surgically resected.

Discussion/Conclusion: Metachronous intestinal tumors are not rare. The adenomatous
polyps have high malignant potential. Synchronic existing adenoma and carcinoma of the
small and large intestines is often obsereved. Therefore follow-up of such patients by
prophylactic colonoscopy is necessary and mandatory. This again raises the question for the
need of adequate chemoprevention of the large bowel polyposis.

85. Georgieva-Shakola, M., V. Tzaneva, 1. Krasnaliev, M. Stamboliyska. Role of
Helicobacter pylori infection for the treatment of children with functional dyspepsia.- In: GI
Inflammation and Disturbed Gut Function - the Challenge of New Concepts.
Gastroenterology Week Freiburg. Freiburg, Germany, October 4-6, 2002. Falk Symposium
130. Part I. Abstracts 13.

Background: Helicobacter pylori (H.p.) infection is one of several factors responsible for
functional dyspepsia in childhood. It is relatively common in children and adolescents in
Bulgaria (45%). Many new therapeutic regimens are studied to improve H.p. eradication rate,



including the addition of probiotics. Probiotics are live microorganisms which may positively
affect the health status.

Aim: Study's aim was to evaluate the effect of probiotics added to the conventional
therapeutic scheme of H.p. infection in childhood on 1) side-effects during the eradication
therapy and 2) eradication rate of H.p. infection.

Material and Methods: In 1998-2001 55 patients (5-18 years) with histologically and/or
cytologically proved H.p. infection (without peptic ulcer or reflux esophagitis) were treated
with: group A: famotidine (0.5 mg/kg/24h 1 month) + amoxycillin (50 mg/kg/24h 14 days) +
metronidazole (10 mg/kg/24h 14 days) — 29 pts. and group B: famotidine (0.5 mg/kd/24h. 1
month) + amoxycillin (50 mg/kg/24h 14 days) + metronidazole (10 mg/kg/24h 14 days) +
probiotic preparation (Lactobacillus bulgaricus — 0.8 million live cells and 16 milliards latent
cells 14 days) — 26 pts. The type and severity of side effects were determined. The effect of
treatment was controlled serologically after 6 months.

Results: Side effects were — diarrhea (group A 6/29 20.7%, group B 1/26 3.9% p < 0.05),
nausea (group A 7/29 24.1%, group B 2/26 7.7% p < 0.05), taste disturbance (group A 10/29
34.5%, group B 2/26 7.7% p < 0.05). Eradication rate was in group A 21/29 72.4%, in group
B 24/26 92.3% p < 0.05).

Conclusions: Lactobacillus bulgaricus has a positive impact on H.p. therapy —related side
effect (decrease) and eradication rate (increase). Probiotics could remain an useful adjunct to
standard ant-H.p. therapy in childhood.

86. Stamboliyska, M., I. Kotzev. Helicobacter Pylori Infection and Functional Dyspepsia. GI
Inflammation and Disturbed Gut Function - the Challenge of New Concepts.
Gastroenterology Week Freiburg. Freiburg, Germany, October 4-6, 2002. Falk Symposium
130. Part I. Abstracts 33.

Helicobacter pylori (H.p.) infection is common in patients with dyspeptic symptoms.

Aim: To evaluate the prevalence of H.p. infection and its significance in patients with
functional dyspepsia. To investigate the importance of H.p. eradication treatment in patients
with dyspeptic symptoms.

Methodology: The study included 45 patients of age range 18 48 with dyspeptic symptoms
without alarm symptoms allocated in four groups according to the leading symptom. Group 1
12 patients with reflux-like dyspepsia (D); Group 2 14 patients with motility-like D; Group 3
11 patients with ulcer-like D and Group 4 8 patients with mixed dyspeptic symptoms. Upper
endoscopy with histology and RUT for H.p. were performed in all patients. Dyspeptic patients
with H.p. infection were treated with triple eradicating therapy (omeprazole 40 mg/d,
clarithromycin 1 g/d and amoxycillin 2 g/d) for 7 days.

Results: H.p.infection was found in 26/45 patients (57%). In 19/45 patients (42%) relationship
between upper dyspeptic symptoms and distal dyspeptic symptoms was established in the
same patients upper Gl dyspepsia was associated with irritable bowel syndrome and H.p.
infection was observed in 10/26 patients (38%). After the treatment eradication of H.p. was
achieved in 24/26 patients (92.3%) and it correlated with the reduction of the activity of
anthral gastritis. Improvement of the clinical symptoms after eradication was observed in
15/24 patients (62.5%). All patients with ulcer-like D had complete reduction of the
symptoms. Patients with dismotility-like D had no change in their symptoms after eradication
of H.p. The motility disorders manifested by delayed gastric emptying were improved after
procinetics and enzymes were added.

Conclusions:

1. The prevalence of H.p. infection in patients with functional dyspepsia is relatively
high 57%.



2. Reduction of dyspeptic symptoms after successful H.p. eradication is observed in
62%.

H.p. eradication therapy is not a rational approach for motility disorders with delayed gastric
emptying

87. Gancheva, D., M. Stamboliyska, I. Shalev, L. Grudeva, 1. Kotzev. Extraintestinal
Manifestations and Complications in Patients with Ulcerative Colitis. VI International
Symposium on Inflammatory Bowel Diseases. Falk Symposium 123, September 3-5, 2001,
Istanbul, Turkey. Poster presentation. Abstract 43.

Ulcerative colitis (UC) is the most frequent chronic inflammatory bowel disease in our
geographic region. Sometimes it presents clinically with extraintestinai symptoms and
complications. The most important of them are joint paints, skin, mouth and eye symptoms,
perianal lesions, liver damage, anaemia, pseudopolyposis, bluding and malignant
degeneration.

Aim: to investigate the extraintestinai manifestations and complications in patients with UC.
Material: During a period of 16 months with studied 32 patients with UC - 12 female and 20
male with mean age 44.3 (range 17-66). The diagnosis was based on clinical, laboratory and
instrumental examinatations.

Results: The localisation of UC was as follows: 5 pts - proctitis, 9 - proctosigmoiditis, 11 -
left colitis, 6 - total colitis, 1 - segmental colitis. 9 pts were with mild, 20 - with moderate and
3 - with severe disease activity. 23 pts were with chronic intermittent type, 5 - with chronic
continuons type and in 4 - it was the first attack. We observed the following extraintestinai
symptoms: arthritis (9), pyoderma gangraenosum (1), episcleritis (1), primary sclerosing
cholangitis (1), cholangiohepatitis (3), anaemia (15). In 5 pts there was accompaning
chlamydiasis. Endoscopic and X-ray examinations showed presence of pseudopolyps in 15
pts, there of them had colorectal cancer. Perianal fistula, fissura and abcess were detected in 3
pts. Ultrasound study found a thickened bowel wall in 10 cases.

Conclusion: Joint involvement and anaemia are the most frequent extraintestinai
manifestations in our studied group. Pseudopolyposis is the main complications in these UC-
patients, whit a positive correlation with the extensive localisation of the disease.

88. Stamboliyska, M., I. Kotzev. Bowel Superinfectionss and Value of the Antibiotic
Therapy in Ulcerative Colitis with Exacerbation. VI International Symposium on
Inflammatory Bowel Diseases. Falk Symposium 123, September 3-5, 2001, Istanbul, Turkey.
Poster presentation. Abstract 116.

BACKGROUND: Superinfections of the bowel are common cause for complication of
ulcerative colitis. These infections are usually associated with severe forms, as well as mild to
moderate forms of the disease. Even in the cases without microbiological verification, they
may play an importance role for the exacerbation of the disease.

THE AIM OF THE STUDY IS: to evaluate the significance of the infections in ulcerative
colitis; to investigate the value of antibiotic therapy in acute stage of ulcerative colitis or with
exacerbation in cases with and without proven superinfections, as well as the need of
antibiotic treatment.

MATERIAL AND METHODS: Retrospectively study for period of one year included 32 pts
(20 male, 12 female, mean age 39,5 years) with ulcerative colitis. Six of the pts (0.18%) had
an evidence for bacterial superinfection (chlamidia and iersenia infections) by
microbiological, serological and PCR method. The pts were treated with antibiotics:
macrolides (Macropen - 400 mg daily) or ciprofloxacin - 1g daily for 10 days and after that -
metronidazole - 1 g for 15 days. The rest pts - 26 - hadn't proven superinfections. Ten pts



from them with exacerbations or acute stage of the disease were treated with combined
antibiotic therapy (ciprofloxacin 400 mg + metronidazole 1 g) parenterally for 10 days. A
second group of 16 pts also with negative tests in acute stage of disease were treated without
antibiotics. Both groups had received intravenous steroid therapy mesalazine orally in
ordinary doses.

RESULTS: All pts with an evidence for superinfections were with distal proctitis or
proctosigmoiditis and had mild to moderate course of the disease. After the start of antibiotic
therapy along with mesalazine orally or locally they had rapid clinical answer in five days and
were in clinical remission in 10-15 days. In the rest pts - 26, more of them were with left
colitis - 10/26; with proctosigmoiditis - 9/26; with pancolitis - 7/26. In the group with
combined antibiotic therapy they had some clinical improvement in 5 days and they were in
clinical remission in 15-20 days. In the second group - without antibiotics, the improvement
wasn't satisfactory. They had received clinical remission after 20 days and they had long stay
in hospital - more than one month.

89. Stamboliyska, M., 1. Kotzev, I. Shalev, 1. Krasnaliev, T. Shivacheva, D. Karastatev.
Gastroduodenal injury by COX-2 selective drugs. — Hepato-gastroenterology, 48, 2001,
Suppl. I, CCXVIII. (Impact factor 2001 — 0.886)

Background: The use of COX-2 selective drugs provides optimal opportunity for effective
treatment with minimal gastrointestinal damage. The study’s aim: To investigate the
gastrointestinal findings and lesions resulting from treatment with Meloxicam and
Nimesulide; to evaluate the prevalence of gastroduodenal damages, and HP infection.
Patients and methods: The study included 32 patients with osteoarthritis (25 female and 7
male, of mean age of 50.5 years). 10 pts were treated with Meloxicam (Movalis) 15 mg daily,
and 22 pts were treated with Nimesulide (Aulin) 200 mg daily for a period of one month.
Upper endoscopy with histological examination were performed before and after the
treatment. Helicobacter pylori (HP) infection was detected by rapid urease test. The
appearance of dyspeptic symptoms and event effects were studied. Results: Dyspeptic
symptoms presenting with epigastric pain developed in 3 pts (9,37%). Inflammatory findings
after the treatment such as antral gastritis verified by histology were observed in 5 pts (15,6%)
- 1 pt from Meloxicam, and 4 pts from Nimesulide. No dynamics in the histological picture
was observed in the rest of the patients. After the treatment 2 pts (6,25%) had antral erosions
(1 pt from Meloxicam and 1 from Nimesulide). The gastric lesion from Mtelo.xicam was
asymptomatic, without a clinical picture. HP-associated gastritis improved in 13 of 32 pts
(40,6%). There was no dynamics in the HP prevalence after the treatment. Conclusions: 1.
COX-2 selective inhibitor drugs show good gastrointestinal tolerance after a one month
treatment. 2. The gastric lesions that they may induce, such as erosions in our study, occur
with low frequency - 6,25%. Mucosal inflammatory findings are mild and occur in 15,6%.
3.No HP induction and no serious histological damage is caused by selective COX-2
inhibitors. Meloxicam and Nimesulide demonstrated a good clinical profile, wiilium side
effects, and with a safe tolerance by gastric and duodenal mucosa. This is an evidence of a
decreased risk of gastroduodenal injury.

90. Stamboliyska, M., V. Glinkova, I. Kotzev, D. Gancheva, I. Krasnaliev. Pariet in
combination with two antibiotics for the treatment of Helicpbacter pylori infection. — Hepato-
gastroenterology, 48, 2001, Suppl. I, CCVIIL. (Impact factor 2001 — 0.886)

AIM: To evaluate the therapeutic effect of the proton pomp inhibitor Pariet as well as its
eradicating effect in combination with two antibiotics in patients with H. pylori infection



associated with different gastroduodenal diseases. PATIENTS AND METHODS: The study
includes 23 patients of mean age 42.5 years, all with proven H. pylori infection (quick urease
test) and H. pylori antral gastritis (by histological examination and 2% Giemsa solution for
HP pylori bacteria). The distribution of the patients was: 12 - with duodenal ulcer; 8 - with
ulcer like dyspepsia (4 of them - with erosions in the antrum); 2 - with multiple polyposis
(hyperplastic and hyperplasiogenic mucosa); 1 - with MALT lymphoma (ulcer lesion in the
stomach). Endoscopy and exsamination of the H. pylori status were performed at the j
beginning and 30 days after the end of eradicating therapy. Eighting patients conducted a two-
week treatment with Pariet 20 mg daily and azithromycine 500 mg daily and amoxycilline 2 g
daily. The remaining 5 patients were treated ; with the same regimen but in combination with
clarithromycine 1 g daily and amoxycilline 2 g daily. RESULTS: The upper dyspeptic
syndrome disappeared at the second day in 21/23 patients (91.3%) and on the fifth day in
100%. Eradicating efect was observed in 21/23 (91.3%). The eradication rate was 100% with
the combination clarithromycine + amoxycilline and 88.8% with the combination
azithromycine + amoxycilline. Healing of the duodenal ulcer was; observed in 10/12 patients
(83.3%) and of the antral erosions in 100%. In the cases with H. pylori induced antral gastritis
suppression of the inflammatory changes (restriction of the inflammatory infiltration) was
observed in 86.9%.; CONCLUSIONS: Two week acid suppression with Pariet leads to fast
and successful relief of the clinical symptoms, healing of the ulcers and erosive lesions. Pariet
in combination with two antibiotics for 7 days can be considered as an optimal therapy for the
treatment of H. pylori infection and H. pylori induced gastritis.

91. Georgieva-Shakola, M., V. Tzaneva, M. Stamboliyska, I. Krasnaliev. Helicobacter pylori
and recurrent abdominal pain in children. — Gut, 45, 1999, Suppl. V, A171. (Impact factor
1999 — 5.748)

Recurrent abdominal pain (RAP) affects approximately 10-15% of children. Study's aim was
to determine the prevalence of helicobacter pylori (H.p.) among Bulgarian children with RAP
& to establish whether a link exists between H.p. & this symptom. In 1993-98 199 pts. (6-18
y.) with RAP were investigated clinically & endoscopically, 139 of them-by histological test
(stomach morphology & H.p.), 72-by cytological test for H.p. H.p.(+) were treated with
famotidin + ampicillin + metronidazole. Six months after completion of treatment 25 pts.
were reexamined clinically & by serological test. H.p. infection was detected in 45.7%: 27.8%
(6-12 y.), 45.3 & (12-15 y.), 68.2% (15-18) Endoscopically pts. were with: antral gastritis
(50.5%), antral nodularity (25.3%), duodenal ulcer (33.0%) (p < 0.05). Histologically- with
chronic active gastritis (52.0%), increased lymph follicles (37.3%) (p < 0.05). After the
treatment 21/25 (84.0%) became symptom free, serologic test was negative in 23/25 (88.0%).
In Conclusion: the prevalence of H.p. among Bulgarian children with RAP is high. The
eradication of H.p. decreases the upper dyspeptic symptoms, especially RAP. Serologic test is
very effective as a control of treatment of H.p. infection in children

92. Georgieva-Shakola, M., V. Tzaneva, M. Stamboliyska, 1. Krasnaliev, A. Klissarova, M.
Atanassova. Prevalence and treatment of severe complications of gastroesophageal reflux
disease in children.- In: IX. World Congress of the International Gastro-surgical Club.
Nagasaki, 1999, Abstracts 358.

The complications of gastroesophageal reflux disease (GERD) include stricture (S),
ulcerations (U), Barrett's esophagus (BE). Thej rare in children, but their treatment is a major
problem for pediatric gastroenterology. Study's aim was to reveal the treatment of]
complications of GERD in childhood. In 1993-98, 350 pts. (6-18y.) with upper dyspeptic



syndrome were investigated by upper endoscopy, 42 of them by histologic examination of
esophagus. Severe complications were treated with dietary regimen, omeprc !mg/kg/24h.+ci
sapride 0.5 mg / kg / 24h - 6 months. All pts. with complications were reexamined by
endoscopy, histology, radiography, scintigraphy. Endoscopically, 183 pts. were with
esophagitis, histologically - 19 pts. The severe complications' u-3, BE-3 (Total 7/350-2.0% ;
7/183-3.8%). After the treatment, all U& BE were with complete healing. Three from 4 of S
operated. In conclusion : BE & U as the complications of GERD were treated successfully
with omeprazole + cisapride in flight a long period. Strictures were operated.

93. Stamboliyska, M., I. Kotzev, I. Danev, 1. Shalev, I. Krasnaliev. Endoscopy & Hystology
findings of gasroduodenal mucosae in patients with liver cirrhosis. Falk Symposium 115, XI
International Congress of Liver Diseases. Liver Cirrhosis and is Development. October 22-24,
1999, Basel, Switzelrand. Poster presentation. Abstract 359.

Chronic gastric H. pylori infection is common in patients with dyspeptic symptoms. The aim
of the study was to evaluate: the prevalence of H. pylori infection in cirrhotic patients with
and without dyspepsia; the relationship with the severity of liver cirrhosis; the role and
importance of H. pylori infection for the evolution of liver cirrhosis.

Methods: Endoscopy with morphological and urease test for H. pylori detection were
performed in 160 pts with liver cirrhosis with and without dyspepsia.

Results: The overall incidence of H. pylori infection in cirrhotic patients was 53.7%. In 63.7%
of cirrhotic patients dyspepsia was observed. The incidence of H. pylori infection in cirrhotic
patients with dyspepsia was 61.7% and without dyspepsia - 38.2% respectively. The
difference was significant. H. pylori infection rate was 54.3% for Child A, 54.6% for Child B
and 50.8% for Child C. The difference was not significant although there was a tendency for
increase of infection rate with increase of severity of liver cirrhosis (Child B and C). In
cirrhotic patients with portal hypertension the prevalence of H. pylori infection was 54.9%.
There was a tendency for the infection rate to increase with the increase of the number of
hepatic encephalopathy episodes in patients with portal hyper tension - in 19/31 (61%)).
Conclusions: A high frequency of H. pylori infection in cirrhotic patients with dyspepsia was
observed. The prevalence of H. pylori infection increased with the severity' of liver cirrhosis
in patients with portal hypertension and correlated with episodes of hepatic encephalopathy.
The status of H. pylori infection seems to play a role in the hyperamoniaemia for the
appearance of hepatic encephalopathy.

94. Georgieva-Shakola, M., V. Tzaneva, M. Stamboliyska, I. Krasnaliev. Helicobacter pylori
and recurrent abdominal pain in children. — Endoscopy, 31, 1999, 61-70. (Impact factor 1999
—-1.726)

Recurrent abdominal pain (RAP) affects approximately 10-15% of children. Study's aim was
to dtermine the prevalence of helicobacter pylori (H.p.) among Bulgarian children with RAP
& to establish whether a link exists between H.p. & this symptom. In 1993-98 199 pts (6-18
y.) with RAP were investigated clinically & endoscopically, 139 of them-by histological test
(stomach morphology & H.p ), 72-by cytological test for H.p. H p (+) were treated with
famotidin + ampicillin + metronidazole. Six months after completion of treatment 25 pts.
were reexamined clinically & by serological test. H.p. infection was detected in 45.7%: 27.8%
(6-12 y.), 45.3 & (12-15 y), 68.2% (15-18) Endoscopically pts. were with: antral gastritis
(50.5%), antral nodularity (25.3%), duodenal ulcer (33.0%) (p < 0.05). Histologically- with
chronic active gastritis (52.0%), increased lymph follicles (37.3%) (p < 0.05). After the
treatment 21/25 (84.0%) became symptom free, serologic test was negative in 23/25



(88.0%).In Conclusion: the prevalence of H.p. among Bulgarian children with RAP is high.
The eradication of H.p. decreases the upper dyspeptic symptoms, especially RAP. Serologic
test is very effective as a control of treatment of H.p. infection in children.

95. Kotzev, 1., M. Stamboliyska, I. Shalev, I. Danev, M. Atanassova, B. Manevska.
Helicobacter pylori eradication in patients with chronic duodenal ulcer and gastric outlet
obstruction. — Digestion, 59, 1998, suppl. 3, 416. (Impact factor 1998 — 1.254)

The aim of the study is to determine the efficacy of a complex therapeutic regimen with a
duration of 4-7 days, comprising: nasogastric tube for permanent drainage; intravenous
administration of H2 antagonists; parented feeding On improvement of gastric emptying
demonstrated by contrast X-ray investigation an anti-Helicobacter pylori treatment with a
quadruple combination (De Nol 120 mg q.i.d., Amoxicillin 750 mg t.i.d., Tinidazole 500 mg
b.i.d., Omeprazole 20 mg b.i.d.) has been carried out in the course of 14 days: 12 patients with
active duodenal ulcer associated with Helicobacter pylori infection and complicated by gastric
outlet obstruction have been treated. Each patient underwent 3 gastroscopies-in the beginning,
on the 10th day as in the end of the observation period. Results: In 6 patients (50%) a
subcompensation was present in to the obstruction, and in a 100%-complete ulcer healing and
Helicobacter pylori eradication. A complete compensation of the obstruction along with ulcer
healing was registered in 3 patients (25%). There was no effect from the complex treatment
used in 3 patients (25%). and subsequently they welt referred for surgical treatment. The
approbated complex therapeutic regimen is a successful alternative in a certain number of the
patents with gastric outlet obstruction caused by a Helicobacter pylori-positive duodenal
ulcer.

96. Stamboliyska, M., M. Georgieva-Shakola, M. Atanassova, I. Danev, V. Glinkova, B.
Manevska, 1. Krasnaliev. Treatment of Helicobacter pylori-associated peptic ulcer disease in
adults and children. — Digestion, 59, 1998, Suppl. 3, 94. (Impact factor 1998 — 1.254)

Peptic ulcer disease (PUD) is now accepted as an infectious disease - Helicobacter pylori

(H.p.) infection is one of several factors responsible for the recurrence of PUD. Our aim was
to reveal the effect of 11 regimens on H.p. (+) PUD in adults & children. In 1992-97 580 pts.
(-30 children) (5-78 y.) with endoscopically proved PUD were treated with: 1./ Cimetidin; 2./
Ranitidin; 3/ Famotidin - 4 w; 4./ Omeprazole (40 mg 2 w.); 5./ monotherapy. Denol (480 mg
4 w.); 6./ double-Ampicillin (2.02 w.) + Metronidazole (750 mg 2 w.) + Ranitidin; 7./
Helicocin (2 w.) - Ranitidin, Si triple-Omeprazole (40 ,mg) + Ampicillin (2.0) 4.
Clarithromycin (1.0)-I w.; 9./quadri-Omeprazole (40 mg) - Denol (480 mg) + Ampicillin (2.0)
- Macropen (1.2)-2 w.; 10./ millimeter microwave therapy (MMWT) (22 seans). 11 MMWT +
Ampicillin (2.0) + Metronidazole (750 mg)-2 w. MMWT is a new physical method for
treatment of PUD H2 blockers had a low eradication rate, respectively 7.5%, 8.1%, 9.1%
similarly placebo effect, but a high PUD healing rate - 66%, 75%, 83%. Eradication with 4th
was 36.7%, healing-90%. Eradication with 10th was 18.68%, with 11th-84% & PUD healing-
92%. This effect was similar with the results of double therapy-eradication-79% (75%). PUD
healing-75% (83%). Tnple therapy was the most effective regimen-eradication & healing rate-
100%. In conclusion MMWT + Ampicillin + Metronidazole is a effective method & may be
an alternative to standard double therapy. Triple therapy is the most successful combination
for H.p. (+) PUD in adults & children.



99. Georgieva-Shakola, M., M. Stamboliyska, I. Krasnaliev, M. Atanassova, M. Popova, 1.
Rousseva. Endoscopic and histologic findings of esophagitis in children.- In: XXII.
International Congress of Pediatrics. Amsterdam, 9-14.VII1.1998. Abstract book, p. 287.

Esophagitis is unclear as a pathology in children. The aim of this study was to reveal the
endoscopic and histologic particularities of children’ s esophagitis. In 1992- 97 the
examination covered 350 boys and girls(6- 18 y.) with upper dyspeptic syndrome. Each
patient underlined gastroscopy. Eight five pts had mucosal biopsies(hematoloxylin/ eosin and
Giemsa). Endoscopically esophagitis was found in 231/ 350 pts(66%). It was I gr. In 75 %, 11
gr.- in 19,9% and III gr.- in 5,1 % by the scale of Savary- Miller. Histologically esophagitis
was in 70, 6 and linked with reflix. In 2,3 %- with Candida albicans and in 27, 1% with
unclear etiology. In 56,5% it was small activity and in 35,3%- with moderate activity. The
results of endoscopic and histologic examinations were comparable. When histology was
considered as “standart” the sensitivity of endoscopy for esophagitis was 83,2%, specificity-
48,4%, accuracy- 75,3%, negative predictive value- 75%, positive predictive value- 75,4%. In
conclusion endoscopically esophagitis is very often and it is with minimal changes.
Endoskopic and histologic diagnosis don’t coincide in high pourcentage. Histologically
esophagitis is with small activity, linked with reflux.

100. Georgieva-Shakola, M., V. Tzaneva, M. Stamboliyska, I. Krasnaliev, M. Atanassova, B.
Manevska, I. Rousseva. Clinical Endoscopic and Histologic Findings of Helicobacter
associated Diseasesin in Children. - In: XXII. International Congress of
Pediatrics. Amsterdam, 9-14.VII1.1998.Abstract book, p. 380.

Helicobacter pylori (H.p.) infection is a chronic infection, acquired in infancy. Study's aim
was to evaluate the clinical, endoscopic A histologic findings of H.p. associated
gastroduodenal diseases in children. In 1993-97 350 boys and girls (6-18 y.) with upper
dyspeptic syndrome were investigated endoscopically A clinically. Histologically 245 of them
were investigated too.

H.p. was detected by urease, cytological and histological tests. H.p. (+) were 121 children
(34,6%). Clinically they were with: history more then 1 y. 51%, antisecretor therapy without
effect - 58%, family history of disorders of upper alimentary tract - 65%, pyrosis - 52%,
constipation - 41%. (p 0,05). Endoscopically were established: antral gastritis in 44%, antral
nodularity in 25%, duodenal ulcer in 35% (p 0,05). In 75 histologically H.p. (+) pts. were
established: chronic active gastritis in 62%. 6 abnormal lymphoid associations in 32% (p
0,05). In conclusion in childhood H.p. associated gastroduodenal diseases haven't any clinic,
endoscopic & histologic pathognomic findings, but they have some typical features.

101. Georgieva-Shakola, M., M. Stamboliyska, 1. Krasnaliev, B.Manevska M. Atanassova,
I. Rousseva, V. Tzaneva. Benign nonspecific inflammation of stomach in children and
adolescents.- In: II. Congress of Pediatrics of Macedonia with International Participation.
Ohrid, 15-19.09. 1998. Book of abstract, p. 148.

102. GeorgievaM., M. Stamboliyska, I. Krasnaliev, M. Atanassova, I. Rousseva, V. Tzaneva.
Benign nonspecific inflammation of stomach in children. MakenoHcku MeAUITMHCKUATIPETIIET ,
52, suppl.31, Ckomue, 1998,146, D/016

Aim’s study was to evaluate clinical, endoscopic, histological & cytological findings of
benign non specific inflammation of stomach in children with upper dyspeptic syndrome. In
1993 - 97.168 pts. aged 6-18 were investigated by upper endoscopy with biopsy from antrum
for histological investigation & Helicobacter pylori (H. p). Gastritis (G) was graduated by
Sidney sistem. Smears of 45 pts. (bybruch biopsy) were stained for citological investigation &



H. p. Histologically G. was estabilished in /6.2%. Clinical features of those pts. were no
specific.

Endoscopic findings were: erythematous G. in 89.3%, atrophic G. in 2.9% & normal mucosa
in 7.7% histologically G. we thout atrophy was in 72%, with atrophy in 28%, chronic active
G. in 47.7%. By etiology G. was H. p. (+) in 63.35, reactive in 4.7% H. p. (+) G. was with
abnormal limpfoid association in 37%. Citologically trere were: minimal cell atypia in 64.4%,
increased cellular exfolation in 604, nuclear hyperchromatism in 64.4%. Coincidence of
histological & cytological diagnosis of G. was in 81%. In conclusoin benign non specific
inflammation of stomach is often in children. It has no specific clinical & endoscopic features.
It is often associated with H. p. & high activity. For this pathology cytological investigation is
as good as histological.

104. Stamboliyska, M., M. Georgieva-Shakola. Environmental factors and genetic
predisposition in functional dyspepsia in children and adults.- In: Functional Dyspepsia and
Irritable Bowel Syndrome: Concepts and Controversies. Falk Symposium No 99. Titisee, 27-
28.05.1997. Abstracts of Invited Lectures and Poster Abstracts, p. 5.

The aim of this study was to reveal the prevalence & the role of 1/environmental factors:
socioeconomic status psychosocial, psychosomatic disorders & risk factors - as smoking,
alcohol, analgesics & dietetic errors 2/genetic predisposition in functional dyspepsia in
childen (ch) & adults (ad). In 1993-95, 217 ch (6-18 y.) & 950 ad (20-73 y.) with upper
dyspeptic syndrome were investigated by upper endoscopy & real-time ultrasonographie. We
establi-shed: genetic predisposition in 85,7% (ch) & 21,9% (ad) (17)(0,05), low economic
status in 65,9% (ch) & 11,5% (ad) (p(0,05), psychosocial disorders in 45,1% (ch) & 40,5%
(ad) (p)0,05), psycosomatic disorders (+IBS) in 18,0% (ch) & 40,1% (ad) (p<0,05), smoking
in 9,2% (ch) & 25,4% (ad) (p<0,05), alcohol in 2,3% (ch) & 21,6% (ad) (P( 0,05), analgesics
in 11,1% (ch) & 47,2% (ad) (p<0,05), dietetic errors 46,5% (ch) & 56,0% (ad) (p<0,05). In
adults risk factors (with one exception - dietetic errors) & psycosomatic disorders are more
frequent. In children low economic status & genetic predisposition are more important. In
conclusion in children & in adults environmental factors & genetic predisposition are
frequently met & have an important role in functional dyspepsia.

105. Georgieva-Shakola, M., 1. Krasnaliev, M. Stamboliyska, I. Russeva. Mucosal
inflammation and Helicobacter pylori infection in pediatric functional dyspepsia.- In:
Functional Dyspepsia and Irritable Bowel Syndrome: Concepts and Controversies. Falk
Symposium No 99. Titisee, 27-28.05. 1997. Abstracts of Invited Lectures and Poster
Abstracts 36.

Recurrent abdominal pain without organic etiology is frequent in childhood. Study's aim was
to evaluate the Prevalence & the role of mucosal inflammation & Helicobacter pylori (H.p.)
infection in pediatric functional dyspepsia (PFD). In 1993-1995, 281 children (6-18 Y.) with
upper dyspeptic syndrome were investigated. Each Patient underlined gastroscopy with
biopsy for histological investigation & H.Q. Children with gastritis & duodenitis were treated
with H2 bickers (Ranitidin 5mg/kg 2 m.), these with H.Q. - with Ampicillin (2,0) &
Metronidazol (0,750) (10 d.). Clinical, endoscopid & histological control study was applied.
The following changes were observed: normal mucosa - in 14,0%; organic disorders (ulcers) -
in 22,1%; mucosal inflammation - in 60,5% (gastritis), in 64,1% (duodenitis); H.p. - in 46.3%.
Gastritis & duodenitis were active in 47,2%, these associated with H.Q. - in 77.3%. After
treatment clinical, endos-COpiC & histological healing was established in pts. with gastritis in
70,670; with duodenitis in 66,7%; with H.Q. in 76,9%. Activity of inflammation was
decreased (17,7%), of H.Q. associated inflammation too (20,5%). In conclusion a relationship



between PFD & mucosal inflammation is very probable.

106. Stamboliyska, M., M. Atanassova, I. Danev, T. Siderova. Different therapeutic regimes
in the treatment of Helicobacter pylori infection. VII World Congress International Gastro-
surgical club. Joint Meeting of Surgeons and Gastroenterologist. Budapest, Hungary, June 26-
30, 1996, Hepato-gastroenterology, 1996, A33. (Impact factor 1996 — 1.104)

The aim of the study is to evaluate and compare the efficacy of different therapeutic regimes
in duodena! ulcer patients'with Helicobacter.pylori (Hp) infection. The investigation includes
monotherapy with clarithromycin, ranittdme or omeprazole in traditional dosage and
combined therapy with antisecretory drugs and two antibiotics A new physical method -
extremely high frequency therapy (EHF-therapy) was applied in a group of patients
individually or combined with an antibiotic. The rate of eradication of Hp are reported as well
as the healing of the ulcer, ulcer relapse rate and Hp reinfection.

The results conclude that:

1. The treatment with clarithromycin monotherapy is effective in 56% (eradication) and in
40% (healing of the ulcer).

2. EHF-monolherapy is effective in 14% (eradication) and in 84% (healing of the ulcer).

3 The results of the combined therapeutic regimes are much better than monotherapy and they
should be preferred The best eradication was observed in the group treated with omeprazole
combined with clarithromycin and ampicilitn - 88% and healing of the ulcer - 96%. Next in
efficacy was the treatment wtth EHF-therapy combined with dartthromycin and ampicillin -
86% eradication and 92% healing of the ulcer.

107. Georgieva-Shakola, M., M. Stamboliyska, E. Diankov. Treatment of peptic ulcer
diseases in childhood with extremely high frequency therapy. - In: X. World Congresses of
Gastroenterology. Los Angeles, CA, 1994. Abstract Book, 2783

The treatment of peptic ulcer disease (PUD) is a fundamental problem in modern
gastroenterology. Recently, therapeutic effect of physical factors such as electromagnetic
radiation of extremely high frequency (EHF) was assessed in PUD, too. During the period
from June 1992 till March 1994, 16 children (13 boys and 3 girls) aged between 6 and 15
years (average age of 10.6 years) with endoscopically proved PUD were treated with low
intensity EHF. Thirteen uses (81.26%) were with duodenal ulcer and three - with stomach
one. Nine children (56,25%) had hematemesis and melena some days before the treatment. It
included 22 seances with duration of 30 min per day, upon the reflexogenic zone of both
stomach and duodenum. Control endoscopy was performed after the course. In 75% of the
children, complete healing was observed, in the rest ones, ulcer size reduction was seen.
Improvement was established in all the children. Blockers of gastric acid secretion (i.e.
Ranitidin in a dose of 5 mg/kg) were applied in 15 control children for 4 weeks which resulted
in complete and incomplete healing in 7 cases each. No effect was found out in one case only.
In 50 adult patients with PUD, corresponding results were as followed: 60%, 22%, and 16%,
respectively. In a placebo group of 20 adults, a 4-week treatment resulted in complete and
incomplete healing in 10% of the cases each. Eight cases were Helicobacter pylori-positive
before EHF treatment while 4 ones were negative after it. It was concluded that EHF therapy
should be the method of choice in childhood PUD, especially in its 4, complications. It is
well-tolerated by children and has no side effects.

108. Stambolyska, M., M. Georgieva-Shakola. An alternative method for the treatment of
peptic ulcer disease in adult and children.- In: ICMART ‘94. VI. World Congress of Scientific
Acupuncture. Istanbul, 1994. Abstract 61.



157. Stamboliyska, M., M. Atanasova, M. Georgieva-Shakola, Electromagnetic Resonance
Reflexotherapy - A New Method for Treatment Peptic Ulcer Disease, 2-st Bulgarian
Acupuncture Congress Sofia, 1-5-06-1995, Abstr.61

One hundred and fifty pis- adults and 16 childrens with cndoscopically proved peptic ulcer
diseas were treated with low intensive electromagnetic impulses of extremely high frequency
(EHF) upon the reflexogenic impulses of the stomach and duodenum. The treatment was
caned out by means of 30 min. EHF- therapy per day and included 22 seances. Control
endoscopies on the 2-nd and 4-th week of tnatreatment were performed in adults and at the
and of EHF therapy in children. A hundred (66. 66 %) of the pts. were with duodenal ulcer.
Alter 2 weeks of EHF- therapy in 53 % of them complete healing of the ulcer was observed,
in 34 % there was a reductionof the ulcer size and in 13 % there was no effect. On the 4 th
week these percents were respectively: 67 %. 24 % and 9 %. Fifty (33,33 %) pts were with
gastric ulcer. On the 2th week ¢ omplete healing ol the ulcerwas observed in 56 % reduction
of tha ulcer size in 30 % and in 14 % there was no effect. After 4 th week of EHF- therapy
these percents were respectively:78 %. 20 %. 2 %. In a control group of 100 pts treated with
blockersol acid secretion (Ranitidin- 150 mg bid daily ) the results were respectively: 52 %.
34 % and 14 % for two weeks and 60 %, 36 % and 4 % on the 4 th week. In a group of 20 pts
treated by placebo EHF- therapy for two weeks no healing of ulcer was observed and for four
weeks complete healing of the ulcer was obseived in H) %. reduction of the ulcer size' in 10
To too. Then: were no significant changes in gastric acid secretion before and after EHF- the-
rapy. Outof 95 (63.33 % ) pts positive for I lelicobacter pylori (IIP) in 30 % (20 %) after EHF-
Therapy HP was no established. On control endoscopy 2 months. 6 months and year after
EHF- therapy respectively in 2.66 %. 2 % and 4.66 % relapses were found. 13 (81.25 % )
children were with duodenal ulcer and 3 ( 18. 75 % ) with gastric ulcer. 9 (56.25 %) of them
had some days before the treatment hematemesis and/ or melena. In 75 % of them complete
healing of the ulcer was observed, in 25 % there was a reduction of the ulcer size.

109. Georgieva-Shakola, M., M. Stamboliyska, M. Atanasova. Pediatric Helicobacter pylori
status. — Endoscopy, 26, 1994, 4, 392. (Impact factor 1994 — 2.096)

The emergency of Helicobacter Pylori (HP) infection as aetiological agent in disease of the
the upper gastrointestinal tract in children represents a great advance in paediatric
gastroenterology. The aim of this study was to determine the prevalence rate of HP infection
in children with upper dyspeptic syndrome and to reveal whether clinical findings correlated
with endoscopic and histologic diagnosis.

51 children aged between 6 and 18 years with a mean age of 9,5 years who complained of
recurrent abdominal pain, recurrent vomiting as well as of gastrointestinal haemorrhage were
investigated during a 2-year period (1992- 1993). The authors used upper endoscopies by
Olympus (GIF 2T fibergastroscope) and forceps biopsy of gastric antrum and body,
duodenum and oesophagus as well. Diagnosis for HP infection was histological and
cytological.

Our results indicated that 15 children (29,9%) with a mean age of 10,5 years were HP-
positive. Their ethnic origin and sex was statistically insignificant. HP infection was most
common in children aged from 12 to 18 years (in 46,5% of the cases). HP- positive patients
showed the following clinical features: epigastric pain (93%), vomiting (60%), heartburn
(46%), constipation (40%), pyrosis and melena (33% each), and haematemesis (20%).
Physical examination demonstrated epigastric tenderness and coated tongue (100% each), bad
breath (46%), and iron- deficient anaemia (33%). Statistical significance was more manifested
in HP- positive than that in HP-negative patients. The following endoscopic findings were
established: erythematous exudative gastritis (79%), antral erythema (71%), macroscopic
antral nodularity (48%), duodenal ulcer (46%), and gastric body erosions (31%).



Additionally, duodenitis (in 76%) and oesophagitis (in 62% of the cases) were found.
Histologically, HP-positive paediatric gastrointestinal disease presented with scanty chronic
inflammatory cell infiltration but frequent mucosal lymphoid follicles (in 42% of the
patients).

It can be concluded that HP disease in children differs from that in adults by a lower incidence
rate, more severe symptoms, gastric antrum abnormalities, more uncommon duodenal ulcer,
scanty cell infiltration and mucosal lymphoid aggregates.

110. Stamboliyska, M., V. Glinkova, S. Glinkov, I. Danev, G. Varbanov, B. Manevska.
Prevalance of Helicobacter pylori in Patients operated for peptic ulcer disease. IV World
Congress International Gastro-surgical club. Madrid, Spain, October 27-30, 1993, Hepato-
gastroenterology, Vol. 3, Suppl. 1, 1993. (Impact factor 1993 — 0.530)

The study includes 51 pts (41 males and 10 females) of mean age 53,6 (range 21-73),
operated for peptic ulcer disease with different time and kind of operation. All the pts
underwent endoscopy with biopsy at 3 levels and histological and/or microbiological
evaluation for Helicobacter ( HP). 24 of the pts (47%) were HP positive. De-pending of the
kind of operation the prevalence of HP was as follows:vagotomy with pyloroplastics-5/7
(71,4%); Billroth I resection-13/19 (68,4 %); vagotomy with drainage operation-3/5 (60%);
suture or excision-3/7 (42,8%) and Billroth II resection - 0/13 (0%). Endoscopically and
histologically the following changes were observed: gastritis in 51,9%; anastomositis ,
duodenitis and/or jejunitis in 31,3%; ulcer with different localisation in 12,9%; polyps in
2,6% and cancer in 1,3%. In some pts several endoscopic and histological findings were
observed. HP was established in 70% of the patients with recurrent ulcer,in 45% of the
patients with gastritis and in 37,5% in the patients with anostomositis,duodenitis and/or
jejunitis. The prevalence of HP was the greatest in the patients who were operated up to 5
years before the study - 58,3% and gradually diminished in the patients operated before 5 to
10 years - 40%; 10 to 15 years - 42,8% and in patients operated before more than 15 years it
was the smallest - 30%.

111. Atanasova, M., M. Stamboliyska.Cyological diagnosis of Helicobacter pylori.— Acta
cytologica, 37,1993, 4, 576. (Impact factor 1993 — 0.565)

For a period of one year (1991-1992), 190 cytologic examinations (brush biopsies) were
performed in 146 patients specifically in the search of Helicobacter pylory (H.P.).
Simultaneous tissue examination (66 of the cases) and microbiologic investigation (20 cases)
were undertaken for the proof of H.P. Concurrence between the cytologic and histologic
diagnoses of H.P. was observed in 90.9%, while ratio between the cytologic and
microbiologic diagnoses was 75%. The brush biopsy is aquick, easy and effective method for
the diagnosis of H.P which can be used in the routine gastroenterogic practice.

112. Stamboliyska, M., M. Georgieva-Shakola., M. Aanasova, G. Varbanov, V. Glinkova.
An alternative method fot treatment of peptic ulcer disease. 3rd International Gastro-surgical

club Joint Meeting of Surgeons and Gastroenterologist. Padua, Italy, June 24-27, 1992.
Abstarct 42.

113 pts with endoscopically proved peptic ulcer disease were treated with low intensive ele
ctromagnetic impulses of extremely high frequency (EHF) upon the reflexogenic zone of the
stomach and duodenum. The treatment was carried out by means of 30 min EHF-therapy per
day. Control endoscopies on the 2nd and 4th week of the treat—ment were performed. 91
(80,5%) of the pts were with duodenal ulcer. After 2 weeks of EHF-therapy in 59,6% of them
complete healing of the ulcer was observed, in 25,5% there was a reduction of the ulcer size



and in 14,9% there was no effect. On the 4th week these percents were respectively 61,9; 26,2
and 11,9. 22 (19,5%) pts were with gastric ulcer. On the 2nd week complete healing of the
ulcer was observed in 5 0%, reduction of the ulcer size - in 28,6% and in 21,4% there was no
effect. After 4 weeks of EHF-therapy these percents were respectively 81,8; 18,2 and 0. In a
control group of 20 pts treated with blockers of acid secretion the results were respectively
40%, 20% and 40% for the 2nd week and 52%, 28% and 20% on the 4th week. In a group of
10 pts treated by placebo EHF-therapy for 2 weeks no healing of the ulcer was observed.
From 18 pts positive for Helicobacter pylori (HP) in 12 (66,7%) after EHF-therapy HP was
not established. There were no significant changes in gastric acid secretion before and after
EHF-therapy. On control endoscopy 2 months after EHF-therapy in 4 pts of 70(6%) relapses
were found.

113. Atanasova M., B. Manevska , I. Kotzev, I. Danev, M. Stamboliyska, Carcinoma of the
Barrett‘s esophagus, 2-st. Balkan Congress of Oncology, Kusadasi Izmir, Turkey 10-14-09
1998

The frequency of adenocarcinoma of esophagus in Western Europe increases | considerably in
the last twenty years. The columnar replacement of squamous epithelium in the lower
esophagus as a result of gastroesophageal reflux, biown as Barrett's esophagus (BE), is
believed to be the main risk factor. AIM OF THE STUDY - to analyze the endoscopic and
morphologic data from last 10 years in order to determine the rate of occurrence and
morphological features of esophageal carcinomas and their relationship with BE.

METHODS: for 10 - year - period (1988 - 1998) 14016 upper endoscopies were performed in
Gastroenterology Clinic. Esophageal pathology was found in 810 patient and morphological
examination revealed esophageal carcinoma in 45 out of them. Endoscopic and biopsy
findings were analised.

RESULTS. Occurrence of esophageal carcinoma in our data is (5.5%) - 33 (73.3%) of them
are male (average age 58.4) and 12 female (average 69.4). Squamous carcinoma was proved
in 18 patients (40%). adenocarcinoma in 20 (44,4%). non-differentiated carcinoma in 6
(13,3%) and adenosquamous carcinoma in I (2,2%). In 70% of all cases with adenocarcinoma
morphological criteria for malignantly transformed BE were found - remnantal elements of
Barrett's mucosa, papillary pattern of growth, flattened epithelium, reduced or I absent mucine
secretion.

115. Stamboliyska M., V. Glinkova, I Danev, I. Kotzev.Treatment of Helicobacter
pylori.Duodenal Ulcer Patients, 5-th IGSC, Munich, 27-30.05.1994

The aim of this study was to evaluate and to compare efficacy of different therapeutic
regimens in duodenal ulcer patients with Helicobacter pylori (HP) infection. The
investigation included 120 pts (75 males and 45 females) aged 16-69 years with
endoscopically proved duodenal ulcer positive for HP. They were randomly allocated in five
treatment groups with duration of treatment for 3 or 4 weeks as followed: group A of 25 pts
given Ranitidin 150 mg bid daily; group B of 25 pts given Ranitidin 150 mg bid daily,
Ampicillin 2.0 qid daily and Metronidazole 750 mg daily for 10 days; group C of 25 pts given
Ranitidin 150 mg bid, Doxacycline 200 mg and Metronidazole 750 mg daily for 10 days;
group D of 25 pts heated with low4ntensity, extremely high-frequency electromagnetic
impulses (LIEHFEI) upon reflexogenic zone of the stomach and duodenum. The treatment
was carried out by means of 30 min-long LIEHFEI per day. A control group E consisted of 20
pts given placebo. Control endoscopies on the 2" and 4" week were performed. Simultaneous
examinations were undertaken to prove HP by histologic and cytologic methods. The results
indicated that ulcer healing occurred most often in group D (in 88 % of the cases treated for 4



weeks) while the highest HP clearence was established in group B (in 88 % of pts treated for
4 weeks along with 10-day long combined antibiotics) and ulcer healing (in 84 % of pts). It
could be concluded that: 1) The ulcer healing rate associated with HP clearance in patients on
antibiotic treatment was higher and quicker. 2) Treatment with Ranitidin combined with two
antibiotics for 4 weeks was much better than the other schedules. 3) Ampicillin and
Metronidazole for 10 days should be recommended as therapy of choice in HP infection. No
serious side effects were observed. 4) LIEHFEI is a new successful.

116. R. Pateva, 1. Danev, M. Stamboliyska, B. Manevska, Gastric Mucosal Barriers in
Patient with Chronic Gastritis, Balkan Journal of Clinical Labaratory, 4, 97, 1, abstr.P5. 29.

The level of the sialic acid in the stomach juice indicates the status of the stomach mucous
barrier. The acid glycoproteins of the stomach juice, which are secreted from the surface
mucous cells, are rich in sialic acid. When these cells are damaged the secretion of the sialic
acid decreases.

The sialic acid level is studied in the stomach juice of patients with different degree of
damage of the stomach mucose. The results are compared to the presence of Helicobacter
pylori infection.

117. M. Stamboliyska, V. Glinkova, G. Varbanov, I. Danev. Tretment of Duodenal Ulcer
with Gastralgin, International Symposium- Progres in the pathophisiology and treatment of
Gastric and Duodenal ulcers, Felix, Romania,1.10.1985, abstr,289.

The Bulgarian remedy ,,Gastralgin“, whose active Substance is alginic acid and Naralginate,
is a new antiacid remedy with a long lasting-neutralizing effect upon gastric acidity. A clinical
investigation .of the remedy, was made in patientswith active duodenal ulcers. The diagnosis
was set clinically: and proved by endoscopy and/or radiography. Gastric acid secretion was
determined before and on the 30th day after the treatment. The investigation was made in
hospital conditions, diet and without taking other anti- ulcer medication. The symptoms were,
observed and recorded on the 10th, the 20th and 30th day, and,at the end ofthe treatment
control endoscopy was performed.

A good effect upon the main clinical symptoms was found. The; intensity of pain decreases
om the 10th day and on the 30th, disappears in 80% of the patients. In most of the patients the
pyrosis disappeared on the 20th day. Side effects were not noticed.

The Bulgarian remedy ,,Gastralgin® possesses a good antacid and analgetic effect and it can
be used in patients with duodenal ulcers.

120. M. Stamboliyska. Gastric cancer prevention. EAGEN, Inflammation and Cancer in the
GI Tract Management & Prevention, 21-23 june 2012, Golden Sands, Varna Oral
presentation, abstr.book 31.

Gastric cancer (GC) is a multistep and multifactorial disease. Helicobacter pylori (HP)
infection is the most consistent and an essential risk factor for GC in 70- 95 % of all cases. All
nutritional components and environmental factors which contribute to the development of GC
are strictly dependent of the presence of HP infection.

In this aspect HP elimination is the most promising strategy to reduce the incidence of GC.
HP eradication treatment is useful and effective in preventing GC if it is performed before
development of preneoplastic conditions (atrophic gastritis, intestinal metaplasia and



dysplasia). Population based screening is probably the best option for the primary prevention
of GC. Serological testing for HP and markers of atrophy (pepsinogen) together is the best
non-invasive test to identify subjects at high risk for GC EMR (endoscopic mucosal resection)
with surveillance for dysplasia is promising for secondary cancer prevention.

The strategy of prevention by screening and surveillance of high risk individuals may be
promising against GC. HP eradication is an option for gastric cancer prevention. The regular
use of NSAID, aspirin and intake of fresh vegetables and fruits reduce the risk of GC.

122. M. Cramboaniicka. TepaneBrnuyHa pe3ucTeHTHOcT Ha uHpekuusara ¢ Helicobacter
pylori, mHayuen nmokian, HarmwonanHa koH(epeHIUs. AKTyaJlHa TacTPOCHTEPOJIOTHS H
xemnaronorus, Bapua, 2008, c6. Peztomera

YecroraTa Ha aHTUMHKPOOHATa PE3UCTEHTHOCT € BHCOKA, B PE3yATaT Ha KOETO BCHYKHU
nanueHTy, uHpexkrupanu ¢ HP TpsabBa na ce Bb3mpuemar, ye umar pesucreHTHa HP
napeknus. Mneamnara antm HP Tepammus Oum crnexamo ga Obae 0a3upaHa BBPXY
NIPEBAPUTEIHO AHTUOMOTHIHO TecTHpaHe, HO Ta3M CTpaTerusi B3€ OIIEe He € pyTHHHA
npaktuka. Hamure ca mpoGmemu B seueHuero Ha HP wmHbexnumsTa, KOWTO OmpemensT
THPCEHETO Ha MPUYMHUTE 32 HUCKA TepaneBTHYHA €()EeKTUBHOCT, KAKTO U HOBHM €(EKTHUBHH
Tepanuu. AHTUMUKpOOHATa JIEKAPCTBEHA PE3UCTEHTHOCT € eIHa OT IJIABHUTE MPUYUHH 3a
HEYCIEIIHO JEeYeHUEe U € OTTOBOPEH (pakTop 3a HaMaJIIBaHE HA e€paJuKallMOHHATa YeCCTOTa.
I'enoturicHr 0co0EHOCTH B (papaKOKUHETHYHHUTE U (hapMaKOKHHETUYHHUTE XapaKTEPUCTUKU Ha
u3non3BaHuTe JjekapctBa B HP Tepamusta MMar cbloo BakHa pojsi B OINPENCNISHETO Ha
TepaneBTUYHU ycnex. EQexTpT Ha cobcBTreHns muroxpom P450 u HeroBuTe Tpu reHOTHINA ca
OT OCOOEHO 3HAaYeHME 3a KpalHus epaaukaluoHeH edekT. IloppyaHM ca OCHOBHUTE
epaJMKallMOHHN Tepanuy, KOUTO Ha TO3M eTan uMmar A00bp edekr, koraro ce mpuiarar
EeMIIMPUYHO Aa ObJe YETBOPHA TEpalMsl B PEXUM — KOHKOMUTAHTEH WJIM CEKBEHIUAJICH, WIH
YeTBOpHA OMCMYT-ChIbpiKallla Tepamusl.

123. Cramboamiicka, M., 1. Kones, b. Manegcka, JI. I'anueBa, B. I'muakoBa, M. Atanacosa,
A. AranacoBa, U. IllaneB, U. Kpacnanues, U. MBanona, II. boiikoBa, FO. I'azues, M.
Mupues, . CvbGeBa. Manuraenu TymoBH Ha ThHKOTO uepBo (IIpermen Ha KIMHUYHU
ciydan). IX Harmonanna kondepenuus . Tymopu Ha ThHKOTO U AebenoTo uepso, Codus, 15-
17 noemBpu 2007, bbiarapcka xenatoractpoenrepoiorus, 2007, IToctep. c. 41

ManurseHuTe TyMOpPHM Ha TBHKOTO 4YE€pBO Ca PEIKH, C 4ecToTa OKoJIo 1% OT BCUYKHK
MaJMTHEHU TYMOPHU Ha ractpouHTecTuHanHus Tpakt (I'UT).

3a nepuon ot 10 roguau (1997-2007) B Knuaukara mo ractpoenteposiorus Ha MY-Bapna ca
auarHocTUiupanu 26 ciydas (17 Mmbxe U 9 )KeHH) Ha MaJTHEHU TYMOpPU Ha THHKOTO Y€pBO.
Cnopen nokanu3anuara TYMOPUTE C€ pa3npeAeaT: S ciaydas ¢ KapluHOM Ha ayojeHymMma, 13
C mepuamMmyiapeH KapiuHoM (mopars desc. duodeni),5 cinydasi ¢ KapIiHOM Ha ielitoHyMa, 2
Ha wieyMa 1 1 Ha aneHaukca.

AJICHOKapUMHOMBT € HaW-4ecTO MPEACTABEHUSAT XHUCTOMOpP(OJOrudeH BapuaHT - 21/26
(80.76%). Joxazanu ca 4/26 xapumunouaa (15.38%), nBa oT KOMTO ca OWJIM XOPMOHAJIHO
AKTUBHHU, CIUHUAT - C YEPHOAPOOHM MeTacTa3u. YCTAaHOBEHH Ca W JIBa HEXOKKUHOBHU
muMdoMa (eKCTpaHOJaTHA JIOKAIU3AIUs B ThHKOTO 4epBo). Hali-4ecTo aieHOKaplIMHOMBT Ha
THHKOTO 4YEpPBO € BB3HHMKHANI Ha 0azara Ha MaJUTHHU3UpAT aJeHOM Ha THHKOTO YEPBO C
BUJIO3HA KOMITOHEHTA.

Bogneny kiIMHMYEH CUMIOTOM MPU MAJUTHEHUTE TyMOPU Ha THHKOTO YEPBO € HapylleHaTa
ypeBHa npoxoauMoct. Creia o yectora o0TypallMOHHATA X0JIecTa3a (BbB BCHUKH CIIy4au ¢
nepuamiryiapeH kapuuaom). Yecrto ce HaOmonmaBa penuauBupamo kbpBene or [MT u



KeNS30/1e(DUITUTHA AHCMHSI.

VYcTaHOBeHM ca W Cilydyad Ha cbhyeTaHa marojorus npu 6/26 (23.07%) - ageHomaro3Ha
MOJIMII032 Ha CTOMaxa M KOJIOHAa M MAJUTHEH TyMOp Ha THHKOTO YE€pBO; aJl€HOMAaTO3Ha
MIOJIUII03a HA THHKO U Je0esi0 4epBO U CHHXPOHEH KapLMHOM Ha THHKOTO 4YepBO; (amMuiIHA
aJIcHOMaTO3Ha IOJIMII03a Ha KOJOHA C METaXpOHEH KAapIMHOM Ha KOJOHA M KapIMHOM Ha
TBHKOTO Y€PBO.

OCHOBEH JMAarHOCTUYHU METOJH CE SBABAT JIyOACHOCKOIUATA ¢ MOP(HOIOTHIHO U3CIIEIBAHE,
entepokiuzata, KT na T'UT c koHTpacT p.o. u abgomMuHanHaTa exorpadus.

Knunnyna nuarHosa e 6wia TpyziHa, 3apaju HEBB3MOXKHOCTTA /1a CE U3BBPILN €HTEPOCKOUS
npe3 pasraexgaHus nepuon. Kamcynnata enpockomnus U OaloHHATa €HTEPOCKONHUs Ouxa
no0OPUIIM CBOEBPEMEHHATA IUArHO34.

124. A. Aranacona, U. Konie, M. Cramboamiica, U. [llanes, B. 'munakoBa. ThHKOUpEBHA
Henpoxogumoct npu O6onect Ha Kpon, IX Hamumonanen Konrpec mo ractpoeHteposnorus,
Codus, 24-25 noemBpu 2006, brarapcka xenaroractpoenteposorus, 2006 Ilocrep, c. 46
UpeBHaTa HEMPOXOJUMOCT € 4YecTa KJIMHWYHA u3gBa npu Oonectra Ha KpoH, u3pa3 Ha
XPOHUYHOTO TPAHCMYPAIHO BB3MAJICHHE, KOETO MOXKE J1a 3aCerHe pa3inyHH OTACTH Ha
CTOMAIITHO-YPEBHUSA TPAKT, Hali-4ecTO TEPMHUHANICH UJIEYyM M KOJOoH. Moxe na Obae mpuunHa
3a pe3eKnus Ha THhHKO W/WJIM J1e0esio YepBO HE camo MpH MIbpBa KIMHUYHA u3sBa. UpeBHATa
CTEHO3a € pe3yJTaT OT aKTUBHpaHe Ha (UOPOOIACTH M KIETKH Ha TJagKaTta MyCKyJaTypa,
MoJ1 IGUCTBUETO HA MEIMATOPH Ha Bb3MaJieHHEeTo. MeXaHU3MHUTE Ha TO3H MPoLeC He ca 100pe
W3SICHEHU. AHANIW3bT HA KIMHUYHUS MOJAXOJ M TOBEIEHUE MpPU 4YpeBHA OOCTPYKLHS €
He0oOX0IUM 3a J1a ce ONTUMHU3HPA JICUMHHUETO U J1a ce M30ETHE OlepaTuBHATA UHTCPBEHIIUS.
Ilen Ha TOBa MpoyyYBaHe € J]a Ce aHaJIU3UpaT MPOSIBUTE HAa YpEeBHA OOCTPYKIIMS MpHU OOJecT Ha
KpoHn- knmuHUKa, TMarHOCTUKA, JICUSHUE U U3XO/I.

Mareruan u MeroA. 3a Mepuoj OT MET TOAMHMU B KIMHUKATa 1O TacTPOCHTEPOJIOTHUS ca
xocnuranusupanu 35 mauueHtn ¢ Oonect Ha Kpon, Ha Bb3pact oT 21 no 73 roauHm.
Tpunagecer oT TIX ca MOCTHIWIM C KIMHUYHA H3siBA Ha 4ypeBHa HemnpoxoaumocT. [Ipu
BCUYKHU TAIMECHTU Ca aHAIM3UPAHU JAHHUTE OT KIMHHKA, a0JIOMUHAIHA €XOCKOMHs, TOPHA U
JIOJTHA €HJIOCKOMHSI, MOP(OIOrHYHO HU3CIIeBAHE, MPHIOKEHOTO JIeUeHUEe U He0OX0IMMOCTTa
OT TIOCJIEBAIIO ONEPATHBHO JICUCHHUE.

Pesyaratu. Ilpu 13 oT Bcuuku mMmanWeHTH ce HaOMoaBa KapTHHA Ha CyOWieyc.
JlaGopaTtopHUTE pe3yiTaTH MOKA3BaT OCTPO Bh3MalicHHEe. AOJOMUHAIHATA €XOCKOMHS J1aBa
o0pa3 Ha amnepuCTAIKTHYCH CETMEHT OT TBHKO W/WiaM jaebeno YepBO, NaTOJOTHYHO
3ameberieHa CTeHa, HaTU4Me Ha MPECTCHOTHMYHA mwiaranus. llpuimokeHa € aKTHUBHA
ne300cTpykTuBHA Tepanus: ceftriaxon mnmm ciprofloxacin, metronidazol, kopTukocTepouu,
mesalazine, TocTaBsHE HAa HA30TaCTpUYHA COHJA, KOPEKIUsS HAa AUCENEKTPOIUTEMHUSITA,
TOTAJTHO MapeHTepanHo XpaHeHe. [Ipu 1BaMa OT manueHTUTe, IPU KOUTO MMa CTPUKTYypa Ha
Mpexo/ia PeKTyM - CUTMa € U3BBpPIICHAa WKOHOMHYHA pe3ekius. [Ipu yetupuma ce Hamara
pe3ekuust Ha ThHKO U ae0eno uepBo. [Ipu enuH manueHT e u3Be/ieHa BpeMEHHHA UJIe0CTOMa,
0e3 peseknus, C BHCTAHOBSIBAHE Ha MMacaka Ha IMO-KbCeH eramn. [lpw ocraHanmurte Iiect
MalUMEHTH YpeBHAaTa 0OCTPYKIIHS € MpeojoiisiHa 0e3 J1a ce Hajiara ornepaTUBHO JeUeHHeE.
3akiawuenue. [IpunoxxeHaTa KOHCEpPBAaTHBHA TEPAMKs MOXKE Ja OTIIOXKU W/WIHA TPEIOTBPATH
ornepaTUBHOTO JieueHne. HeoOGXoaumo € Mo-HaTaTh4HO NPOy4YBaHE M aHaJIM3UpaHE Ha
CllydyauTe ¢ UpeBHa oOCTpyKuus npu O6osect Ha KpoH, 3a 1a ce u3paboTiAT eMHHN KPUTEPUU
3a MOBEJCHHUE.

125. W. anes, U. Koues, Kp. iBanoB, M. AtanacoBa M. Crambosmiicka, 1. ApHaynos.
CpaBHeHHE MEXIy IMpEIONEepaTUBHO M CJENONEpPaTUBHO CTaJupaHe MpH MaLUEHTH C
konosopektanien pak IX Hamumonanen Konrpec mo ractpoenteponorusi, Codus, 24-25



HoemBpu 2006, boirapcka xenatoractpoenreposorus, 2006 [Toctep, c.

[IpaBunHoTo mnpenonepaTuBHO cTagupaHe Ha KonopektanHus pak (KPP) uma BaxHO
3HAUEHUE 3a ONPENEIITHE Ha TAKTUKATA U CTPATETUATA Ha JICYCHUETO MY.

Hen: [la ce cpaBuu npenonepatuBHus ctaauii TNM nHa xonopekrannus pak (KPP) npu rpyna
ManueHTu ¢ nocroneparuBHus craguid TNM mpu 1ax . [la ce OoUeHAT Bb3MOKHOCTUTE Ha
OCHOBHU O0Opa3HM METOJM KaTO KOJOHOCKOMMSI C XHUCTOJIOTHS Ha TymMopa U abJOMHHalIHA
exorpadus 3a npegonepaTuBHOTO cTagupane Ha KPP.

IMauuenTn u meroam: Mscnensana e rpyna ot 41 manuenra ¢ KPP, nuarHoctunupanu u
olepUpaHM B €IHa M Chblla OonHUIA 3a mepuof oT 18 meceua. IIpu moutn BCHYKM OT TSAX
nuarHosata KPP m mpenomepaTWBHOTO cragupaHe ca W3BBPIIEHM 4Ype3 KOJOHOCKONUS C
Oouoricus Ha TyMOpa, XHCTOJOTHs, M KopeMHa exorpagus. Camo enuH mnauueHT Oe
JUarHOCTHLIMPAaH C JIBOWHO-KOHTpAacTHa Hpurorpaduss M KOMIIOTbpHa ToMorpadus.
KapuuHombT e okanu3upad B pektyMa npu 12 mauuenta (29%). [Ipu 12 nanuenta (29%) ca
YCTAaHOBEHU €/IMH WJIM [T0BEYE CUHXPOHHU aJICHOMHU.

Pesynarau: [Ipu T-ctanupaneTo uma cbBIaZicHUE B NPEAONEPATUBHATA U CIIEN0NIEpPaTUBHATA
omenka mpu 21 (60%) ot cmyuamre (T2-4). C xopemna exorpadusi € yCTaHOBEHa
NaTOJIOrMYHA Maca ¢ JJyMeH 1o xoJa Ha nedenoro uepso npu 21 (60%) ot ciydaunte. [Ipu N-
nokasareis uma chBrageaue npu 10 (24.5%) ot manmentute. C abgoMuHamHa exorpadus ca
OTKpUTH 4YepHOAPOOHU MeracTazu npu 5 (12%) manumenTa, JOKaToO MHTPAONEPATUBHO TE ca
Hamepenu nipu 7 (17%) nanuenta (71% cpBnagenue).

M3Boau: UYpes KOIOHOCKONMUATA C XUCTOJIOTUS U abJOMUHAIHATa exorpagus MOXe Ja ce
HaIlpaBU CPaBHUTEIIHO TOYHA IIPELIEHKA 3a T-cTaaus Ha KOJOPEKTaIHMs pak. 3a MO-TOYHOTO
onpenensHe Ha N- u M-ctaaus B cTaHAapTHATA IMAarHOCTHKA € HEOOXOJMMO BKJIIOYBAaHE Ha
JONBJIHUTETTHH OOpa3HU METOJAM KaTO KOHTPAaCTHAa KOMIIOThPHA TOMOrpadus Ha Kopema M
€HJIOCKOTICKa exorpadus Ha 1e0eI0TO YepBo.

126. Kones, U., U. llanes, M. Ctamboaniicka, A. AtanacoBa, M. Atanacosa, B. [ 1uHKoBa.
IX Hamuonamna kondepennus . Tymopu Ha TBHKOTO W jaebermoto depBo, Codwms, 15-17
HoemBpH 2007, bearapcka xenaroractpoenreponorus, 2007, ThHKOUpEBHA 0OCTPYKLUS MIPH
octpa (a3za Ha 6onectra Ha CHRON — ynTpa3BykoBa nuarHo3a u epareBTHYHO OBJIaIsIBAaHE —
aHanu3 Ha mect KIMHUYHU cinydast. [X Haunonanen Konrpec no racrpoenreposorus, Codus,
24-25 noemBpu 2006, brarapcka xenaroractpoenteposiorus, 2006 ITocrep, c. 74-75

bonecrra Ha Crohn moTeHIManHO MOKE J]a 3aCE€rHe BCEKU YyYacThK OT CTOMAIIIHO- YpPEBHUS
TPaKT, TIOPaJX KOETO B CHhBPEMEHHATA MPAaKTHUKa ce MpHeMa, 4e XHpyprudyHaTa Hameca e
MOoKa3aHa caMo TPH YCIOKHEHHUS KaTo CTPUKTYpa, nepdoparus, ¢puctyna u aderec.

Hen. C anamu3a Ha mIeCT KIMHUYHU Cllydas Ja NPEICTBUM BB3MOXKHOCTTa OCTpara
THHKOYPEBHA 00CTpyKImsi ipu O6osect Ha Crohn ma ce qokaxe ¢ KopeMHa exorpadus u ja ce
peojiosiee ¢ KOMOMHUPAHA Teparus.

[Tammentn 1 metonu. M3cnensanu ca 6 mamuenTa (4 )KeHH U 2 MBXKe) Ha cCpellHa Bh3pacT 39
+/- 15 romunu, ¢ maBHOCT Ha Oonectra Ha Crohn cpemHO 5 TOAWHHM M C JOKAIM3alUsS Ha
0osectTa B TepMUHATHUS uieyM. M3mon3Banu ca cieiHUTEe METOIU 3a AUarHo3a:

A. Knuanynm: 1) ThpceHe Ha XapaKTEpHUTE CHUMIITOMU TpU TpuUeMaHeTo - Ooika B
JOJTHUS

JIECEH KOPEMEH KBaJPaHT; POSBU Ha CYOHIIeyC - TaJIeHe, 3aleK, MOAyBaHe Ha KopeMa; 2)
ThpCEHE Ha ChOTBETHHUTE Oesie3H - Malnupalla ce Maca B WieoleKanHara o0iact, AUIaTHpaHu
YpeBHM OpUMKH W TarojoruyHa mnepuctantuka, b. JlaboparopHo wu3cineaBaHe Ha
nokazarenute 3a octpo Be3naneHue: CYE, kppBHa kapTrHa, C-peakKTUBEH MPOTEHH.

B. OO0pa3nu Meronu: KopeMmHa exorpadus u 0030pHa peHTreHorpadus Ha Kopema.
[Ipunoxxena 6e 10 - THEBHA TepaleBTHYHA CXeMa C MPUEM TIpe3 ycTara caMO Ha TEYHOCTH U



MapeHTEePATHO XpaHCHEe, MPEeX0J KbM CHTEpalIHO XpaHEHe, mepopaiHo mesalazin B mo3a 4
rpaMa THEBHO, UHTpaBeHO3HO 6-methylprednisolon B go3a 1 Mr/kr/aen mox 3ammrara Ha S-
omeprazole 40 mr/neH, ciprofloxacin 400 mr/neH, metronidazole 1500 mr/neH.

Pesynratu. IIppBOHayamHO auarHo3ata Oe TOCTaBeHa MO KIMHMYHATA KapTuHa U 0Oe
MOTBBPJCHA C KOpeMHa exorpadus W JlabopaTopeH aHayim3. Upe3 ynTpa3ByK NMPU BCUYKU
OOJIHM C€ YCTAaHOBU HAJIMYHETO HA allePUCTAITUYCH ThHKOYPEBEH CEIMEHT B WIICOIICKATHATA
00JIacT ¢ MaTOJOTMYHO 3amedeNieHa cTeHa Haj 6 MM, ChC CpelHa IBDKHHA OKoyio 10 cM u
MPECTEHOTHUYHO JUIATUPAHU THHKOYPEBHU OpUMKH. [Ipu BCHYKHTE MAIMCHTH KbM Kpas Ha
10-nHeBHES JIedeOCH Kypc TOCTENCHHO C€ TOCTUTHA KIMHWYHO TIOA00peHHe, YpeBHA
Ne300CTPYKIMS W BH3CTAHOBSIBAHE HA IMaca)ka Ha ra3oBe M xpaHa. Upe3 exorpadus ce
YCTAaHOBM HaMajsiBaHe Ha JcOenMHAaTa ¥ JB/DKAHATA HA TATOJOTUYHO IPOMEHEHUS
THHKOYPEBEH CErMEHT, M N34Ye3BaHE HA ThHKOUPEBHHUS 3aCTOU.

Saxmrouenne. 1. TpaHckyTaHHaTa KopeMHa exorpadusi € IEHeH METOj 3a JuarHo3a Ha
octpara (aza Ha TepMUHATHHS WICUT U cyOmeyc npu Oonecrra Ha Crohn. 2. [IpunokeHara
TEpaleBTHYHA CXeMa 3a OBJIAJBAaHE HAa TCPMUHAIHHUS WICHT ¥ TPEOAOJSIBaHE Ha
THHKOYPEBHUS WJICYC € YCICNIHA aJTepHATUBA HA XHPYPTUYHOTO JICUYCHHE TIPU TE3H
MMaI[UCHTH.

127. UBanona, U., U. Koue, M. ArtanacoBa,A. ArtanacoBa, [|. ['anueBa, B. ['muakoBa, M.
Crambosmiicka, b. ManeBcka, U. Kpacnanues, K. Antonos. Jleuenue Ha xponuuynus C —
BUpyceH xenaTut c¢ nerenupal Interferon-Alpha u Ribavirin. IX Hammonanen Konrpec mo
ractpoenteposiorusi, Codusi, 24-25 HoemBpu 2006, bparapcka xemaToracTpoeHTEPOJIOTH,
2006, c. 92

3a mpenoTBpaTsBaHE Ha YCIOXKHEHHATAa, CBbp3aHu ¢ xpoHmuHata HCV wuHpexmus e
HeoOXoauMO MpuilaraHe Ha eeKTUBHA cTpaTerus 3a jeudenue. Llen Ha mpoyuBaHeTo € Aa ce
aHanmu3upa e(heKTUBHOCTTa M TOJIEpaOMIIHOCTTAa Ha KOMOMHHMpaHaTa Tepamusl C MEeTWINpaH
Interferon-alpha (Pegasys) u Ribavirin (Copegus) npu 40 6omuu ¢ xponudeH xematut C.
Wndexmus ¢ nomunanted renotun 1 Ha HCV ycranoBuxme B 77.5%; BUCOK BUPYCEH TOBap
npu 37.5% OT manueHTuTe. XHCTOJOTMYHOTO M3CIEIBAHE II0Ka3a yMEpeHa 10 BHCOKa
akTUBHOCT B 60% ot ciydauwrte, HampenaHana ¢ubdposza/mupoza - B 32.5%. Bonnure ce
JekyBaxa 3a nepuona oT 6 10 12 mecena ¢ Pegasys 180 mcg cenmMuuHO s.c, B KOMOMHAITUS C
Copegus 1000-1200 mg p.o u ce mpocienuxa NoHe 6 Mecena ciex CHOUpaHe Ha
MeJuKaMeHTUTe. TpaeH BHUPYCOJOTHMYEH OTroBOp oTOens3axMe mpu 26 manueHTH (65%);
penuauB B Mepuoja Ha mpocieasBaHe HabmomaBaxme mpu 6 6omau (15%). Uectorata Ha
II'BJIEH OTTOBOP B rpymnara nauueHT ¢ reHotun 3 Ha HCV (n=8) e 100%. Bucokocrenennara
(II-IIT crenen) JieBKO- M HEYTPONEHHUS B XOJAa Ha JIeYeHHETO Ha 32 OONHU HE J0Bene 10
MH(MEKIMO3HU M CEeNTUYHH YyclokHeHus. HalmronaBaxme KOXHHM CTPAaHUYHU peaKlUu
(cepOex, mamyJo3eH €K3aHTeM, JAEPMAaTOMHMKO3M, NeOl0T Ha mcopuasuc) npu Haj 25% ot
nexyBaHute. IIpekbcBaHe Ha TepamusATa Ce HAJOKU NMpU 2 MalueHTa ¢ IMpeAllecTByBalla
XEpPOMHOBA 3aBUCUMOCT, TOpaaud ICUXOTHYHA CHUMTOMartuka. JledeHneTo mpoBOKHpa
KJIMHUYHA W3s1Ba HA aBTOMMYHHA IIUTOBUAHA 0oJiecT ¢ Muonatus npu 1 601eH.

[To Hamm nanan KoMOWHUpaHaTa Tepanus ¢ nerwmpad [FN npu nanueHTs ¢ B reHOTHUIT
1 na HCV uMma aBykpaTHO TO-BHCOKa €(UKAaCHOCT, CIIpsiMO Oa3upaHaTa Ha KOHBEHIIMOHAJICH
IFN (65% vs.33%), HO M3UCKBAa BHUMATEIHO MOHUTOPUPAHE HA CTPAHUYHUTE e(DEeKTH

128. Cramboaniicka, M., /[. ['anuesa, 1. Koues, 1. Kpacnanues, I1. Konosa. HexomkkruHoB
auM@oM Ha cTomMaxa ¥ THHKOTO YepBO — JiBa KMUHUYHU ciydas. IX Hammonanen Konrpec no
ractpoenteposiorusi, Codusi, 24-25 HoemBpu 2006, bbarapcka xemaToracTpoeHTEPOJIOTHS,
2006 Ilocrep., c. 100

HexomxkunoBuar numdom (HXJI) ce mpenacraBs ¢ mbpBHYHA EKCTPAHONATHA H3sIBA



npubau3utentHo B 20-40% ot cinydaute. [loBedyeTro OT TAX aHrakupar racTPOUHTECTHHATHUS
tpakT (I'UT).

JIBama marmenTty (64 TomMIIEH MBX M 72 TOOUIIHA JKE€HA) CE€ MPEACTaBIT ChC CIECIHUTE
CUMITOMHU: emnuracTpaiHa Ooika, HempeMuHaBama oT H2 - penenTopHH aHTarOHHCTH,
rajieHe, NMoBpbllaHe, 3ary0a Ha ameTUT M Ha Terio. [lanueHThT € ¢ enu30au Ha MelieHa, ¢
rocJeBalla CleIKpbBOU3NIMBHA aHeMmus. [lpu manueHTkata ce mannupa TyMOpHa Maca B
enuracTpuyMa u e Hanuie nepudepra mumdaneHomeranus. [10-KbCHO MpH Hesl ce TOSBSBA
aCUUT U IUIEBPAJIHU M3JIMBU. PEHTr€HOBOTO M3Cie/IBaHE NOKA3Ba TyMOPEH MPOLEC B CTOMAXaA.
AbGnomuHanHaTa exorpadus ycTaHOBSBAa 3ajeOelieHa CTOMAIlHA CTEHAa U YBEIHUYCHH
pEeruoHaNHU TUMQPHU BH3JIU U aCIIHT.

B kopmyca u aHTpymMa Ha cromMaxa IpHU MBXa C€ BIXKJIAT MHOXECTBEHM IOJIUIIOUIHU
(hopManiuu ¢ TOBbPXHOCTHH Pa3si3BSIBaHMsI, Ch3/1aBaly o0pa3 moao0eH Ha po3eTku. [logo0Hu
IIPOMEHU C€ BUASIXA U B JyOJE€HyMa U ThbHKOTO uepBo. [Ipu manuenTkara ce BUXAAT MPOMEHU
oT nudy3HO-MHPUITPATUBEH THUIl C pa3s3BsBaHe. [Ipu nBamara manueHTH €HAOCKOIICKAaTa
nuar”osa: cycnekuus 3a HXJI ¢ aHraxupane Ha TacTpOMHTECTHHAIHUS TpPakT. B
mudepennuannara quarnosa: MAJIT- numdom. bbp3ust ypeasen tect Oelie HeraTUBEH.
XuctomMopdoaornuHa HaxoAKa: HHQUITPATH OT TOJIEMH aTUITUNYHU TOTUMOP(HHU JTUMEPOUTHH
KJIETKH U IJIa3MaTUYHU KJIETKU B JTUTABUIATa HA CTOMaxa U ThbHKOTO YEPBO.

[TanmenTuTe 3aBBpIINXA C JIETAIEH M3XOJ 3a KpaTKO BpeMe, C IPOsSBM Ha CbpAECYHA U
JUXaTeJIHA HEJOCTAaThYHOCT.

Huarno3ata HXJI ma TUT e tpyana. M3uckBa BucOka KBaTU(pUKAIMs HA €KHUITA €HIOCKOMHCT
u naromopdonor. Heobxonumo e ma ce ompenenu CTeNeHTa Ha MaJIMTHEHOCT, OT KOETO
3aBUCH PA3JINYHUS KIMHUYEH XOJ U TEPaleBTUUEH MOAXO0J: XUMUOTEpanus, paiuoTepanus u
ONEPATUBHO JICYECHUE.

129. Teopruesa-lllakosma, M., B. IlaneBa, M. Cramboauiicka, M. ArtanacoBa, .
Kpacnamues, M. Komes. Pomsta Ha mnpoGuotmmure B jedennero Ha Helicobacterpylori
nHpexnus y aemna.- B: VII. Hammonanen koHrpec mo xpaHeHe C MEXIYHApOIHO ydacTue.
Bapna, 15-17.05.2003 r. IIporpama u IToctep. C6. pesromera, 188-189.

Helicobacter pylori (H.p.) uadekmus e enuH oT MHOTOTO (paKTOPH OTTOBOPHH 3a TOPHO
JUCTIENTUYHUS CUHAPOM B JE€TCKa Bb3pacT. TS € CpaBHUTEIHO YecTa MpH Jella U IOHOLIN B
bobarapust - oxono 45% u JieueHUETO W TPEACTaBisABa MPOOJIEM 3a ChbBpEMEHHaTa JCTCKa
racrpoenteposorusi. IIpoouorunure (I1b) ca XMBM MHUKPOOpPraHU3MH, KOUTO HMAT
MOJIOKUTETTHO BB3/ICHCTBHE BBHPXY YOBEIIKOTO 31paBe. llenTa Ha TOBa MPOCIEKTUBHO
usciensane e jaa npoyun edexra Ha IIb moGaBeHM KbM KOHBEHIMOHAIHATA TEpaneBTHYHA
cxema 3a H.p. undexknus y nena Bppxy 1/ crpaHndHnTE €PEKTH Ha paUKHPAIIOTO JICUCHHE
& 2/ nuBoto Ha epaaukanus Ha H.p. nadeknus. 3a mepuona 1998-2002 67 6omaum (5- 18 rox.)
C XHCTOJIOTHYHO & /WM IUTOJNOTUYHO Joka3zaHa H.p. mHdeknus npu nentuyHa si3Ba &/wmiu
aKTHBEH TacTpuT ca JekyBaHu c: rpyna l: famotidin (Img/kg/24h. 1 mecerr) + amoxycillin
(5mg/kg/24h 14 nuum) + metronidazole (10mg/kg/24h 14 nuum)-35 nammenrta &rpymna 2:
famotidin (Img/kd/24h. 1 mecen) + amoxycillin (5mg/kg/24h 14 nuu) + metronidazole
(10mg/kg/24h 14 num) + IIb (lactobacillus bulgaricus - 0,8 mMuinona >xuBu KieTkun & 16
MUJIHap/a JaTeHTHU KIeTKu 14 qau) - 32 GonHu.

TunmbT u TexecTra Ha cTpaHHYHUTE edekTh ca mnpoydyeHd. EdekTpT oT nedyeHuero e
KOHTPOJIMPAH CEPOJIOrMYHO ciie 6 Mecena. Peructpupanure cTpaHuyHE €(DEeKTH ca: AUAPHS
(rpyma 1 8/35 22,86%, rpyma 2 3/32 9,38% p < 0,05), ranene (rpyma 1 9/35 25,71%, rpyna 2
4/32 12,5% p < 0,05), napymenus Ha Bkyca (rpymna 1 13/35 37,14%, rpyna 2 3/32 9,38% p <
O, 05). HuBoro Ha epagumanus B rpyma 1 e - 27/35 77,14%, B rpyna 2 - 29/ 32 90,63% p <
0,05). Lactobacillus bulgaricus mogo0psiBa pe3yaraTute oT KOHBEeHIIMOHanHaTa H.p. Tepanus
- HaMaJIsiBa CTapHUYHUTE €(DEeKTH M TMOBHUIIIABa HUBOTO HA €paguKals Ha OakTepus, 6e3 aa
MpPEeIU3BUKBA JOMBIHUTENHU CTpaHu4dHU edektu. [Ib Morar ga ObIaT W3MON3BaHM KaTo
TMOJIC3CH aJIIOBAHT KbM CTaHJapTHaTa aHTH H.p. Tepamnus rpu nena.



130. Iame, U., . KomeB, M. Cramboauiicka, M. ArtanacoBa, B. I'muakoBa, /I.
ATtanacoBa. OLeHKa Ha MMOPTAIHOTO KPbBOOOPBILEHUE NPHU MALUEHTH ¢ YepHOAPOOHA IIMpO3a
Y BHCOKOCTETICHHH XPaHOIMPOBOIHHU BaphIM 4Ype3 yIuieKc-poruiepoBac exorpadus. VIII
Hanuonanen konrpec mno ractpoenteposiorusi, Codust 22-23 wnoemBpu, 2002, Iloctep.
Pestome, brirapcka xenatoractpoenteposorus, 2002, c. 105-106.

Hanuunero u cremeHTa Ha XpaHonmpoBoaHuTe Bapui (XB) ompenenst mporHosata mnpu
MAIUEHTH C LUPO3a.

Hen: OnensiBane Ha MPOMEHNUTE HA KPHBOTOKA B OCHOBHUTE IIpEeXeNaTalHU NOPTAJIHU ChI0BE
CIPSIMO TO3H B MOpPTaHATa BEHA MPH MallMEHTH C IUPO3a U BUCOKOCTEeNpeHHN XB.

Mertoau: M3scnenanu ca 21 manueHTa ¢ ankoxoiHa wid BupycHa uuposa u Il wmm IV
crerneH Ha XB.

Wznom3Bann ca cinegHuTe OOpa3HM METOIM 3a OTKPHUBaHE Ha OeJe3n Ha MopTaiHa
xunepronus (I1X):

Kopewmna exorpacgusi, nymiekc-/lornepoa exorpadus (/1E) Ha KpbBOTOKA Mpe3 MOpTaIHATA
BEHAa, TOpHAaTa MeE3eHTepHalHa BEHa M JajayHaTa BeHa, LBeTeH Jlomep 3a aOHOPMHU
KopeMHH Kosatepanu (1,2), ropHa eHnockonus 3a rpagupane Ha XB mo yetnpucreneHHara
ckana.Kontponnara rpymna ce crcroeme oT 10 mamueHTta ¢ mupo3a, 10Ka3aHa ¢ XUCTOJIOTHUS,
HO 0e3 cumntomu Ha [1X

Pesyaratu: COOpbT OT ME3E€HTEpHUATHUS M JalayHUs BEHO3€H KPBBOTOK O€ MO-TOJsIM
OTKOJIKOTO KpPBBOTOKa IIpe3 mopranHarta BeHa npu nauueHtd ¢ III m IV cremen na XB
(Fmes+Fspl >Fport) ¢ 0.24 n/mun (SD 0.11), (3). Ilpu koHTposIHaTa Tpyna cOOphT O¢ paBeH
Ha KPbBOTOKA IPE3 NOpTaJHATa BEHA

(Fmes + Fspl = Fport). Ilartuentute ¢ Il u IV crenen XB mmaxa wim MUHUMAJEH WU
YMEPEH MPEXOAEH ACLUT, NOJATJIUB Ha IUYPETULIU U IIJIa3MOINPEINBAaHE, UM HUKAKbB aclIUT.
12 ot Te3u manumeHTH uMaxa KpbBom3iauB oT XB. IIpu 7 ot Tax XB 0sxa epagukupanu che
CKJIEpOTEpaIus 1 Npy 2 NalUeHTa - C IUTHpaHeE.

3akiouenne: [larmenTture ¢ mMpo3a W BUCOKOCTeNEHHHW XB HsAMar muckomdopra Ha
MOCTOSIHEH MAaCUBEH acCIUT, HO ca 3acTpallleHH OT TEeXbK KpbBOoM3IuB. [Ipu Te3u GomaHH
COOpPBT OT ME3CHTEpUATHUS U JajladyHusl BEHO3eH KPBBOTOK, M3MepeH upe3 [IJIE e mo-romsim
OTKOJIKOTO OPTAJIHUS BEHO3€H KPBbBOTOK. TOBa ypaBHEHHUE € MPUIIOKUMO 32 IPOTHO3UPAHE U
JI0Ka3BaHE Ha NIBHTHUPAHE HA KPBBTA Mpe3 rojieMu XB.

131. Kones, U., U. Illanes, M. Ctamo6oauiicka, M. AtanacoBa, A. Anurenos u b. Manescka.
Crnyvaii Ha MaJIMTHU3WpaHa CTOMAIIHA ToJinmo3a Ha ¢oHa Ha HP-orpunarenen arpodudeH
ractput. ['actpoenreponornynu auu 2001, 19-20 oxromspu, 2001 r., Crapa 3aropa, c0.
pe3romMera.

XPOHUUYHUAT aTpOPUUEH raCTPUT U CTOMAILIHATA MOJIUI03a ca MPEKOHIEPO3HHU CaCTOSHUS.
[IpencraBsiMe mamuMeHTKa ¢ TeXBK arpoduyen ractput, HP-orpuuarenen, ¢ xunepruiactHa
MOJIUIO03a Ha CTOMAaxa M JBa TOJIEMH aJICHOMAaTO3HU CTOMAIIHU MOJMIA - €IUH OCHUTHEH
TyOyJapeH aJeHOM W eIWH TyOYJIOBWIJIO3€H aJIeHOM, MaJUTHU3Hpall B aJeHOKApIITHOM
[IBIHOTO XMCTOJOTMYHO H3CIEBaHE Ha IOJIMIUTE O€ OCBIIECTBEHO OJjarojapeHue Ha
€HJJOCKOIICKATa ITOJIMIIEKTOMUS U U3BAXKIAHETO UM.

[lanuenTkata Oe JeKyBaHa C E€HAOCKOINCKA IOJMIEKTOMHUS, MHXUOUTOPH Ha NPOTOHHATA
MOMITa ¥ €THOKPATHO C aHTUOMOTHYHA KoMOuHanus cpeuty HP. B ciyuas npuemame HP kato
Hall-BepOATHUAT areHT, JOBEJ 10 CTOMAIIHA aTpo(Us U MOIKII03a ¢ MAIIUTHU3ALUS.

132. M. AranacoBa, 1. Koues, M. Ctambomiicka, U. Illanes, b. Manescka. 1. Kpacnanues
KapumroMHa XpaHoOmpoBo/ia ¥ Bph3kaTa My ¢ bapeToBust XpaHOTIPOBOJ - MUT WJIM PEATTHOCT.
I'actpoenreponoruunu aau 2001, 19-20 oxkromBpwu, 2001 r., Ctapa 3aropa, c6. pe3tomeTa, 3



UYectoTaTa Ha aJleHOKapLIMHOMA Ha XpaHoINpoBoja HapacTBa 3HauuTenHo B CAILl u 3anaana
EBpomna npe3 nocneanute 20 ronunu. [{unuaapokneTbuHaTa MeTamIa3us Ha MIOCKUS €IUTeN
B JUCTAJHUA e30(ar B pe3yiTaT Ha XPOHUYEH ractpoe3odareancH pedurykc, H3BECTHA KaToO
Bapetos xpanonpnBoj (bX), ce cunta 3a Hail-BakHUS PUCKOB (PAKTOP B TO3H IMPOLIEC.

Hen: Jla mpoy4yrM BBpPXY €HIOCKOICKHM OMOIICHYEH MaTepual OT MmocieaHuTe 12 roauHu
(1988-2000 r.) yecTorata, 0COOGHOCTUTE Ha pacTexa, MOp(HOIOrMyHaTa XapaKTepUCTUKA Ha
KapIIMHOMa Ha XPaHOIPOBOJAA U B YACTHOCT Ha aJICHOKAPIIMHOMA, KaKTO U Bpb3kaTa My ¢ bX.
Martepuan u Metonu: 3a mepuoAa B KIMHUKATa ca U3BbpIIEHH 15537 ropHU €HIOCKOMHH.
E3odareanna matonorus e ycranoseHa B 980 ciyuasi, o kouto 49 ca Ouiu ¢ KapuUHOM Ha
XpaHOMpPOBOIa. AHAIM3UPAHU Ca €HJOCKOIICKUTE U MOP(HOIIOTUYHU TaHHHU.

Pesynratu: Yectorara Ha KapuMHOMa Ha XpaHOIPOBOJA B Hamusg marepuan € 5% or
cinydaute ¢ ezodareanna naronorus. 37 (75.5%) oT manmeHTUTE ca MBXKE HA CpPeIHA Bb3PacT
58.4 1. 12 (24.5%) ca »enu Ha cpenHa Bb3pacT Ha 69.4 . [IMOCKOKIETHYEH KapIIMHOM €
ycraHoBaeH B 19 (38.8%) cmyuwast, ageHokpauuHoM - B 22 (44.9%), HemudepeHIMpaH
kapurHoM - B 7 (14.3%) u aneHockBamo3eH KapuuHoM - B 1 (2%) cayuyaii. B 11 (50%) ciyuas
C aJeHOKAapLMHOM B ChCEICTBO ce ycTaHoBsiBa Mopdoioruuno bX, a B 5 (22.7%) mpyru -
a/ICHOKApIIMHOMBT MOKa3Ba OCOOCHOCTH Ha pacTeka CH, XapakTepHH 3a bapeToBus kapunHOM
— TManujapeH pacTeX, HHUCKOKYOMYEeH eIMuTeN, JHICca Ha CiIy3000pa3yBaHe, KOETO €
OCHOBAHME J1a TH MPUYUCIIUM YCIOBHO KbM CllydyauTe Ha bapeToB kpanuHoM. EHI0CKOICKHST
obpa3 mpu 9 (56%) ot onucanure 16 ciydas Ha aJACHOKAPIIMHOM € Ha TYMOp pacTsll B
JMCTAHUSL XPAHOIPOBO/] BbPXY MOJIMIIONUIHO HAJUTHATA YepBEHA MyKO3a.

W3Boau: - YcraHoBeHaTa OT HAac BbPXY €HAOCKOICKM OHOINCHMYEH MaTepHuall 4ecToTa Ha
e3odareaqHusl KapLUUHOM € CPaBHUEIHO HUCKa — 5%. 3acerHaT e mpeAuMHO MBXKHST 10JI U
Bb3pacTTa Haj S55 1. JloMuHHpall XHUCTOJOTMYEH THWII, MakKap W C HEroJisiM MpEBEC €
aJICHOKapIIMHOMBT Ha xpaHomnpoBoga — 44.9% cpemy 38.8% 3a MIOCKOKIETHUYHUS
kapuuHOM. B 72.7% oT ciaydaute € aJ€HOKApPUMHOM Ha XpAaHOIPOBOJA CE€ HAMHPAT
MOpGONOTHYHN  KpuTepuu 3a ManurHmsupan bX.-Mopdonoruunute OGene3n, KOUTO
OTJIMYABaT aJieHoKapiuuHoMma rpu bX oT apyrure >kie3ucTd KallMHOMHU B XpaHOIPOBOJA ca
HalM4Yhe Ha OCTaThbuHHU eleMeHTH oT bX; mammmapeH pacTex, HUCKOKYyOydeH enuTed,
TamUIUpal] TYMOPHUTE CTPYKTYPH; JIUTICBALIO CIy3000pa3yBaHe.

133. Cramboamiicka, M., B. ['nunkoBa, W. Koues, /. 'anueBa, N. Kpacnanues. [lapuern
KoMOMHanmsi C JBa aHTHOMOTMKA 3a JedyeHue Ha Helicobacterpylori wuHbekus
I'actpoenreponornynu auu, 19-20 okromspu, 2001 r., Crapa 3aropa, c6. Pestomera, 9

HEJI: Hda ce mpoyun mnedeOHMAT e(pEeKT Ha TNPOTOHHUS HHXUOUTOp Pariet, kakro u
epauKupamusIT My eQeKT B KOMOMHAIMS ¢ J1Ba aHTHOMOTMKA mpu manueHTH ¢ H. pylori
nH(DEKIHsI, aCOIMUPAHA C PA3IMYHU TaCTPOyOACHAHYU 3a00IsIBAaHUSI.

IMAHMEHTHU U METOJU: IlpoyuBaHeTo BKJOYBa 23 MalMEHTH Ha CpeaHa Bb3pacT 42.5
rof., BCUYKH ¢ gokazaHa H. pylori undexmus /upe3 6bp3 ypeaszen tect/ u H. pylori antpanen
racTput /upe3 xucroMmopdonoruuno uzcneasane u 2% p-p Ha ['mm3za 3a H. pylori 6akrepun/.
PasnpenenenueTo Ha manueHTUTe O0€ KakTo ciefsa: 12 - ¢ qyoieHanHa s3Ba; 8 - ¢ SA3BEHO-
nmofgoOHa Jucriericus /4 OT TAX C €po3uu B aHTpyma/, 2 - ¢ MHOXECTBEHA TIOJHUI03a
/XMIepIIacTUYHa U XuIepriasuorenna gurasunal/; 1 - ¢ MAJIT aumdom /13BeHa ne3us Ha
cromaxa/. [IpoBexnan e usxoaeH enmockorcku u H. pylori cratyc, kakto u kKoHTpoJsieH - 30
JHU cJe]l Kpast Ha epafukanuara. OceMHaieceT MalueHTa ca MpoBeJH JIByCEIMUYHO JICUCHUE
¢ Pariet 20 Mr eHOKpaTeH MTHEBEH MPUEM, BTOpATa CEAMHUIIA B KOMOWHAIUS C a3UTPOMHMITMH
500 Mr 1HEBHO M aMOKCHULIMJIMH 2 T JHEBHO B ABYKpareH npueMm. OcTaHanuTe 5 nanueHTa ca
JIeKyBaHU B

CBILUS PEKUM, HO B KOMOMHAIHS C KIIAPUTPOMHUIIMH | T' THEBHO ¥ aMOKCULIMJIMH 2 T JTHEBHO.



PE3VJITATU. 'opHOaUCHIENTUYHUAT CUHIPOM OBP30 CE MOBJIHSA U Ha BTOPHSI JIEH HAITBIHO
nunca nipu 21/23 mamumenta /91.3%/ u Ha metus nen - B 100%. Epaaguxupain edext e
oryereH npu 21/23 /91.3%/ ot mamumentute. Epagmkammsara e 100% mnpu manueHTHTE C
KOMOMHAIMATa C KJIAPUTPOMHUIMH U aMokcuiuiauH u 88.8% mnpu koMmOuHauusTa c
A3UTPOMHIIMH W aMOKCHIWINH. Enurenuszanus Ha ayoJeHanHara s3Ba € Hamune npu 10/12
nanueHTa /83.3%/. Enurenuzanusta Ha anTpanHute eposun e 100%. Ilontuckane Ha
BB3MAINATEIHUTE TPOMEHH /OTpaHNYaBaHE Ha BB3MAINUTEIHATA WHOWITPAUs/ TPU CITydauTe
¢ H. pylori unayuupan anrpanen ractpur 6e B 86.9%.

MN3BOJU. JIBycemmMuuHaTa KucelWHHa cyrnpecusi ¢ Pariet Bogu 1m0 OBp30 M YCHEIIHO
MOBJIMSIBAaHE Ha KJIMHUYHATA CUMOTOMAaTHKa, EMUTEIN3UpPaHEe HAa €pO3UBHO-S3BEHUTE JIC3UU.
Pariet B koMOMHaIMs C IBa aHTUOMOTHKA 32 7 JIHU C€ SIBSBAa ONTHMAJIHA epaJuKupaIia cxema
3a neuenue Ha H.pylori uadexnusta u H. pylori unayuupanus ractpur.

136. M. AranacoBa, 1. Koues, A. Kinucaposa, M. I'eopruesa-Illakona, M. CrtamboJmiicka,
ManeBcka b. BapeToB e3odar — peHTreHOJOTHYHO W CHUHTUTPAdCKO mpoydBaHe. JleBeTH
KoHrpec Ha bbarapckara acommauus no paguonorus, Cocus, 25-27 cenremBpu 1998r.
Roentgenologia, Radiologia, Suppl.98, 45.

Baperopusit xpanonpoBox (bX) ¢ IMIMHAPUYHO-KIETHYHA METAIUTa3us Ha e30(arcayHus
enuTeNl B pe3yiTaT Ha XpOHWYeH ractpoe3odareaneH pedriaykc. Llen Ha mpoyuBaHeTo € na
MOTHPCAT PEHTTEHOBU KpUTEepUU 3a auarHoctuka Ha bX u jga ce Bu3yanu3upa Iuiola Ha
nesusta. M3cnenBanu ca 18 manwmenrta, 12 ¢ mopdonornuno nmokazan bXu 6 ¢ pedaykcen
e3odarur. [Ipu BcHUKHM € U3BBPIICHA PEHTIeHOBA €30()arocKomus C JABOCH KOHTPACT U
nuHaMuyHa crgHTUrpadus ¢ texHenuid 99. Ilpu Bcmukm mamuwentd ¢ bX ce nHaOmomaBa
HaTpymnBaHE HA U3TOIOI, B yyacTaka Ha MeTalia3usTa, C OUepTaBaHe Ha pa3Mepa Ha JIe3UsTa,
3a pa3iMKa OT KOHTPOJIHATa rpyrna MarueHTH ¢ e30(aruT, KbIAETO He ce HaloaaBa oq00Ha
Haxo/ka. PEeHTreHOBOTO M3cie[BaHe C JABOEH KOHTPACT B YCIIOBUSATA HAa MEIUKaMEHTO3HA
XUIMOTOHMSI MO3KaBa JAMCKPETHO MpEyCcTpoiBaHe HA JUTaBUUYHUS penied, KaKTO U U3BECTHA
peruaHoCT Ha e30(aruaigHara creHa B 30HaTa Ha bX.

137. AranmacoBa, M., 1. KomeB, b. Manecka, M. Cramboimiicka, E. KnHucs, A.
Kmucaposa, K. IloneB. bapeTtoB xpaHompoBom — mpoOJeMH Ha IUAarHOCTHKaTa |
HabmoeHneTo Ha OonmHUTE (MpocreKkTuBHO mpoyuBaHe). Ceamu HarmonaneH KoHrpec mo
ractpoenteposiorus. 25-28 HoemBpu 1998 1., Codus. [Tocrep. COopHUK pe3tomeTa, ¢. 67.
ILlen Ha mpoyuBaHeto e: 1. /la u3Benem Bojeml KIMHUYEH NPOQHI M HANpPaBUM OIUT 3a
Kmcuuim- pane Ha Hes3BeHara nucrencus (HA) B moarpymu cboOpa3HO Bojenius
natopusuonorudueH (Qakrop; 2. Jla ompenenuM IUArHOCTHYHUTE BB3MOXKHOCTH Ha
MPUIIOKEHUTE METOIM MPH paznuyHuTe Buaose HAJL.

Matepuan u Meroau: IIpoyuBanero BkitouBa 25 GoiHM (6-66 TOIMHM) C AMCIENTHYCH
CUHAPOM WJIM KOpPEMEH JAUCKOM(OpT, Ha KOUTO € HalpaBeHa TOpHAa EHJIOCKOMHS C
MOp(OJIOTUYHO H3CIIE[BAaHE; METOAM 3a JoKa3BaHe Ha Hp wmHOexnus (XUCTONIOrH4YHO +
IIUTOJIOTUYHO H3CJIEJIBAHE + ypea3eH TecCT); peHTreHoBo wm3cieaBane Ha I[UT ¢
BopHOcu(oHEeH TecT; exorpadcko wusciensaHe Ha I['UT; nuHamMuyHO CHUHTUTPACKO
n3cnensade Ha ' UT ¢ Texuemuu 99.

Pesyaratu: Ilpu 14/25 cnyuas (56%), kaTo BoJelNl KIWHUYEH NPOPWI CE€ YCTaHOBU
MOCTIPAaHAMATTHO pa3AyBaHe Ha KOpeMa U OpUTBaHE U TE3M CiIydau ca KilacuuIupaHU KaTo
mucmotunurer = gucnencust (). [pu 14/14 cnygas (85,7%) ce u3obpasu 3ab0aBeHO
cromamrHo u3npasBane (CH), xato B 1/3 oT ciydyauTe ce J0Kaza TEXKO MOTHIUTETHO



pascrpoticTBo - yabmkeno CU B 30% Ha 60-ta min Hp undeknus ce nokaszsa npu 7/14 (50%)
OT CIy4yauTe ca ¢ JUCMOTUIHUTET = JI ¥ pu BCUYKH ciiydau si3BeHo = [] B acouumanus ¢ Hp (+)
antpanu ractputu. [pu 5/14 (35,7%) ot ciayvaute ¢ qucMOTHIUTET = /| ce ToKa3Ba U3pa3eH
aTpoduYeH TacCTPUT C MHTECTHHamHa MeTaruiasus. Pedmaykco = JI ce ycraHoBu mpu 6/25
(24%) or ciydamte C BoJeN] KIMHWYEH NpoQWiI, Mapema peTpocTepHaHa OoiKa |
peryprutauu. [Ipu ocrananute 5 ciayyas (20%) e Hanuie s3BeHO = J| ¢ BoAeNl KIMHUYEH
npodw enuractpaiHa 00JIKa U KUCEIIHHH.

W3Bogu: 1. Bogemuar knuHudyeH npoduin € oT 3HaueHue 3a Tunusupane Ha HAJ| u
CBBbp3aHUTE C Hes MoTwiuTeTHH HapymeHus Ha [UT; 2. 3a6asenoro CU, pedaykca u Hp
uH(peKIHusITa ca OCHOBHM maToreHeTMuyHu MexanmsmMu Ha HIAJ; 3. Hp wundexuus u
aTpouuHHs TacTpUT ca (HaKTOpu ¢ 0COOEHO MATOTCHETHYHO 3HAYCHHE TP TUCMOIHTET = JI;
4. JIluHAMUYHOTO CHUHTHUTpadCKO H3CIEIBaHE Ha CTOMaxa € METOJ C pellaBalia
JUArHOCTHYHA CTOMHOCT 3a TI0Ka3BaHE I1a MOTWIMTETHU HapymeHus Ha I UT.

140. I'pynmesa, JI., M. Cram0omamiicka, J[. I'andeBa. Omnur 3a palMOHaIM3UpaHE Ha
JICYCHUETO TIPU OOJIHU ChC 3aTIIBCTSIBAHE, XUIIEPIUNMHUICMIH U 3aXapeH auadeT ¢ MpoIyKTa
Cnabun B: VIII. HantmonaneH KoHrpec Ha ObIrapckute meuaTpu ¢ MEXAyHApOIHO ydacTHe.
Codus, 2-4.10.1997 r. [Toctep. pesromera, c. 122.

Jleue6HuAT mpoaykT CiaaOuH, MPOU3BEAEH OT MIBJI-HO3bPHECTA MIICHUIIA U MIIEHUYHH TPULIU
6e mpuio- xeH B KiMHuKaTa Mo €HAOKPHHOJIOTUS U METaOOMUTHU 3a0omnsBaHus npu MV -
Bapna u Ha amOynaTOpHM ManWeHTH ToJ (opmaTa Ha WHCTAHTHO OpAIIHO M CyXapHHOBHU
wioud. OT HMHCTAaHTHOTO OpallHO ce MPUroTBAXa KPEMOBE B ChOTHOIIEHHE 1:8, cyxo
BEIIECTBO KbM DPa3TBOPUTEN, HaNUTKa, CbhOTHOIIeHWE 1:12, kpeM cymnu peBaHe, a
CYyXapuMHOBUTE IUIOYM C€ KOHCyMmMHpaxa moj (OopMHUTE Ha CaHIBUYHM WM B KOMOWHAIMS C
KHCEJIO WJIM TIPSICHO MJIsiko. M3cnenaBanu Osixa 12 am0. manueHTH, MpU KOUTO C€ MOCTHTHA
peAyKLMs Ha TEIJIO CPEHO ¢ 3,5 KI. MECEUHO MPOCIIEEHH B IpoAbKeHNE Ha 3 Mecena. [Ipu
cTanroHapHu nanueHTu CrnaOuH ce mpuiiaraiie U3KIIYUTETHO 332 MEXAUHHU 3aKyCKU MPHU
OOJHM CbC 3axapeH aAuabder ¥ MeTaboJMTHH 3a00JsiBaHMSA, ChOOpa3eHH C MPecToil B
KJIMHUKaTa B mopsiabka Ha 14-20 muu. [lpu wm3cneasanute o6mio 30 GosHM ce mpocienu
MMOHOCHMOCT Ha MPOJYKTa, HUBOTO Ha KpbBHATA 3axap, peKUM Ha nedeKarus, peayKius Ha
terno. Ilpu HUTO enuH OT mauuMeHTUTe He ce HalmofaBaxa cTpaHu4HH edektu. Ot
IIOCOYEHUTE PE3YJNTAaTH MOXKE [ CE HalpaBsAT CICOHUTE W3BOJAU: NPU BCUYKM MALMEHTU
Cnabun ce moHece no0pe 0e3 HAIMYME HA CTPAHWYHH, AJCPTUYHU U JPYTH YCIONKHEHUS OT
QIMMEHTapeH XapakTep; JUIICBA HECHBMECTUMOCT C OCTAHAJIMUTE JIEKAPCTBEHU CPEJCTBA:
II'BJIHO  33/I0BOJIIBAHE HA JHEBHUTE HVXKIM OT BUTAMHHHM, MakpO M MHUKPOHYTPHEHTH;
perynupane aedexanusTa Ha HW3CJICIBAHUTE MALMEHTH; JICCHO W OBpP30 MPUTOTBSHE C
BB3MOXHOCT 32 TOYHO JO3MpaHE Ha HEOOXOJWMHUS IUIACTHYEH M EHEprueH HU3TOYHHK.
JIMeTHYHUAT MPOAYKT Ha OCHOBaTa Ha MBbJIHO3bpHECTTA MineHuna CrabuH e MoJepHa XpaHa,
MOAXOJAIa HE CaMO 3a OpajHO, HO U 3a €HTEpalHO XpaHEHE W MOXKE J]a HaMepu CBOETO
MSICTO B KOMIJIEKCHOTO 3PAaBOCIOBHO M TUETUYHO XPAaHEHE U JICUEHUE HA YOBEKA.

141. PyceBa, U., M. TI'eopruena-lllakona, M. Cramboauiicka, M. IlonoBa. Kucenunno-
cBbp3aHaTa Ooject mpu aena u ronomu.- B: VIII. Hanmonanen koHrpec Ha Obiarapckure
neauaTpy ¢ MexxayHapoHo yuactue. Codus, 2-4.10.1997 r. Tloctep. Pestomera, c. 107.

Kucennano-cepp3zanara Oonect (KCB) BrmrouBa mentuyHata sizBeHa Oonect (I1AB) u
racrpoe3oddaruannara peduaykcHa Oonect (I'EPB). 3a mepmoma 1993-1997 r. 3apanu
TOPHOAMCTIIENTHYCH CHUHAPOM W/WJIM MEJeHa ca eHjockomupanu 304 nema W IOHOIIM Ha



cpenna BB3pact 13,2 1. Ilpu 186 (61%) ce ycranossiBa KCBb. Knunuuno ce Hamupa
enuracTpajiHa KopeMHa 0o0JIKa, KMCEIM OPUIrBaHUs, JaBHOCT Ha 3a00JsiBaHETO — moBeye oT 1
roguHa. Exmockornicku npu 153 ce nokassa ['EP, a mpu 66 — I15b. Xwucro-mopdomoruano
xpoHnuyHHA e3oparut B 72% e pedaykcen. [Ipu Hanuuue Ha s3Ba ipu 100 % ce ycraHoBsiBa
nyoneHuT u ractput. HP undexuus e nuarnoctunmpana B 48,8%. [IpunoxkeHo e jeueHue ¢
npokuHeTHlu Ha H2 Giiokepu ¥ LUTONPOTEKTOPU U ONTHUMAJIEH XUTHEHO-TUETUYECH PEKUM.
[Ipn Hanuuue Ha uHQeKuus, jedyeHue € ¢ AMnuuWinH U Metponuzaason 3a 10 gHu.
Knunnuno-ennockoncku edekr otuutame B 79 %. KCb e uecto cpemana mpu geua u
IOHOIIM, WMa HecrenuduyHa KIMHUYHA KapTUHA M XapakTepHa EHIOCKOICKa HaxXoKa,
BUCOKa yectoTa Ha HP undexius n 106po nonusiBaHe OT €THONATOI€HETHYHO JICUCHHE.

142.Cramboamiicka, M., M. Artanacosa, M. JlaneB, B. I'munkoBa, M. I'eopruesa, b.
Manescka, 1. Kpacnammes, B. Kanymoa, B. Muxosa. Jleueane na Helicobacter pylori-
uH(peKus npu AyoAeHanHa sizBa.- B: Helicobacter pylori - 6Guonorudna pois ¥ KIUHUYHA
xapakrepuctuka. [V.Harmonanna koadepentus. Codus, 1996 r., [Toctep. CO. pesromera.
143. Crambosmiicka, M., M. ArtanacoBa, 1. /laneB, B. I'muukoBa, M. I'eopruesa, b.
Manescka, 1. Kpacunammes, B. Kanymoa, B. Muxosa. Jleueane na Helicobacter pylori-
uHpeknuss npu nentuyHa s3Ba.- B: Helicobacter pylori - 6uonorudHa pons ¥ KIUHUYHA
xapakrepuctuka. [V. Harmonanna kongepenus. Codus, 1996, Ilocrep. CO. pesromera

ABTOpHUTE TPEACTABAT CBOS OMUT B JICUCHHWETO Ha OONHU ¢ AayoxeHanHa s3Ba ([S) - HP -
MMO3UTHUBHA TIPE3 MOCIEAHUTE oceM roauHu. [IpoyuBanero ooxBamia 580 60JHM HA BB3PaCT OT
5 no 78 rogunu, BrarountenHo u 30 aeua. Ilpunoxenu ca 11 TepaneBTHYHU peKkrMa, KOUTO
BKJIFOYBAT KakTo JiedeHue ¢ H2 Omokepu, Taka u epagukupaniu antu - HP meueOHM cxemu
(MoHOTepamnus, 1BOiHa, TpoiiHa U KBajpuTepanus). OTUETeH € HUCHK epajuKupanl epexT -
oT 7.46% 1o 9.09% 3a paznuunute H2 Onokepu (CUMETUIUH, PAaHUTHIWH U (aMOTUAMH).
paBeH Ha Iyanebo M emUTeNu3aIys Ha s3BaTa ChbOTBETHO B 66%. 75% u 83%. IlpoBeneHo e
JedeHue W ¢ HoBUs koMmOuHmMpaH aHTH-HP mpemapar Helicocin, ¢ koiito € mocturhara
epanukanus (75%) 3a cpok ot 12 quu u enurenusanus (83%) B KOMOMHAIMS C pAHUTUAMH 32
4 cenmuin.  M3mon3BaH € CBhBpEMEHEH (QU3MKaieH MeToa 3a Jjedenne Ha S -
MUJIMMETPOBA MUKPOBBIHOBA TE€pAIusi, KAKTO MOHO, TaKa U ONTUMHU3HpaHa B KOMOUHAIIHS C
aHTHOAKTEePUATHU CPEJICTBA (AMOKCHIIMUIMH A METPOHHUA301), B pE3yJITaT Ha KOSATO € HAJIHIIC
YCKOPEHO 3aTBapsiHe Ha si3BaTa B 92% 3a cpok ot 3 ceqmuuu. Autiu HP tepanus na u3bop c
ONTHMAaJIHU BB3MOXKHOCTH C€ sBABa TpoiiHata (oMmempa3zon A  KJIapUTPOMUIUH
AMOKCHILIMIIMH), KOATO JIeKyBa MH(EKIMATa U o3/1passBa s38ata B 100 %, npoBeseHa 3a cpok
oT enHa cenmuua. OOemaBamy ca pe3yiTaTUTEe OT KBaJpuTepanusra (oMenpazos AIEHO
AMakpornieH AMOKCHULIUIIMH).

146. Cramboumiicka, M., I'. BepbanoB, . [laneB, M. ArtanacoBa, b. Manescka, /.
l'anuea, M. Illanme. JlucmancepHo HaOmoneHHe Ha OOJTHM OTCTOMAIHA s3Ba. S5-TH
Hanmonanen konrpec nmo BeTpemniau Oonectu ¢ MexayHapoaHO ydactue,l4-16 centemBpH,
1990, Tonbyxun

Ot 9 884 ¢ubporacTpockonuu HampapeHH 3a nepuoga 1974-1989 r., B kmunukara o I'E ca
muarnoctunmupanu 1251 (12,6%) s3Bu Ha ctomaxa. Ilpu 329 (26,2%) OGomHu OT s3Ba Ha
CTOMaxa B KIMHUYHM WIM aMOyJaTOPHU YCJIOBHUS TMPOBEIM JUETUYHO M aAKTUBHO
MEMKAaMEHTO3HO JIEUEHUE € OCBIIECTBEH IPOJOHIMPAaH €HAOCKOICKH KOHTpPOJ, ChYETaH C
XUCTOMOP()OIOTMYHO W/UIM LMUTOJIOTMYHO u3cienBaHe. ChOTHOUICHHETO MbXKekeHH € 2:1
Ha cpeaHa BB3par 45,5 r. CpoOLIeHn ca JaHHU 3a pa3MepH, JOKaIu3amus, Opoil Ha S3BUTE,
KakTo U MopdosiorhyHaTa HaxojAka B pbOa Ha si3BaTe W OKOJHAra juraBuma. B 26,4% e



BCTAHOBEHO, Y€ CE€ Kacae 3a peuuauB Ha cTomallHaTa si3Ba. OT HampaBeHUs aHaAJIU3 Ha
rpynaTa ¢ penuauBUpalia CTOMallHa s3Ba € BUIHO, Y€ Hal-TOoJIsIMa YeCTOTa Ha PEIHINBUTE €
no S5-tara roguHa. B 5,7% e muarHocTunMipaH KapIMHOM Ha CTOMaxa, KaTo C€ aHaM3Hpat
MOp(}OTOTHUHNTE TPOMEHH Ha eNmuTeNa B pb0a Ha s3BaTa U OKOJIHATA JIMTaBHIIA.

147. T'eopruesa-1llakona, I'. BepbanoB, M. Cramboauiicka, 7-mu Konrpec na boarapckure
neauatpu 30.10-02.10.1993. Enmocko u3cinenBaHe B JUAarHOCTUKaTa Ha 3a0ollaBaHUs Ha
TOpPHUS OTAEIN Ha XpPaHOCMUJIATETHUS TPAKT

EHIOCKOIICKOTO M3cieiBaHe HAa XPAaHOCMUJIATEIHUS TPAKT UMa IIbPBOCTENIEHHO 3HAUEHHE Ha
eK3aKTHaTa JMarHOCTUKa M CE MIIO0JI3Ba LIMPOKO B €KEAHEBHATA MPAKTUKA. 3a Mepuoi oT 5
roguau (1987-1991 r.) B Tpera gercka KIMHMYKA C KOHTPACHO PEHTICHOBO H3CIIEBaHE €
JoKaszaHa si3BeHa Oosiect y 5 gena (1,62%.) Ipe3 nocnenuure 12 mecena ¢ BbBEXIAHETO Ha
¢udporacrpockonuara (PI'C) npu nena ot 8-15 roauHu ce HaMmepH sA3BeH AedekT y 8 nena
(6,96%) ot npemuHanINUTE OOJIHU C MATOJIOTHUS Ha TOPHUS OTJEN Ha XPaHOCMUJIATEIHUS TPAKT.
VYBennyaBaHe OpOB Ha OTKPUTUTE SI3BU CE€ 0OSICHSABA C BUCOKUTE TUArHOCTUYHU Bb3MOXKHOCTH
Ha OI'C uzcnenaneTo. OT HAOIIOIEHUETO CE€ YCTAHOBAB, Y€ MPU JeIaTa, I3BUTE ca MJIOCKH,
MOBBPXHOCTHH U Ca TPYJHO YJIOBUMHM NP peHTreHoBo u3ciensane. Upez OI'C ce yBenuyasa
Opos Ha nokazanute e3odarure (20,9%), BepudpuIMpaT ce racTpoayOJEeHUTUTE, KOUTO CE
yTOUHsABaT MOp(oJOorudHoO. M3mons3BaHWTE YEeTKOBa M IIUIKOBA OWOINCUS cIoMarar 3a
orkpuBanero Ha HP wundexknus (62%), xoero maBca BB3MOXHOCT Ha CBOCBPEMEHHO
€THOJIOTUYHO JICUEHUE.

148. Tpaes, T., B. I'nunkoBa, A. ArtanacoBa, I'. Haymes, C. KoBaueB, M. AtanacoBa, b.
MamneBcka, n. Jlanes, M. Cramboamniicka. CpaBHUTEIIHU KJITMHHUKO-
71a00paTOPHU,EHIOCKOTICKH U O0pa3HU M3CIEABAaHUS MPHU 3a00JIsIBAHUS B TOpHAaTa KOpEMHa
MoJIOBMHA, 5-Ti Harmonanen koHrpec no Berpemnu 6osect ¢ MexIyHapoJHO ydacTue, 14-
16 cenrremBpu, 1990, TonOyxun

3a nepuoga ot aAse roaunu (1988-1990 r.) B Knunukara no racrpoenteponorus Ha BMU —
Bapna ca nexyBanm 3206 OomHHM, OT kKouTo 2790 — wuWMar TacTpOEHTEPOJOTHYHA
CHUMIITOMATHKA. JIMarHOCTHYHU NpoOJIeMH B rOpHAaTa KOpeMHa 1oyioBuHa uMar 2 060 GomHw,
KaTo MpH TSIX OCBEH KOHBEHIIMOHAJTHUTE METOJM Ha W3CIIE[BaHE € MpUJIoKeHa exorpadus, a
IIPY HEU3SICHEHM CBCTOSHUSA U IPU HAKOU OT MOMJIEKAIIUTE HA XUPYPrUYHO JIEUEHHE —
KOMIMIOThpHA ToMorpadwms. JluarHozata mnpu OOMHM C TYMOpPHH OOpa3yBaHUs €
Bepu(UIIMpPaHAa XUCTOJIOIMYHO M LUTOJOTMYHO Ha OMNEPAaTHMBHO MM OOJYKIIMOHHO B3ET
Matepuai. ToBa MOTBbpKJaBa BUCOKaTa MH(GOPMaTHBHA CTOMHOCT Ha BUOPOCKOICKUTE U
00pa3HMU METOJM Ha U3CJIEBAaHE U 3HAYCHUETO UM 3a YCKOPSIBAaHE HA JUArHOCTUYHHS MPOLIEC,
HaMaJsIBAHETO HA WHIMKAIMUTE 32 MPHJIOKEHNUE Ha IPYT'H MHBAa3WBHU JUATHOCTHYHU METOJIU
1 HEOOOCHOBAHM ONEpaTHUBHU MHTEPBEHIINU.

149. Bwppbanos, I'., W. JlameB, M. AranacoBa, M. Crambosmiicka, I'. Yaymes, M.
bormanosa. /luarnosa u nedenue Ha pedaykc-ezoparuta. BMU- Bapna, 11-ta Hayuna cecus,
29.10.1083, TonOyxun

Pednykcuust esodarutr (PE) e decrto cpemano 3a0onsiBaHe B €XeIHEBHATA KIMHUYHA
MIPAaKTHKa, HO CPaBHUTEIHO MO-pSAKO ce auarHoctuuupa. llen — nma ce mnpoyum
JUArHOCTHYHOTO 3HAYCHHE HAa KIMHUYHUTE CUMITOMH, a CHIIO M HAKOW OOpa3HU METOJH,
KaKTO M TepaneBTUYHO moBnusiBane. M3cneasanu ca 120 GoiHU ¢ KIMHUYHU CHUMIITOMH 32
PE, Ha xouTO € mpoBeieH BOAHO-CU(OHEH TeCcT U pU KOUTO B 52,7% ce ycranosu ['EP. [lpu
BCUYKM HU3CJEeABaHM OOJHU HMMaxa MO MPaBWIO ChYETaHHE OT HAKOJIKO cummroma. Haii-



YECTHTEC CUMITOMH Ca eMHUracTpaiHa OoJIka W/WiM peTpocTepHaHO mapeHe B 80% ot
ciyyauTe. YcraHoBu ce Hai-uecto 'EP — 3-Ta cTeneH u kaTo mpuapy»kaBallo 3a00ssiBaHe —
nuadparmanHa xepaus B 25% ot capuante. B 45% ce yctaHOBU €HAOCKOIICKH €30(aruT u B
82% - mopdonornuno gokazaH e3odarut. [uarnosata Ha PE e xommiekcHa, MeToauTe ce
nombaBat, HO B 80% OT cilyyauTe AMarHo3ara ce MocTaBs M0 KJIMHUYHU JTaHHH.

150. Bwpbanos, I'., E. Pycunos, T. TpaeB, M. Crambosmiicka. CpaBHUTEIHU KIUHUKO-
nabopaTopHU U exorpadCKu MpoyuyBaHMs NpU depHOApoOHa Iupo3a. 7-mu Hanmonanen
KoHrpec 1o Berpemnu 6onectu, 17-19 cenremBpu 1983, [1nesen.

160. Cramboamiicka, M., M. TpucdonoBa, Y. Mopeno. IIpomenn B cepymMHaTa eH3UMHa
AKTUBHOCT MPHU OONHHOT YeTHOIpoOHa mupo3a, 8-ma Obemuna Hayuna Cecust Ha THTM,
BMMU-Bapna, 22-23.10.1983

I[Ipu 202 OomHM OT uepHOAPOOHA IUPO3a ca U3BBPIICHH eXOorpadCcku W KIMHHUKO-
nabopaTtopuu npoyuBanus. Exorpadcku 3a0onsBaneTo € pasno3Hato npu 75% ot 6onnute. Y
00JHHUTE C YepHOAPOOHA IMPO3a B CPABHEHUE CHC 3[PABUTE CE YCTAHOBH CTATUCTUYECKU
3HauuMo no-eucoko HuBo Ha I'T'TIL, CI'OT, CI'TII, A®, JIAII u cepymen 6unupyOuH u mno-
Brucoko HUBO Ha XE. Bentman e B HopmanHu ctoiiHOCTH Y 49 % OT GonHMTE, YABIKEH MIPU
45% wu cxbeen npu 6%. TumonoBara npoba e HopManHa npu 54% u naronorudna mnpu 46%.
HuBoto Ha xonecrepona € HopmasHO nipu 33%, noHWkeHo npu 55% u nosuiieHo npu 12%
ot 6omHUTE. 46% OT OONHUTE ca ¢ XUMOXpoHHa anemus U 60% umat yckopena CYE.

152. Bwpbanos, I'., T. Tpaes, E. Pycuno, M. Cramboaniicka. Ynrpa3BykoBa ToMorpadus
npu 4epHoApoOHU 3abonsBanus.lIpuiokeHne Ha yiTpa3BykoBarta ToMmorpagusi — IpH
3a00J151BaHMsI HA KOPEMHH OpPTaHH U yporeHuTanHa cuctema, 1.10.1982. Codusi.

VYarpassykoBara tomorpadus (Y3T) — mo3BosisiBa pa3rpaHWyaBaHeTO Ha JU(Y3HH OT
OTHMIIHM 3a00JsiBaHKs Ha depHUs Apo0. Hskxou nudysau dyepHOoapoOHM 3a00sBaHUs, KaTO
yepHOapoOHAaTa CTeaTo3a M YepHOApOOHaTa mHMpo3a HuMarT xapaktepeH Y3T oOpas.
Hcnensanero BkiIouBa 748 OomHM C dYepHOApoOHM 3abonsBaHus, oOT TaAx 154 ca
Bepudunupanu. Upes Y3T ce nocrass npaBuiHa auarHosa B 70% ot audysuure u B 90% ot
OTHHIIHUTE YEPHOAPOOHM 3abonsBHUA. JlabopaTOpHHUTE IaHHHM C PEAKH HU3KIIOYCHUS
nojnoMarar cbliectBeHo uHtepnperanuara Ha YCT ganHu. OT ChIIECTBEHO 3HAYEHHUE 3a
TOYHATa JMarHo3a Ha exorpa(CcKoTo H3CIeABaHE € KayecTBOTO M BHCOKUs kimac Y3T
amaparypa, KakTo ¥ OIIUTa U BUCOKaTa KBaJU(UKaLKs Ha U3CIIEIBALIUS.

156. Cram6oauiicka, M., B. Muxosa. IIpomenn B nunuanus npoduin y O0NHU C sA3BEHA
OoJtecT MpoBENN CBPBXBUCOKO YECTOTHA Tepanus, S-Tu BapHEeHCKN KOHIpeC 1Mo 3aTIbCTSIBaHE
u oOMeHHU 3a0onsBanus. 27-30.05.1995. ¢6. pestomera, 105

VY 20 601HHU ¢ €HJIOCKOIICKHUS JOKa3aHa IyoJCeHANIHA s3Ba Ha CpeHa Bb3pacT — 46,6 rouHH €
MIPOBEICHO JIEYEHHE C HOB (PU3MKAJIEH METOJ — €JEKTPOMAarHuTHO M3JIbUBAHE ChC CBPBX
Bucoka uectora (CBY tepanust), cpeano 22 ceanca ¢ npoabkuTeaHocT 30 MUHYTH, KaTo ce
BB3/IeHicTBA Ha pedeKCOreHHara 30Ha Ha cTomMaxa u JyojaeHyMa. M3cienBaHu ca cepyMHUTE
JMNUIHA TIoKa3aTenu y Oomuute npeau u cienq CBY tepanus. B 70% ot 6onHuTe nposenu
CBUY rtepanus e Hanwuie nbJIHA enuTanmu3anus, B 20 % - HenbiiHa u B 10 % - nunca Ha edexT.
VYcTaHOBsIBa ce€ MOBIMYBAHE Ha JMIUAHWUTE IOKA3aTeM B IOCOKAa HA HOpPMaJM3MpaHE Ha
aTeporeHHuUTe (Qpakuuu B pe3yiarar Ha JedeHueTo. EdexkrumBHocTTa Ha CBY Tepamms



Kopcirpa ¢ HOPMAJIU3UPAHC HA JUIMUAHUTC IIOKA3aTCJIH. HOpMaJ'II/ISI/IpaHCTO Ha JTUIIUIHUTC
IIOKa3aTC/JIM daBa OCHOBAHHC da CC O6CT>)KI[8. KaTO BB3MOXCH MCXAaHU3BM 3a G(I)GKTI/IBHO
BT)?,,ILGI\/JICTBI/IG B ITIOCOKaA CIUTCIIN3ald Ha A3BaTa U MMPOABIDKUTCIIHA PEMUCHL.

159. Georgieva-Shakola, M., A. Klissarova , G. Tranulov, M. Stamboliyska, Atanasova,V.
Tzaneva, Scintigraphy in the Diagnosis of Motility Disorders of Upper Alimentary Tragt in
Children 9th European Symposium on Neurogastroenterology and Motility, Maastriht, 28-
31.10.1998, 26

MOTHUIMTETHUTE HApYLICHUS Ha XPAaHOPIIOBOJA M CTOMaxa Ce Cpemiar 4ecTo B JeTcKaTta
racTpOeHTEepOJOruyHa MpakThka. /lmarHo3ara Ha MoTwiuTeTHUTe Hapymienus Ha [TUT e
TpyZHa, OCOOCHO B JETCKaTa BB3pacT. 3ajadya Ha M3CIEIBAHETO € Jla Ce OMNpPEeHeIsT
BB3MOKHOCTHTE Ha TMHAMMYHATA CUMHTUrpadus uype3 NpuilaraHeTo Ha TexHeuuit 99 uzoromn
3a OTKpUBAHE Ha HAPYIICHUS B MOTWJIMTETA HA TOPHUS XPaHOCMUIJIATENICH TPAKT MPH Jela C
JUCTIENTHYHU CUHAPOMHM, KaKTO U MAIMEHTH C ONepally Ha XpaHonpoBoja. 16 mamueHTa c
JWCTIENTHYEH CHHIPOM ca Hu3CcienBaHH, 4 OT TAX ca C OINepalud Ha XpaHOIMpPOBOJA.
JluHaMu4Ha CUMHTUTpadus Oelle IpuiIokeHa 3a OTKpUBAaHE HA MOTHIIMTETHUTE HApYILIEHUS C
Obp3MHATA HA U3YMCTBAHE HA XpaHOMpPoBoaa. CTOMANTHOTO M3Mpa3BaHe Oerre u3ciaeIBaHo Ha
30-ta u 60-ta munyTa. [Ipu 3-ma oT manueHTUTEe 6€ YCTAHOBEHO HAPYIICHHE B U3YHUCTBAHETO
Ha XpaHOIpoBoJa U Aenara Osixa onepupanu. Te Bcuuku 6sxa ¢ [EP. Ilpu 7 ot manuenture,
CTOMAITHOTO W3Mpa3BaHe Oe 3abaBeHo. B 3akmodenwme, cruHTUTpadusita € OBp3,
HEMHBAa3MBEH METOJ 3a OTKPHMBaHE HA MOTHJIMTETHUTE HapyLIEHUs Ha TOPHHS
XpaHocMuiiaTesleH TpakT. CBbp3aH € ¢ Majka pajualys U € MEepCleKTUBEH 3a JuarHo3a Ha
MOTWJIMTETHUTE HApYIIEHUs Ha XPaHOIPOBOJa M CTOMaxa B JIETCKaTa Bb3pacT U € MOAXO0ISAII
3a Olpe/ieNIsIHE Ha MHAMKALMUTE 33 ONIEPAaTUBHO JICUEHHE.



