L

YK 616.33+616.342]-002-036.2-057.875

OPUTIHAJNIbHI AOCNIAXEHHS4

BMBYEHHA IHOIKOBAHOCTI HELICOBACTER PYLORI

XBOPUX 3 KAPAIAJIBHOIKO TA JIETEHEBOIO MNMATOJIOTIEID
€.l. Pybuosa, I.B. Yoner, M.O. KopabenbwmnkoBa, C.0O. PynakoBa

Y)XropoacbKuil HauioHanbHUIA yHIBEpcuUTeT

Kniouogi cnoea: Helicobacter pylori, iwemiyHa xsopo6a cepus, 6poHxiasibHa acTMa Ta XPOHIYHWUI BPOHXIT,

BMpaska ABaHaauUaATUNanoi KUWKN, XPOHIYHUA racTPUT.

reniKOGaKTepios € BAOXJ/IMBUM YMHHUKOM BUHWUKHEHHS
racTpoayoneHasnbHMX XBOpPOoO Yy XBOPUMX YCiX BiKOBUX
rpyn. OpHak i3 uielo 6akTepielo Oeski OOCNiOAHUKK
NnoB’sA3yl0Tb MPOrpecyBaHHs i HecnpuaTaneuiA nepebir
6araTboX HEracTpoiHTECTUHANLHMX XxBOpOoO [1, 2]. Mox-
nmBicTb nowmpeHHa Helicobacter pylori (H. pylori) B po-
OVHAX BU3HAKOTb AOCHIOHVKM Pi3HUX KpaiH [6, 7]. Y upo-
My nnaHi HalBinbLUe LiKaBUTb MOXINBUIA B3aEMO3B’A30K
H. pylori-iHdekuii Ta iwemiyHoi xBopobu cepus (IXC).
Pesynbtat GinblIOCTi AOCAIOKEHb MiOTBEPOXYIOTh, WO
renikobakTepio3 NMPUCKOPIOE PO3BUTOK aTepPOCKIIePO3y,
nigsuye pnamk po3sutky IXC Ta ii roctpmx dopm [3—
5]. 3’dcyBaHHsA NaToreHeTUYHOI PO 3ragaHoro 30yOHN-
Ka Ma€ KJliHiYHe 3HaveHHs, ockinbku H. pylori moxe cta-
TN KOPUFOBaHUM YMHHUKOM puauky IXC. MNosigomneHb
npo 3B’a30K Mix H. pylori-iHdekuieto Ta xsopobamn am-
XanbHOi cuctemMun mMasno. He BusiBneHo gaHux, siki 6 Bka-
3yBanu Ha BnamB H. pylori-iHdekuji Ha Po3BUTOK BPOHXi-
anbHoi actMu (BA) Ta xpoHiyHoro 6poHxity (XB), wo 3y-
MOBJIIOE aKTyasIbHICTb JOC/IOXKEHDb Y LIbOMY Hanpsimi.

MaTepianu Ta meToan AOCAIAKEHHS

[na Bu3HaveHHs iHgikoBaHocTi H. pylori oci6 i3 Herac-
TpoAyoneHanbHUMN XBOPo6aMn M1 0BCTEXMUIN XBOPUX
Ha IXC (40 oci6), BA ta Xb (33 ocobwu). MopisHioBanu pi-
BeHb iHdikoBaHOCTI H. pylori umx xBopux i3 BiANOBIAHN-
MU MoKasHMKaMn XBOPUX 3 BMPA3KOI0 ABaHaauUATUNanoi
knwkn (BAMK) Ta xpoHiyHmM ractputom B (XIM-B) i 300-
poBux ocib (BignosigHo 72 i 35 ocib). BuaHavyanu Takox
Pi3HNLIO B KOHUEHTpAUii aHTUrenikoGakTepHUX aHTUTIN
npu umx Hososorigx. AdiarHoctyBaHHS iHdIKOBaHOCTI H.
pylori npoBoaunn 3a TUTPOM Creum@IYHNX aHTUreniko-
BakTepHux aHTuTIn IgG mMeTopom TBEPAOGdA3HOro iMy-
HOodepMeHTHOro aHaniay (Haéip ImmunoComb I, dipmu
Orgenics, I3painb).

Pe3ynbraTtn Ta iXHE OGroBOPEHHS

OTpuMaHi pes3ynbrati WoAO0 BU3HAYeHHs iHdikoBa-
HocTi H. pylori o6¢cTexyBaHux rpyn nauieHTiB HaBeAeHi B
Tabnuui. CTyniHb renikobakrepiody xsopux Ha IXC crta-
HoBuna 70%, xBopux Ha BA Ta Xb — 37,5%, xBOpuMX Ha
Xr-B Ta Bupasky OMNMK — 93%, 3n0poBux oci6 — 42%.
JIOCTOBIpHY PI3HMLIO BUSBNEHO MiXK MOKasHMKaMM iHOI-
koBaHocTi xBopux Ha IXC, BAMK i XI'-B Ta rpynoto xBo-
pux 3 ypaxeHHAMU amxanbHoi cuctemu (BA ta XB) i
300pOBUX OCib.

9k BUOHO 3 puc. 1, cepenHin piBeHb TUTPIB aHTUreni-
KOBaKTEPHMX aHTUTIN y xBopux Ha IXC ctaHoBuB (97,14
+ 9,356) oa./mn i 6yB 4OCTOBIPHO BULLMM, HiX Y 300PO-
BMx oci6 — (53,33 + 8,989) oa./mn (P,_y < 0,01) i xBO-
pux Ha BA Ta Xb — (48,33 + 8,689) oa./mn (P,_, < 0,01).

CepepHiit piBeHb TUTPIB aHTUreNikoBaKTePHNX aHTUTIN
y xBopux Ha BA Tta Xb ctaHoBuB (48,33 = 8,689) on./mn i
OyB [OCTOBIPHO HMX4YMM, HiX y xBopux Ha BAMNK i XI-B —

97.14% 102,00%
53,33% 49,33%
3n0pos.i XBopi XBopi XBopi
Ha IXC Ha BOMNK i XI-B Ha BA i Xb

Puc. 1. CepenHi TMTpyn aHTUreniko6akrepHnx
aHTuTin y xeopux Ha IXC, BA Ta Xb, BAINK ta Xr-B
i 3gopoBux ocié

Tabnuus. NMokasHukm iHpikoBaHocTi H. pylori xeopux Ha IXC, BA Ta XB, BAMNK Ta XI-B i 3gopoBux oci6, %

Ho3sonoris Kinbkictb abcontoTHa | BiacoTok iHpikoBaHNX P t
XBopi Ha IXC 40 70,0 Pi—n = 0,05 2,019
XBopi Ha BA i Xb 33 37,5 Pu_n < 0,05 4,692
XBopi Ha BAMNK i XI-B 72 92,3 Pu—wv < 0,05 2,291
300poBi 0cobu 28 42,0 Pi_v>0,5 0,510
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Puc. 2. HYacTtota Hu3bkux, cepenHix i Bucokux tutpie IgG y ceponosutuBHux 3a H. pylori xsopux Ha BA

Ta Xb, BAINK ta Xr-B, IXC i 3gopoBux oci6, %

(102,0 = 8,814) oa./mn (P,_, < 0,001) Ta IXC — (97,14
+ 9,356) on./mn (P,_, < 0,01). OgHak nig, 4ac NOpPiBHAH-
HS1 cepepHix TUTpiB cneumdiyHnx aHTn-H. pylori IgG xBo-
pux Ha BA Ta Xb i 300poBux OCi6 He BMSIBIEHO OOCTO-
BipHOI pi3HuL;: (48,33 + 8,689) i (53,33 + 8,989) oa./mn
BignosigHo (P,_y > 0,5).

He BuaABNEHO OOCTOBIPHOI Pi3HMLI TakOoX Mig 4yac no-
PIBHAHHA cepefHix TUTPIB cneumdiyHmx aHTu-H. pylori
IgG xBopwux Ha IXC Ta Ha BAOMK i XI-B: (97,14 + 9,356) i
(102,0 + 8,814) oa./mn BignosigHo (P_,; > 0,5).

CepenHiit piBeHb TUTPIB aHTUrenikoOaKTePHNX aHTUTIN
y xBopux Ha IXC ctaHoBuB (97,14 + 9,356) on./mn i 6yB
LOCTOBIPHO BULLMIA, HiX y 3a0poBux — (53,33 + 8,989)
oa./mn (P_y < 0,01) i xBopux Ha BA Ta XBb —
(48,33 + 8,689) oan./mn (P_, < 0,01).

Y npoueci aHanidy TUTPiB aHTUrenikobakTepHMX aHTu-
Tin (pyc. 2) BUSIBNEHO, WO HU3bKi PiBHI TUTPIB aHTUreNi-
kobakTepHux aHTuTin (20—40 op./mn) HaliyacTiwe
cnocTepiranucs y 3a0poBux ocib (41,2% iHdikoBaHux) i
xBopux Ha BA Ta Xb (58,33%), Ha BigMiHy Big, XBOpMX Ha
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IXC ta BAMNK i XI'-B (y 23 i 10% iHdikoBaHmx Bionosia-
HO). Bucoki TuTpu aHTUreniko6akTepHUx aHTUTIN, HaB-
nakm, 3Ha4yHO 4acTiwe peectpysanu y xsopux Ha BAMK i
Xr-B 1a IXC (y 50 i 42,3% BianoBigHo), a y xBopux Ha BA
Ta XB i 3popoBux oci6 — nuwe y 8,3% iHdikoBaHMX
H. pylori (P < 0,02).

BucHoBku

Y rpyni xBopux 3 roctpumn dopmamm IXC Ha BigMiHy
BiO, xBopux Ha BA Ta XB BuABNEHO BIpPOrigHO BULLMIA
(70%) piBeHb iHdikoBaHOCTI H. pylori Ta Buwe Hanpy-
XEHHS IMYHHOI BiANoBiAi Ha iHGEeKLIo NOPIBHAHO 3i 300-
poBuMK ocobamu (BignoBigHO 42%). I3 ypaxyBaHHSIM
BMUCOKOro piBHA iH®ikoBaHOCTI H. pylori HaceneHHsa BCix
BiKOBMX rpyrn, BUCOKOI 3axBOPIOBAHOCTI Ha IXC, a Takox
[aHuX nitepaTypu Npo CTUMYNOBanbHUI BRAnB H. pylori
Ha npouecu arteporeHesy 3Ha4yLlol MOCTae poJib
niarHocTtukn renikobakTepiody i epagukauii H. pylori y
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WU3YYEHUE UHOULIMPOBAHHOCTU HELICOBACTER PYLORI
BOJIbHbIX C KAPAUAJIbHOW U IEFO4YHOW NATOSIOMMEMN

E.N. PyGuoea, U.B. Yoneii, M.A. KopaGenbiiukora, C.A. PypgakoBa

B ctatbe npenctaBneHbl pe3ynbTatbl U3YyYEHUS MHPUUUPOBAHHOCTU XENMKOOAKTEPMO30M BOMbHbLIX C OCTPLIMU
dopmMamm nwemmnyeckon 6onesHn cepaua, a Takke 60JbHbIX BPOHXMANbLHON aCTMOM N XPOHMYECKUM BOPOHXMUTOM.
BbiiBNEH BbICOKWIA YPOBEHb MHOULMPOBAHHOCTM XENMKOOAKTEPMO30M Y BGOJNbHBIX C MLWIEMMYECKOW 60NE3HbIO
cepaua, 6am3kmin K TakoMy Yy 60JIbHbIX C 1I3BOI ABEHaAULATUMNEPCTHOM KULWKM U XPOHMYECKUM ractputom B. MHdn-
LLMPOBAHHOCTb 006CeA0BaHHBLIX OOMbHbIX C JIEFOYHOW NaTonornel 6oina 4OCTOBEPHO HUXE, YHEM MALMEHTOB C ULLIE-
Munyeckol 6onesHblo cepaua.

STUDY THE HELICOBACTER PYLORI INFECTION RATE
IN PATIENTS WITH CARDIAC AND PULMONARY DISEASE

Y.l. Rubtsova, I.V. Chopey, M.O. Korabelyschikova, S.0. Rudakova

The article presents the results of study of Helicobacter pylori infection rate in patients with acute forms of ischemic
heart disease, and bronchial asthma and chronic bronchitis. The Helicobacter pylori infection rate in patients with
acute forms of ischemic heart disease was high and similar to those in patients with duodenal ulcer and chronic
gastritis B. The infection rate in patients with bronchial asthma and chronic bronchitis was significantly lower then in
case of patients from the above mentioned group.
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