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KnloueBble cAoBa: caxapHblii auMabet, racTpoayoae-
HaAbHble A3Bbl, NATOreHes, KAMHUKA, AeYeHue

CaxapHblii anabet (CA) B COBPEMEHHbIX YCAOBUAX MPHUOBPEA
MacLiTab anMAeMuur, 3aTPOHYBLLIEN OKOAO 5,9% B3pOoCAOro
HaceAeHus1 B MUpe. K coXaneHWto, 0cOBeHHOCTAM naTore-
He3a U AEUYEHUS racTPOAYOAEHAAbHBIX A3B Y 60AbHbIX CA B
MOCAEAHWE FOAbI YAEASIETCA MaAO BHUMAHWS.

Koppensuumn  mexpy AAMTenbHOCTbi0 CA 1M Hauyanom
A3BEHHOW HOAE3HWM He BbIIBAEHO. PacnpocTtpaHeHHOCTb
Helicobacter pylori y 60AbHbIX CA BbiLLie, @ pe3yAbTaTbl 3pa-
AVKaLIMK XyXe, YeM Y 60AbHBIX 6e3 CA.

CekpeTopHas OyHKLIMSI XXEAYAKA B CAyYae COYETAHHOrO Te-
UeHUsI NENTUUECKOM A3BbI U CA, CKopee BCEro, MeHsIeTCs
HeoAHO3HaUYHO. OAHM aBTOPbI CUMTAIOT, UTO FTMNEPTAMKEMMUS
YTHETAET CEKPETOPHYHD OYHKUMIO XEAYAKa, @ BO3HMKAlO-
LMK Ha 3TOM GOHE A3BEHHbIW NPOLECC B ABEHaALATUNER-
CTHOM KMWLLKE MPOTEKAET CO CHUXKEHMEM KaK Ba3anbHOM,
TaK U CTUMYAMPOBAHHOW CEKPeLUn Xeayaka. o MHEHMIO
APYrux aBTOpOB, Yy H6OAbHbIX CA nokasaTteAn >XeAyAO4HOM
CEKpeLMM NPU AYOAEHaAABHON A3B€, HAMPOTMB, NMOBbILLIEHbI.
Hanbonbllee 3HaUeHWe B NatoreHe3e, BEPOATHO, UMEET
HapyLleHUEe MUKPOLIMPKYAALMU B CAM3UCTOM 0OOAOUKE
XEAYAKa U ABEHAALATUMEPCTHON KULLIKW. UMEHHO apek-
BaTHOE NOTPEBHOCTAM PervMoHapHoOEe KPOBOCHabXeHWe
obecneymBaeT NPOLECCHl OKUCAUTEABHOTO HOCHOPUAU-
pOBaHWSA 1 APYrMe 3HEProeMKKe MPoLLecchbl B CAU3UCTON
060A0UKE FacTPOAYOAEHANBHOW 30HbI, BKAKOUAsi BOCCTa-
HOBAEHME CAM3UCTO-BKapbOHATHOro bapbepa XeAyaKa,
a Takke GM3NONOTUYECKYHO U penapaTUBHYLO pereHepa-
LMK 3MNUTEAMAABHBIX U XEAE3UCTbIX KAETOK. lpu 3po-
3MBHO-A3BEHHOM NpPOLIECCe FacTPOAYOAEHAABHON 30HbI
y 60AbHbIX CA\ 3aKOHOMEPHO HapyLlaeTcs MUKPOLIMPKY-
AAUMA, NOABASAIOTCA UHTPA- U NEPUBACKYASIPHbIE U3Me-
HEHUS, KOTOpPblE COYETAKOTCH C YXYALUEHMEM PEOAOTW-
YEeCKMX CBOMCTB KPOBMW, NMOBbILLEHUEM NMPOHMULAEMOCTH
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COCYAMCTON CTEHKM U HapylleHueMm obmMeHa BUOreHHbIX
aMunHOB. HabatopaeTcs TEHAEHUMST K TMNepPKoaryAsiLimu,
CKAOHHOCTb K BHYTPUCOCYAMCTOM arperaumv 3puTpOLM-
TOB M MUKpoTpoMbo3am. B natoreHese ractpoayoae-
HaAbHbIX A3B Npu CA MMENT 3HaYEeHME W HapyLlleHUs
MOTOPWKM, B YaCTHOCTH, racTponapes.

B. X. BacuneHko ¢ coaBrT. (1987) paspenstor naumeHToB
C racTpoAyoAeHanbHbIMU A3BamMu U CA Mo natoreHesy v
KAMHUKE Ha HECKOAbKO rpynn: 6oAbHble ¢ CA 1-ro tvna,
2-r0 TMNa; 6OAbHbIE, Y KOTOPbIX 13Bbl PA3BUAUCH B IKCTPE-
MaAbHbIX CUTyaUMsX (Ha GOHe rMnepaunAOTUUECKOM UAK
rMNepoCMOASIPHON KOMbI, MPU ONepaTMBHOM BMeELLATEAb-
CTBE U T. A.); 6oAbHBIE CA, ¥ KOTOPbIX S13B006pa3oBaHue
06YCAOBAEHO YAbLIEPOTEHHBIM AEMCTBUEM MHCYAUHA.
OcnoxHeHust A3B npu CA npoTekarT aTunuyHo, 6e3
BbIPaXXE€HHOM KAMHUYECKOW KapTHHbI.

NeueHre komopbuaHocT CA U racTpoAyOAEHAAbHBIX $13B
He pa3paboTaHo M MPOBOAWTCA Ha AMMUPUUYECKOM YPOBHE.
Mpn HaAMuMM racTponapesa nokasaHa NoAyXMAKasa nuLua,
raCTPOKMHETMKU. [pK AMarHOCTUKe XeAmkobakteprosa obsi-
3aTeAbHO MPOBEAEHME 3PaAMKALMOHHOW Tepanuu. oka-
3aHO Ha3HaUYeHWEe aHTUCEKPETOPHbIX NPenapaToB (MHIMOK-
TOPOB NPOTOHHOWM MOMIbl). MNaToreHeTnYeckn 060CHOBaHbI
@HTUIMNOKCaHTbI, PenapaHTbl, Npenapatbl, YAydllatoLme
MeTaboAN3M B racTPOAYOAEHAAbHOM CAU3UCTON 0BOAOUKE.
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KAlouoBi cnoBa: LyKpoBUI AiabeT, racTpoAyoAEHAAbHI
BMpPa3KK, NatoreHes, KAiHika, AikyBaHHS

LykpoBuii piabet (LA) y cyvacHMx ymoBax HabyB MaclLu-
Taby eniaemii, Aka 3avinMaa 6AM3bKO 5,9% AOPOCAOrO
HaceAeHHs Yy CBiITi. Ha xanb, 0cOBAMBOCTAM NaToreHesy
i AikyBaHHA racTpoAyOAEHaAbHUX BUPA30K Y XBOPUX Ha
LA ocTaHHIM Yacom NPUAIASETLCS MaAo yBaru.

Kopenauji mix TpusanicTio LA i mouyaTtkom BMpasKo-
BOI XBOpobM He BUsIBAeHO. lNowupeHictb Helicobacter
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pylori y xBopux Ha UA BuLle, a pe3yabtaTh epapukaLii
ripwe, Hix y xBopux 6e3 LA.

CeKkpeTopHa QyHKLIiS LUAYHKA Y pasi NOEAHAHOro nepe-
6iry BMpaskoBoi xBopobu i LA, wBualle 3a Bce, 3Mi-
HIOETbCA HEOAHO3Ha4YHO. OAHI aBTOpM BBaxatoTb, LLO
rinepraikemia MPUrHiyye CeKpetopHy OYHKLIKO LUAYH-
Ka, @ BUPaA3KOBUIM NPoLEC Y ABaHAALATMNAAIN KMLIL,
O BMHWMKAE Ha LUbOMY TAi, nepebirae 3i 3HUKEHHSM
AK 6a3anbHOI, TaK i CTUMYAbOBAHOI CeKpeLii LAYHKa.
Ha AYMKY iHWKWX aBTopiB, y XBOPUX Ha LLA NoKasHUKK
LLUAYHKOBOI CeKpeLji npu AyOAEHaAbHI BUpasli, Ha-
BMaku, NiABULLEHI.

HalbinbllLe 3HaueHHs y natoreHesi, MMOBIpHO, Mae Mno-
PYLLUEHHSA MiKPOLMPKYAALLT Y CAU30Bi 0OONOHL LLIAYHKA
i ABAHAALATMNAAOI KMLLIKK. Came apekBaTHe notpebam
perioHapHe KpoBoMnocTauyaHHsA 3abesnevye npouecu
OKUCHOro ¢ocOOPUAIOBAHHSA Ta iHLWI €HEeProeMHI nNpo-
LEeCH Y CAM30BI OOOAOHL racTpOAYOAEHAAbHOI 30HMU,
BKAKOUYAIOUM BIAHOBAEHHSI CAM30BO-ABOKapOOHATHOro
6ap’epy LIAYHKA, a TakoX ¢i3ionoriuHy i penapaTuBHy
pereHepauito eniteAiaAbHUX i 3aAiBUCTUX KAITUH. Tpu
€PO3MBHO-BUPA3KOBOMY MPOLIECI raCcTPOAYOAEHAABHOI
30HKM y XBOPUX Ha LLA 3aKOHOMIPHO NOPYLUYETbCA Mi-
KPOUMPKYAALiS, 3'ABASIOTbCA iHTpa- i NepPUBACKYAAPHI
3MiHW, SIKi MOEAHYIOTbCA 3 MOriPWEHHAM PEOAOTiIYHMX
BAQCTMBOCTEW KPOBi, MIABULLEHHAM MNPOHUKHOCTI Cy-
AMHHOI CTiHKM | NOpyLIEeHHSAM 06MiHYy 6ioreHHUX amiHiB.
Cnoctepiraetbca TEHAEHLIS AO Tinepkoaryasiuii, CX1Ab-
HiCTb AO BHYTPILUHbOCYAMHHOI arperauji epuTpoLMTIB i
MiKPOTPOMO603iB. Y natoreHesi racTpoAyoOAEHAAbHUX BU-
pa3ok npu UA mMatoTb 3HaUYeHHs i NoOpyLLEHHA MOTOPU-
K1, 30Kpema ractponapes.

B. X. BacuaeHKo 3i cniBaBT. (1987) NOAIASIOTb NALEHTIB
3 racTpoAyoAeHaAbHUMK Bupaskamu i LLA 3a natoreHe-
30M Ta KAIHIKOIO Ha KiabKka rpyn: xsopi 3 UA 1-ro tuny,
2-ro TUMY; XBOPI, Y AKUX BUPaA3KM YTBOPUAUCH B EKCTpE-
MaAbHUX CUTyaUisiX (Ha TAi rinepauMAOTUUHOT abo runep-
OCMOASIPHOI KOMM, NPW ONEPaTUBHOMY BTPYUaHHI Ta iH.);
XBOpi Ha LA, y AKMX YTBOPEHHS BMpPa3ok 0ByMOBAEHO
YAbLLEPOreHHOIO AIEHO iHCYAIHY.

YcknapHEHHST BUpa3oKk npu LA nepebiratotb aTtMnoso,
6€3 BUPaXEHOT KAIHIYHOT KapTUHM.

NikyBaHHA KomopbiaHocTi LLA | racTpoayoaeHaAbHUX BU-
pa3ok He Po3pPOBAEHO i MPOBOAMUTLCA HA EMMIPUYHOMY
piBHi. 3a HasABHOCTI racTponapesy nokasaHa Hanispia-
Ka iXa, racTpokiHeTukn. MNpu piarHocTuui xeaikobakre-
pio3y 060B’A3KOBMM € MPOBEAEHHS epaAUKaLiHOI Te-
panii. [ToKka3aHO NPU3HAYEHHSA aHTUCEKPETOPHUX Npe-
napartiB (iHribiTopiB NPOTOHHOI NoMnHK). MNaToreHeTMYHo
006rpyHTOBaHi aHTUriNOKCcaHTW, penapaHTy, npenapaTu,
O NOKpaLlytoTb MeTaboAidaM y racTPOAyOAEHAAbHIN
CAM30Bi1 060AOHL.

EN Diabetogenic gastroduodenal ulcers:
features of pathogenesis, clinical
picture and treatment
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Diabetes mellitus has turned into an epidemic in mod-
ern conditions, affecting about 5.9% of the adult pop-
ulation in the world. Unfortunately, little attention has
been paid to the features of the pathogenesis and
treatment of gastroduodenal ulcers in patients with di-
abetes in recent years.

No correlation was found between the duration of dia-
betes and the onset of peptic ulcer disease. The prev-
alence of Helicobacter pylori in patients with diabetes
is higher, and the results of eradication are worse than
in patients without diabetes.

Gastric secretory function in the combined course of
peptic ulcer and diabetes is likely to vary ambiguously.
Some authors believe that hyperglycemia inhibits the
gastric secretory function, and the ulcerative process,
arising against this background in the duodenum,
occurs with a decrease in both basal and stimulated
gastric secretion. Other authors consider that gastric
secretion indices in duodenal ulcer, on the contrary,
are increased in patients with diabetes.

The most important thing in the pathogenesis is proba-
bly the violation of microcirculation in the mucous mem-
brane of the stomach and duodenum. It is the regional
blood supply adequate to the needs that provides the
processes of oxidative phosphorylation and other ener-
gy-intensive processes in the mucous membrane of the
gastroduodenal zone, including the restoration of the
mucous-bicarbonate barrier of the stomach, as well as
the physiological and reparative regeneration of epithelial
and glandular cells. Upon the erosive-ulcerative process
of the gastroduodenal zone in patients with diabetes, mi-
crocirculation is naturally disturbed, intra- and perivascu-
lar changes appear, which are combined with deteriora-
tion in the rheological blood properties, increase in the
permeability of the vascular wall and a violation of the bi-
ogenic amines metabolism. There is a tendency to grow-
ing hypercoagulability and intravascular aggregation of
erythrocytes and microthrombosis. Motor disorders, such
as gastroparesis, are also important in the pathogenesis
of gastroduodenal ulcers in diabetes.

V. Kh. Vasilenko et al. (1987) divide patients with gas-
troduodenal ulcers and diabetes into several groups by
pathogenesis and clinical picture: patients with type
1 diabetes, type 2 diabetes; patients who had ulcers
in extreme situations (against the background of hyper-
acidotic or hyperosmolar coma, during surgery, etc.);
patients with diabetes whose ulceration is caused by
the ulcerogenic action of insulin.

Complications of ulcers in diabetes are atypical, with-
out an obvious clinical picture.

Treatment of comorbidity of diabetes and gastroduodenal
ulcers has not been developed and is carried out at the em-
pirical level. Semi-liquid food, gastrokinetics are prescribed
in the gastroparesis. Eradication therapy is mandatory upon
diagnosing Helicobacteriosis. Antisecretory drugs (proton
pump inhibitors) are prescribed as well. Antihypoxants,
reparants, drugs that improve metabolism in the gastrodu-
odenal mucosa are pathogenetically substantiated.



