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KaloueBsle  CAOBQ QY TOMMMYHHLIA
NAHKPEATHT, CKABDOMPYIOLLMA XoaaHmir, 1gG4,
UTDEXCACEAHBIA THNN, UNOEEHXMMATOIHELR T,

Uean. Kaxk npagmio, NAuMeHtsl ©
QAYTOMMMYHHBIM  NaRkpeatiTom  (AT] Mmeor
M3MEHEHMA CO CTOROHB! KEAYHBIX NYTEH, KOTOpPLIE
NPOSBASIGTCA WX HO  ASTAABHOTO
M3YHEHMA YABTROIBYKOBLIX MIMEBHEHWUIA KeAUHbIX
nytedn npu All nposeaeHo He Bolrc. B AaHHOM
HECASACBOHMM Mbl MEOAHTAMIMDOBAAM
KAMHM4eCKoe TeYEHME M COHOTRAMMS,
OIPCHKAIOLLME MIMEHEHWE MEAYHBK NYTER npm
AT,

CTEHOIOM,

MeToabl. Msl  NpoQHOAMIMPOBROAKM
CAYYTW MATOACTMM KEANHBIX MYTEM, PelyAsTdTsl
BH3YQAMIQLUMM M EAMHWMECKOS TevyeHwe y 37
nawumeHros ¢ All,

Peayastatel.  TunuuHoe  YTOALLLEHME
CTEHOK MEAYHLIX NYTEH 1 HKeAYHOrO Myabipd Bslam
BbIABASHBI NpK ¥3M 8 37,8% (14/37) cayuaes Al
Mel BelagamaM 2 THNG MIMEHEHMA CoTAQCHD
YABTRQIBYKOBOM  XCIPCKTEPUCTMKS YTOALLLEHMS
CTEHIM KEeAYHBIX MPOTOKOB: (TREXCAOHHLIAN T
[64,3%) W unapeHxMmaTosHeii Timy  (35,7%).
Bo Bocex 14 caydosx B ABYEHMM MCMNOABIOBOACA
MPEAHMIDAOH, KOTODbLIA cnocoboTeoBaA
PErpEecey YMIMEHEHMH CO CTOpOHs|
NEoToKOB.

BoiBoabl. CrASpROIMPYIOLWMEA XOAGHTMT
SBASETCA  CAHMM M3 BHEMGOHKPEUTHMYECKMX
MPOSBASHMIA, KOTOPOE HEPEAKO BbISBASETCA Y
BoasHex ¢ Al Mpw ¥3W oH xapakrepusyeTcs
YTOALLEHMEM  CTEHOK MpoTokob.  PeiyAsrars
Y3M, nNposeAEHHOro  HOMM, NOKQIaAM, YTO
YTOALLEHME CTeHoK AEAIHBIX NPOTOKOS
nou Al — 370 BOCRGAMTEABHBIA Npolecc,
YCTYNQOWWMA TERan NpeaHmIosoHom. Y3 —
MHEOPMATHBHBIN CNOCO6 BEISBAGHWA MQTOADTHM
BUAMOPHOM crcTemsl Npu Al

HeAUHbIX
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kawvosl CADBQ: Y TOIMAMY HHIARA
NOHKREQTHT,  CKASROIYIOHME  XxoAaHrt, IgG4,
UTPULLTIPGBIIA THMY, GNP eHKIMOTOIHMEA THM.

Meta., Sk npaevico, NAWEHTM 3
QYTOIMMYHHIM  NaHkpearitom (Al maoiets
IMIHIK 3 BokY HOBMHMX WARKB, 9k NPOABARIOTLCS
™ creHosom, ABTOALHOTO  BMBYEHHS
YARTCOIBYKOBMY 3MIH KOBYUHMX LuAaaxis npu Al
nposeAeHo He Byao. ¥ AgHOMY ADCALLKEHHT M
NPOaHOAIBYBOAM KAIHIMHY TeNilo | coHorpami, Lo
BIADMBOIOTE 3MIHM KOBHHMX LUARXIE Npu AT,

MeTtoaM. M NpOQROAIZYBOAM BIMMTAKK
NATOAST KOBYHMX LUATXIE, PEIYALTATH Bi3y QAB QLT |
EAHINHIEA nepebir y 37 nauieHrie Ha Al.

PesyasTati.  Tunose  NoOTOBLLEHHS
CTIHOK  MOBYHMX LUASKE | oBYHoro mixypa
ByAo  BusBaeHO npu ¥3A B 37.8% (14/37)
sumaakie Al Md auaiakian 2 THNK 3mid ariaHo
YABTPQIBYKOBIF  XQPOKTEPMCTHL  NOTOBRLLLEHHS
CTIHKM  HOBYHMX. NPOTOK (TRPMLUGPROBMA  THMH
(64.3%] | wnapsHximaroismin mamy  (357%). Y
BCIX 14 BMNOAKOX B AIKYBOHHI BUKODMCTOBYBGBCA
NpEAHIIOACH, SKMA Cnpmse perpecy imiH 3 Boky
HOBYHMK NPOTOK.

BucHoBkM. CrASDOIVIOHMA  XOAQHTT
€ OAHWM 3 MO3ANCHKPEATHMYHWA Npofsis, AkKiA
HEPILAKD BUABARETECA Y XBopi Ha ATl Tpw ¥34 siv
XQPOKTEPMIYETECS NOTOBLLLEHHIM CTIHOK MPOTOK.
PeayasTari Y3/, NPOBSASHOTO HOMM, NMOKAIAAM,
LLO MOTOBLLLEHHS CTIHOK KOBHHMX MNPOTOK MPK
Al — we sanassHKWb Npouec, WO NocTyrnastbes
repanil npeaxizoacHom. Y34 — HdpopmarsHmi
cnocit emasseHHs narosorl BixlapHol cuoTemi
npK Al

aAg
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Objectives. Patients with autoimmune
pancreatitis (AIP] commonly have lesions in the
bile duct itself and show stenosis of the bile duct
system: however, no defailed study has evaluated
the ultrasonographic findings of bile duct lesions in
AlP, In this study, we monitored the clinical course
and imaging findings, mainly ultrasenographic, of
bile duct lesions in AP,

Methods. We retrospectively analyzed
the incidence of bile duct lesions. imaging
findings, -and clinical course in 37 patients with
AlP.

Resulls. Characteristic bile duct and
galibladder wall thickening was recognized
on ultrasound in 37.8% (14/37) of AIP patients.
We divided the patients into 2 types accerding
ta the ulirasonographic findings of bile duct
wall thickening: (1) 3-layer type (64.3%) and (2)
parenchymal-echo type [35.7%). All 14 cases
were freated with prednisclone, with immediate
resolution of the bile duct lesions.

Conclusion.  Sclerosing  cholangitis
is one of the extrapancreatfic lesions that are
commonly detected in AIP pafients; it is detected
on ulfrasonographic imaging as characteristic
wall thickening. Our ultrasenographic findings
reflect the fact that bile duct wall thickening in
AP is an inflammatory process that responds to
prednisolone therapy. Ultrasonography is a useful
tool in detecting biliary tract lesions in AIP.
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