NEKLMK NS BPAUEN

YAK 616.3(028)(04)
doi: 10.33149/vkp.2023.02.07

ru KommeHTapuu kK EBponeuckum
pekomeHaauuam no IgG4-accouumpo-
BaHHbIM raCTPO3HTEPOAOrMUECKUM
3aboneBaHUAM

H. B. ly6eprpuuy,
MHoronpoduabHas
YKpauHa

KnatoueBble cnoBa: |gG4-accoummnpoBaHHoe 3aboneBaHue,
racTPO3IHTEPONOTMYECKME  MPOSBAEHWS,,  CbIBOPOTOUHbIE
6roMapKepbl, ayTOUMMYHHbIA MaHkpeatut 1-fo Twna,
IgG4-accoLMMPOBaHHbIN XONGHIUT, 3A\0KaYECTBEHHbIE HOBO-
06pa30BaHus, AHOKOKOPTUKOWABI, UMMYHOCYNPECCaHTbI

KAMHUKa  «MHTO-CaHa», Opecca,

06LLast LleAb KOMMEHTapPUEB — NOAYEPKHYTb 0COO0 3HAUM-
Mble acneKTbl AUArHOCTUKM U A€YEHUA UMMYHOTAOBYANH
G4 (IgG4)-accoummMpoBaHHbIX TACTPOIHTEPOAOTMUYECKNX
3aboneBaHuin (IgG4-AT3), U3NOXEHHbIE B €BPOMENCKMX
pekomMeHAaumsix. CornacHO MOAOXEHMSIM PYKOBOACTBA,
NnoATBEpPXAEHME AnarHosa 1gG4-Al'3 TOAbKO Ha OCHOBa-
HUWM ONPEAEAEHUS] CbIBOPOTOYHOM KOHLUEHTpauun 1gG4
HEBO3MOXHO; AMArHOCTMKa 3TOM naTtoAorMu 6asupyetcs
Ha KOMMAEKCHOW OLEHKE PE3YALTAaTOB CEPOAOTMUYECKMX
1 BU3YaAUSUPYHOLLMX MCCAeAOBaHMVI, T’MCTOAOITMYEeCKoro
N UMMYHOTMCTOXUMUYECKOTIO VICC/\eAOBaHVIVI, OueHKe Mno-
paxeHus APYrMx opraHoB 1 aGHEKTUBHOCTH TEpannmn cu-
CTEMHbIMMW TAFOKOKOPTUKOMAGMU. MeAMKaMEHTO3HOE Ae-
YeHUe ¢ NPUMEHEHUEM NEPOPaAAbHbIX TAFOKOKOPTUKOMAOB
nokasaHo CUMMTOMaTUYECKUM nauueHTam (0O6CTPyKTUB-
Haa XeATyxa, abpoMMHaAbHAA BOAb, MaHKpeaTUyeckas
60Ab, MOPaAXEHWE NEUYEHU, XEAUEBLIBOAALLMX MPOTOKOB,
NMULLEBOAA, XEAYAKA, TOHKOW WU TOACTON KMLLKK), @ Takxe
6€CCMMMTOMHBIM BOABHBIM CO CTOMKUM XOAECTa30M Ha
doHe 1gG4-accoummpoBaHHOIO XOAAHIUTa, NPU HAAUYMK
06beMHOro 06pa3oBaHmsa NO AAHHbIM BU3YaAU3UPYHOLLIMX
MCCAEAOBAHWUM, C LEAbIO UCKAKOUYEHUST 3AOKAUYECTBEHHOM
HeonAasuu. TunWuHas cTapToBasi AO3a TAFOKOKOPTMKO-
nmpoB coctaBaseT 0,6-0,8 mr/kr/cyT uanm 30-40 mr/cyt
39KBMBAAEHTa NPEeAHU30A0HA; NPUEM 3TOM AO3bl CTEPOMAA
NPOAOAXAIOT NepopanbHO B TeueHne 1 mecsua ¢ LeAbto
MHAYKUMW pEMUCCUU. BNOCAEACTBMM HAUMHAKOT NAABHOE
CHUXEHME AO3bl TAKOKOKOPTUKOMAOB B TeueHue 3-6 me-
caueB. OueHKy 3pdEKTUBHOCTM NEPBOHAYaAbLHOW Tepa-
MU TAFOKOKOPTUKOMAGMM MPOBOAAT Ha 2-4-i Hepene
npuema cTepoMAOB Ha OCHOBAHWM KOMTMAEKCHOIO aHaAK-
3a OUNKAAbHbIX AGHHBIX U PE3YALTATOB OUOXMMUUECKUX,
WMHCTPYMEHTAAbHbIX W TMCTOAOTMUYECKUX WMCCAEAOBAHMN.
CucteMHoe TeuyeHue 3aboAeBaHMS C  MOAMOPraHHbIM
rnopaxeHWem WAM pasBUTUE PELMAMBOB MNpeArnoAaraet
NPUMEHEHNE NMOAAEPXKMBAIOLLMX AO3 FTAFOKOKOPTUKOMAOB.
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B cAyyae oTCyTCTBUA M3MEHEHMIN B aKTUBHOCTU 3abone-
BaHWSA Ha NPOTSHXKEHUM TPEX MecsueB Tepanuu, B TOM
yncAe Ha GpOHE CHUXKEHUST AO3bl TAFOKOKOPTUKOMAOB MAK
NOCAE UX OTMEHbI, NpeapAyCcMaTpuBaeTCA Ha3Ha4YeHne M-
MYHOCYNPECCHBHbIX MPenapaToB (PUTYKCMMaba) ¢ LeAbHO
NOAAEPXAHWUA PEMUCCHN.
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The main aim of the comments is to point out the most
significant aspects of diagnosis and treatment of immu-
noglobulin G4 (IgG4)-related gastrointestinal diseases
(I12G4-AGD), as described in European guidelines. Ac-
cording to the guidelines, measuring the amount of IgG4
in the serum cannot be used to confirm a diagnosis of
IgG4-AGD on its own. The diagnosis of this pathology
is based on a comprehensive assessment of serologi-
cal and imaging studies, histological and immunohisto-
chemical studies, the assessment of other organs’ dam-
age, and the effectiveness of systemic glucocorticoids.
Oral glucocorticoids are administered for symptomatic
patients (obstructive jaundice, abdominal pain, pancre-
atic pain, liver, bile duct, esophagus, stomach, small and
large intestine lesions), as well as asymptomatic patients
with persistent cholestasis against the background of
IgG4-related cholangitis and the presence of a mass le-
sion according to imaging studies to exclude malignant
neoplasia. A typical starting dose of glucocorticoids is
0.6-0.8 mg/kg/day, or 30-40 mg/day of prednisolone
equivalent. This dose of steroid should be administered
orally for one month to induce remission. Subsequently,
a gradual decrease in the dose of glucocorticoids be-
gins over 3-6 months. Evaluation of the effectiveness
of initial therapy with glucocorticoids is carried out after
2-4 weeks of taking steroids based on a comprehensive
analysis of physical data and the results of biochemi-
cal, instrumental, and histological studies. The systemic
course of the disease, with multiple organ damage or re-
lapses, suggests the use of glucocorticoid maintenance
doses. If there are no changes in the course of the dis-
ease after three months of treatment, even if the dose
of glucocorticoids is reduced or the drug is withdrawn,
immunosuppressive drugs (rituximab) are prescribed to
keep the disease in remission.



