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Abstract

Autoimmune pancreatitis (AIP) was originally described in Japan and has
since become established as a disease entity. AIP can be differentially
diagnosed from malignant tumors such as bile duct cancer and pancreatic
cancer or tumor-forming pancreatitis. However, concomitant problems with
bile duct cancer and pancreatic malignancy have emerged. Autoimmune
pancreatitis is a unique form of pancreatitis characterized by evidence of
the involvement of autoimmune mechanisms such as hypergammaglobulinemia,
increased serum levels of immunoglobulin (IgG), increased serum level of
IgG4, or the presence of autoantibodies, and an effective response to
steroid therapy. The pathological features of this disease comprise obvious
cellular infiltration, mainly of Ilymphocytes and plasma cells (LPSP:
lymphoplasmacytic sclerosing pancreatitis). IgG4-positive plasma cell infiltration
and periductal lymphoplasmacytic infiltration can be accompanied by
obliterative phlebitis and storiform fibrosis. In Japan, the typical appearance
of AIP in imaging findings includes diffuse, sausage-like enlargement of the
pancreas and diffuse, irregular narrowing of the main pancreatic duct in the
pancreas. The clinical features comprise upper abdominal discomfort,
obstructive jaundice due to bile duct stenosis, and, frequently, diabetes.
Although the short-term prognosis is good, the long-term prognosis is
unknown. Extra pancreatic lesions can also complicate AIP. The lachrymal
and salivary glands are closely associated with sclerosing cholangitis,

retroperitoneal fibrosis and tubulointestinal nephritis. Furthermore, the
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prevalence of extra pancreatic lesions seems to extend systemically to
various organs, suggesting that AIP is an IgG4-related systemic disease.
This report briefly reviews the diagnosis, pathogenesis, clinical features,

treatment and prognosis of AIP.
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DEHBWE LTERBLATNE RO 2WEREAE LTER S, S5IEERES
PEB X O - NRENE DRSS 20 EANEAERE L 7 o TE TV 5,

HOSEMER 213, SO B L. mRICE y 7 7)) Y IER = I1gG -
[gG4 IAE % G2, HOHURDAFTE, AT a4 FERICKLT 5% &, HORER
R OG- % Rg$ L A R TH D, REBORIGOREBULY v 3Bk LT
B e B E L-FWH2MAEE (LPSP: lymphoplasmacytic sclerosing
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TRICEH L TR R TH 555, RIIPRICHE L TidEa ke &0
A TH Do ABEITIRLINT & WERR, IHAERE, R, Bz &SRR E T
i 7z IgG4 DSBS % SSREE 2L 25380 b, HOIETE R 213 TgG4 3B L 72
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HOEMRESR (Autoimmune pancreatitis: AIP) EARFR L D FE I, T Z1084E R THREDS
HONCHRDOOH LT LWVIREMETH S, T2, EREERMEREE I - IHEE 2 & OEMIEE
EOEHNFZHE LTEE LTI RS2 vwEEE LCTER S, ENREES0EL X OE - THEE
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1. EERL

B O g & B O S 12 B IIT O S Astbh 2 e & 3k VY S b, ATBICH
\F 519954 DB VERR S BRI 2 (H AR S) Cld. BRI & B Sg % 25 2 260
EPGBAR MRS (FFBRR) & LCTIY) EIFSnCTwd, RERIE, SRoBMEICIEFRL. BRICHE
y 707 YPERE 1gG - 1gG4 MEZ B HOHPURDHFIE, AT 04 FIREICKIET 5 7% &,
HORERTOBG-2RR T 50 A ) R TH L. L LAaAS, BT TENIUESAHTDH
0. EEEOREICIHIET 5 M EEMED T IN TS, To&IETIE. BN b ERIR, HE
BE, fRMEME. B SICARBE R THA 72 1G4 23R 2 SIEEZ LS50 i, HCRENRELIL
TgG4 A L 72 2 G PEp i (IgGa BB LRSS ) DR METIR AW L DR TV 2k shT
Who B 51T, 2006412134 1gG4 BT EAMNAE BERE O L 20094F 1213 TgGa I ) > 3 Bgditiie
BB % EOBAARBENTE TV S, IgGa BlER THAERH ShTWE00I 7Y v VIHT
oo IV RIE, MERNE (F TR, SR RURAMIE, OV AR & 72 LB
BT LENAHORETH D, HERIET = —27 L v (Sjogren) JEBEBEOHAIE SN TE 7225 3
7)) v 9 TIEMER IR 7 & ORI E I 7% 1gG4 IR E MR E 2380 2 2 L S 622D,
REOMEIUTB L OHREMEORBE LT > T b,

H ORISR RORFHRALL LT Z SN TS, ToR B, RN - wNGwN
WO IERDIEVEE R L IR DH EEZONLD, BOEMERE & LT P"DbNERETHLEER D,
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FOUFERO T 5 1319924F 8BRS D BRIR 1. Mg X OHIRRG % & 138450, ERED
OV F APE IS 2 R B VE R 4 % BEES PR P 28 & LT Y L7ze 1995481213 H A BRI - 4
OBYERE R ZIEEE 12 BT, RSP AMBYERE 2013 B T O BEb L 2 S L LTI S
. ZOBROKRBN . EFEFICL D HOREEMEL (autoimmune pancreatitis © AIP) D&
OIS HRI LY Bz, BT, HELTFE KO Yoshida - Toki ©2%EH* L722113HH, 1)
BEIFEREZ R hdH o THEE, 2) WHEPESR, 3) Srru7Y VIiiE (2.0g/d P E), 4) H
ChuREYE. 5) OO E AR, 6) BEBRTEREO T AMSMIL. 7) HHEMETEED
e, ML, B X OVNPEMIIEE. 8) WA - BB ZO v, 9) BEIBE T (BAIHE)
DRZE. 10) HOREERE OGP (Sjogren FEBERE 2 L) 11) AT 04 FIGENERTH. O
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BRESDBUED HOREERE RO L o T b, & 512200241213 H AR L 0 B otk
BERBWIE BRR I NI, 2Ok, COBMIMEHEIIID XL  DREBIOFERDTR S, 2006412

JELA: 57 4844 SR VE R FR R AR JRBE & H AR 4 X 0 B SR MR IR B 36 2006' & LT
YET S, BRI % v & VhE S0,

LA L&A 6. 20024F 0 H CRETERE B IR L TIZIZ, TORViE @b#%b FRICARFR
2B\ TIE1970~19904EF 12 2 /B . Nakano 5. & 5%, Kawaguchi 5%, #8552, &
W 5%, $7:%  OWFRFIT L B Y ¥ o8Bk, RO W] 22 R % 5200 721 P 4 Bl O Wit A 2
EMtze SIS OWED. 1995412 H AR 24 O BRI WTENE " 125 T RSN T I
RIFHOCRERT 0RO LRI E LCHEE SN, 0T34 H O B O a2 W AL HE e o
R TWD EEZ D, B2, B, Nakano 57, Kawaguchi 52 Dk HTREWEND 5.
19774F, /NSIZRHLOH THE y-7 1 7)) Y E & BYER RIS SMF L TV 2o 5TROT-EHE TH
CLZBAT, AIRCTEEORED S WL ) 20 HNH, HIESS g IR L. Mk
HVEAS SREED/NENFAELAE YT, U ONERPE IR L Tz e iy LT b, ZOFERIE
Sarles &%Y ® primary inflammatory sclerosis & W L723EBTH 5 2 L 2L T2, T/,
19784F121& Nakano 512 & 0« 52O TV CIAIER. TG mifi, BRIMBBRREILT 25 & 2 JiE B
Zv AT uA FIEHRE TR O K L 77— 8 —OUWED A O NIEFI OWEH R SNz KIT
TORKEOHBGOREITY) ¥ R EBEMBE 2 A L2FW 2 MBIRETH 2 (LPSP :
lymphoplasmacytic sclerosing pancreatitis) . 19914F12 1% Kawaguchi 5 ik Ilymphoplasmacytic
sclerosing pancreatitis (LPSP) with cholangitis D523 SN Twb, 2 FIOREIE+ " I8E K
iy % WiAT S, UEHIECEMERE LI 58 (PSC) &% 2 & 72 Bl i BTG 2 FEf ARG L T
W5 JREHIRE T3 interstitial fibrosis & MBS D & 1o 72V > 735k & T E M 0 2 W] 2l
RIETH L, HEEFIRE D BO TS BRETIZ69% & 74RO BT, MHIEOFIEAFED S,
TRBEERSE ., HAEHE & 2 W IZEEIRIE OBV IS TR AT ShTwd, 72, MiFEARICIZHYik
Wt Tdh %o AITOHCRIEMEBEDOHRBRIR-HIHEDOEZ o Lo T,

—HRKIZ BT, 19614 Sarles 5°Y12 & % Primary inflammatory pancreatitis #45 B 3%,
Primary chronic pancreatitis%), granulomatous pancreatitis%) , chronic sclerosing pancreatitisZ7),
nonalcoholic duct-destructive chronic pancreatitis%) , sclerosing pancreato-cholangitiszg), isolated
autoimmune chronic pancreatitis®, autoimmune pancreatitisgl) HELHOMEC L BMEDRD
bNb. FMBIIBIT ZWMBEMERE F L Ll Th b, 2 Tld, WERLRR WG T LPSP
LR EL DL, WANENICE O EROR I % 2% % idiopathic duct-centric chronic pancreatitis
(IDCP)*® 3 X O R~ DIF Bk 08 % > 3 granulocytic epithelial lesion (GEL)® o#is:
D SNFRHEFAIBB SN OD0H %, ZOZ LI L TIRES 5,

BRI BT, HCRERREDOBITICH L Tid, WL Or 0B 2 HRok - @™ X
DR AEEED R I, HOREMMES X clinical entity & L CREMIS LTV 5,
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3. BE
VA 75 W TR P I BRI E o 12 X 2 kL SRR EE EUZI00 N, FRERIZ A0
AF0.7IA. BEWBlZ &5 & A0 AR L3N EHEE SR TW D, ERSA 1. 605t % ¥ —

Z1261~T70i% TEEKDAT% % 5. BIid2.85: 1.0T., EHEDOBMEIZL W\,

4. fREA

HORZEO G258 SN Tw 525, BREETIRBRIEAHTSH 5, BWEOTHEIZHCKHRIZEDOH S
PHEE SN A E LT, gy u7) » o ER, HEHEROFE, A 704 FIGEORRI D 5
No, BRI T 2 RN S 2 E0b T b b,

BERPLE OBEME L Q3R BEREICRITEZ OO, FHESPE, carbonic anhydrase 1T,
lactoferin, a-fodrin 72 25 "W X nCwvz, X 51220014E, EM KO Hamano & 134 8
IZBWT IgGA AR LA 2 L 25 L7z 20024E1I30W B2 A9 12 1gG4 s ME TS M o> 25 W
LR ERD L T EAHEY SN 1964 OWEMEREE LCORENCHE LTI, B~ 1964 ©
LAETEDOOLNDL OO, EPPUROFE F TIEBIFETIEE-> T, /2, MikEEE2 X7
FTRMHILIZOWTIZH S 2 TIE R WAS, AIP ICBT MM E  Ic L Cid, KRS oGk
CD4. CD8” T MIBORIN. 41 CD4 Bybk Thl BN ° 2SI L T2 L5V Shcws, 2512,
AL DIFFEITB VT, AIP O ORI IZIE CD4 Bk Thl ZUHIFE <> CD8 Btk T 27 %
boTHY . JHEDOFHEIC & ) BHEAT The BGEHEIZ S 7 b LT 2 ITREMAHE shcw s,

BIEFHE R TR BMREON S X B Rtk iks, BIEAKILEES, % A< HLA &%
THEBOMNT 217\, class THUR TIEH CREMERERICHRICHEES 2 H D0 5Nk o 7295,
class I HUE TId DR4 & DQ4 AMEHF IZH LA RICEHE T, subtype Tid DRB1*0405 & DQB1*

VMRS, WPESRSE C AR AR BUR) ARALZEA. THIKE X OB MRS X 2 5
DHEZ B o ARIIPUR L FRRIICSUD T A HURO L GRMESRIE - B2 BMR) 2 THlgZd.os LM
GNP Se%) W & D PR 2 PERR 5 %

2 CD4, CDS8 : T Milldix CD4 1% (CD4+) & CDS ik (CD8+) IZKBlENb, CD4+ T Hillgis MHC 7 5
A MNGFAHEG LR Z L. ~ 27 07 7 — Db B HIIICH 3 2 PURE A OFE LR & O RiEin %
#2179 CD8+THIKLIE MHC 7 S A I 51 EMEEG L) IFAZEML., MlLZHEsT 5,

CD : Cluster of Differentiation (5bHLEHRE) D, b b IMEHINE LobUE O ER 152 %2 CD (Cluster of
Differentiation) & V9o CD HFFAMF TSN TE D, 300 EOFENEREIN TS, TOFFIL4H)
HILER & Z O pibEHIN L oM REPUR T2 W5 E L7225 RIMER, I/MRIZ D @EIs STwv b,

3 Thi, Th2 {ila : ~LS— T (helper T: Th) MH2IE B flLIC@ W CHAEAEOMIT 22, F72 4 v 5 —

7z 1oy A L CEISHRBIEREZ IS, b 5 ThiMilee, £ & —a 4 %> (IL)-4, IL-6, IL-10 % L

L CHCOYUAEAIZE YS9 % Th2 M ISR S NS, 2O Th#lilaoNT Y 2N 2 L2k D

HOREEREDT R 5,

HLA : b MH##E A A ImEPTE (human histocompatibility leukocyto antigen) DMk,

HLA $U5 @ b MR E O HMERE R TUAD TR T 2B FHEOE L L TR SN MRS S

PuE (MHC $isl, MHC 53 7)CTHh 5, & @ MHC Th s HLAHUEIZ THIlEL £ 7% — %4 L THIZILE

ZiHET 5, HLAPUEIZ A, B, C (Z9 A1) £DR, DQ, DP (77 A1) IZKHl&N5,

S
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0401ABYEA IRALR 28, M NCH BN D > 72 E MG L TWvde L Ladts, HE L) o#fs"”
T, class 1. THEZ & THEZRBEPUTIZEED 5TV,

—Ji YRR IR X ATV L 5D, B ERISEEY E 7V 1E Kanno
HIZ X D # D TR S, M MRL/Mp ~ 7 2 2B 5 EROFIE I E R IE DB 53 5 L3
#H97 < 7z, Major histocompatibility complex (MHC) ° Il K$ C57BL/6 %< 7 A DS T,
1) 2 SERIC & 2 BRGSO LI B BB AR T SRR S 7228, RN X PR 7z T
727, F7:. TGF-B type I ZAMAKI~ 7 A % T 1gG BIHUEIR APtk & TgM B bkt
R MBI & O SRIEA L L A VSR OEIEALICIS L7z b s S RO FE M
Fa koo & MR 2 A L7 HCRIERE OB SR I N T b,

bivbhidaly =7 2 & OB %175 720 aly ¥7 A0 ) b, GERLEZRT A ERE
ALY/Nsc Jcl-aly/aly {aly =7 Z aly/aly) 8L Ot E LTHONT afifk ALY/Nsc Jel-aly+{(~7 1
aly/+) Hw7z, AIPEETF LV E LTHW aly v ™7 Z1d, Sjogren s R %Y R0 05 o Je s Mo
BoOBWETVE LTOHV LN, JHEFIZOW T aly ~ 7 A THMIRFEBICZ KDY v 32k
LONZEBIRAS b as E AR S Y IS oW TSNV B EAD T 1) ¥ 85RO B 55595
ShTwa™?, aly v A (aly/aly) CTlIAw 8 ElyA> © WL & PHAEIC WA o S VER I 12 %
WM GRD 72h%, SO NT afifk (aly/+) TIREILZ RO R0 -o 720 1208 TIEHIIRE T O 5
PR U 168 TIEBEBR MG EZ D) X 912720 24~28 CTIEE 72 BEMIIL DR & L #i 2
Bros e OBtk = 2 U7z BRpsfiie 8 fila 2 Lo il o Z b L ik L, 7 KEIZZEbIC
Z LN id R 7= Tz, BOEREMREZ O & LU CllatE5Z 0B 5 2 ikt 7 i 12k
At L7z0 AIP BEDBEICB T 2 HAEMILEEIE T ) V2S8R EARTH Y, aly v 7 ATHHIZBIT 5
FIEMMME O EZIE T Y 238k THh 5 Ll S 7z, Pi~ T X CD4 itk L b~ 7 X CDS itk % i
W 72 R A L A DO TR R B M A X OV R e PR R IR v R VIR L 72 B 1 CDA4
PRI A EAL T ) . CD8 Bkl X IR A e o 720 TS ORGED S CD4 B VML 23w
52O CHMIGEL S /-7 e 3 hi,

AR IEEREROFFHRAEL L L TR Z O T W2, OB, TEREEW - JWREIIZ D HE
KOBVERER E TR LD LEZ ONL, ARBOREPMITIEMILERME 2 &1 & 28 DY T
RThh. A7 04 PRI L) MG OWE HA 5 h 2 LIFFRIEIZIZERICL 5. bhb
MIEY 27 14 FEFHOBHE TR A~ — 7 —Td 2 Ki-67 & v IR B X OV /i 1C
Ki-67 bt Mifa 2 MR L T\ 5.

° MHC : F S48 A 8 T84 (major histocompatibility complex) DM, T HilLZEARICHIE AT F
FRRTHII5AT L5 AN HN5,

S LA VR ALY A MF Y (CCK. HILEANVEY) OTFar7ThreVL Ay (A=A T
THEOBEDREE 2 S SNIZ10HOT I JHRIEL VR 2RTFF) 259 MdHbwid~ T AICBREKL5
HI LIy, FEMMEEIERTE B, & MREESEETEFVE LTSRS,
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5. BPMTEHE

20024F, HABEIRYS & 0 HAMINS A H O ti 22 W 200245 252IE < 0, 20064512 H
OO TEIE S B R S 3L #:2006' (1) & LCHET SR

=1 B R R ERARRREZHTE #2006
(A5 46 R P B A B8 - PRI 20)

H ORI & 132 OFAEIZ H CRIERT OB G525 b N 2 K TH % BUKTI,
O F AMEDIEIER R AEME 2 RGO TH Y "y a7 YIlE. & IgG
MAER HCHERDIFAE. A 704 NERVARZ . HORERT OG- 2 Rk$ % i
REE)WERTH 5. WALTENE S, REALVEME IR I8, RRIEIHNMEE 2 & 2 5 0F T 2 9E
Bl oD AIEZEFREOWTRRMED 5. WRIFEE LT, LEESAPE, HE
A2 X BPAZEMEE, BRRE R 5 2 L%V, TEEOHEICEL . BIITFHRE
AWTH L5 WAGIHFOWMEDTD %,

AFEDFBWTIZ B\ TR R R 7 & OIS MINZ & OF 2O THETH Y |
AT 0 NG L D RG R GHRZHNILHT %o

I. GRS WAL
1. FREHRBATIC TR 72 EIEE POl G & IR R 2 30 % o
2. MEMATEy 707 YIdE. & IgG e, & IgG4 MiE. H AR e

2D o
3. B IAT R & LTS Y osER TREMIIE 2 32 & 9 5 H W] i & e
1Lz 5,

ERED 1 2EA T2 HE RG22 3R 2 H SRR & B 5.
L. W IR 2 EOBMIRBZ RN 5 2 L PR ETH S,

FFE20064F- B W BEHEIZHE 5 Ty R POM(% & IREIE K O BE G AR AT I L & SR PR T L e v L
PR R 2 A G DETEBM T 5. HOREEERMAGIOZMIIE L TIBEZ WD, IR
G - N 70 & OENENES; & O NEERFEG S DR BRB ST b0 Bo RGBT IR U
THLRTIEZ 5%,

HOREMEREIIIARI X D FE S Z Z10BEER TR S 2% ) 920 dh 58 L W EM &
TH DA 2006412 % ) #EYT B L7 2 ) H @ Mayo Clinic™ O ZWifki# (HISORt criteria)
MBS N7z, WAL L S AFROBMIIEESISEZEIZI N, WIhd T T4 X— B likETH
%o HOMREMRKZIZ, MAx ORIMREOGISRO b D720, HILEHEMED AR S, )
MR, AR - WM, IRBHEEER, WREZRE MR 2% EILY ) AL A 5> TE TV 5,
20064F 12 H S P E R ERIR 2 W 26 #2006 & L CET SN ORRIRZME#EZX, I=~v2sart
YHADOVE X DER I TV A5, BEB X7 2 7 OFBEiIEHEIZ I D HYE O R WL
HEEINBRVATOA FAORUSERHINEEDR AN SN T WD (F2), AT A FAORISER B
FUREZ EL L2 X ) AIP ST ORELIZHN S 2 A HFREIIMET 95, £2T. 20064E X Y H
WOWRHICL 2 AIP ¥ KDy AHFBEBIME SN, 2008412137 ¥ 7 BWHHEY HTHA - fE &
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DI SNz, 72, 20094F 1213 E O SRIEVER S BRS A KT A > 2009°7 A8 AL 812 M Tk e 2
PR ZEE & O AR S OE R THIRE 7z, WZEIZE L Tl Clinical Questions (CQ) JEF T,
IS LW CQ-1-1)~CQ-1-13). THEMIHZE CQ-T-1)~CQ-T-6), M#FHIZHr CQ-M-1) ~CQ-
I-6). Vit F% CQN-1)~CQN-11) kY ZAa->Twa (CQ-1-1: HOREMEKRLIX?. CQ-
I-1: DX RIREDD S5 7. CQ-T-1 : FHE & DI CEELEKITIE?, CQ-N-1: H
SRR 207, CQ-IV-11 @ & & B IZH 500 ? 2 &)

ko ZE L, BURIZBWCEBHIEEDEBMUIZ 7206 F 5721300 TH Do 2004E12T7 2 ) Ay
IN=Z DTN =TI &Y BRI L THE A ST B 19984E 2> 520074 £ TI22944 D
AIP B2 7= —_X—Z X VWYL, 26% (3% BMEWRETERIY O AIP BB TR SN T
Wbo TOWETIE, HAOBWEREZ W2 THI50% (13/2661) . HE OB AEHE % 5 723 6162%
(16/26%1). HISORt criteria %5723 B162% (16/2661) TH V. ThEN 3 OOBWLikEL b
TH85% (2212661) LAz hhorzl LTWh, BHiRMEICHE L CIZEBLA 2 TH 5D
COWENSDLRL LI, BEIAETE LS TATHRIALAZREBICH Y, REaLBWLEDEEL
WEINS,

=2 ZEDZRIEEDHE
i 55 W e HISORt i ] 5 ik
(2006) (HA)™ (Mayo Clinic)* (2007) (W)
1) Wi V4 (ERCP) BT W
* RS 1% (ERCP or MRCP)
st JPRJiE K s PR PR %
s JEE K
) MR 7-globulin, IgG, IgG4 b5 IgG, IgG4 @ -5
IgG4 O L5 HOPURDOAEAE
SRRt/ NLNQY®in
M) JREAARZFT R | LPSP LPSP LPSP
ToGA M e M | TaG4 By T B
=2 2
(> 10/HPS) (> 10/HPS)
V) FEYMRZ /AR &t &t
V) A5uA4 NG EFhwn “t “t
ZWr I+1 Il (typical) I+1
I+1 I (typical) + I I+1I
I+0+V I+
1+V
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6. BRERFTR

1) BEURHEIR

EEIER & LCid, —RICEBEERIIBHMTH Y. MLVERIZIZLALRD RV, 1/3~
PHUCPHEN I CRIET 5 2 A% \ve T2, FREND Eoh T & LOHBRRE LA, HEN
W, BEIRIZ ERIE S NES L. BRSNS 2 2% (W - A & OBRIATHEE 42 5) .

2) B
1) — el iids

VG 2% 5 O 0 I A )24 R PR B AT S BE O SR 19 BE O S Tk, B (RE Y LE Y >
1.2mg/dL) 1349% RO N b, F7z, HE DK%, HEIC X 2 HEREER (ALP/g-GTP) O L
AFRDH S, {IER CRP ®_EA-$ 561130 7% 0,

1) SR AT

By a7y VE,. 5 1gG ME%E S EICRO 5, [gG DT 7 5 ATH S IgGa @ LA (135
mg/dl B E) #380~92% & @ IR b b, Hilditk (80f5LLRERE) 1338%. U< M4 F
KT 1222% 0 bt EY ¢ 5, F 72, i carbinic anhydrase Jifk#55%. #1527 b7 =) v Hitk#x7
5%\ 07 L OWE b B o

M) P RERESS - RS b

Amylase Bifii129%. Lipase Bifl1349% 1220 5h 2, WEEEOBMG (BE) LAHOLNL
25 AAEBI D B VIS X 2N TH D L E X BN T WD, HHIC BT-PABA (PFD 38 Bl
BT %380, SRR BT, BB LA % 573,

V) HH{EET R

JEER RS A (US) Tk, EAMOREREZET S
(K1) =2 FHRT, V—t— I (sausage-like
appearance) & HEH XN 5, CT TIXUS &Rk, OVF A
DWIERE EF 5 (2)0 MW XY FEDRIC R BRER "
(capsule-like rim) ZRHLH I ENH 5L, OIS Z R
DU, BRI O RRTEDS R Ve NSRS AT RS
W (ERP)™ ™ TRIMEAED Sh (B13). Hflfgid,
FREENEE LD DM, »OBEOREEZ ZES . ERP T
PGS E AEDZALZ R E T, BRREDOZALTH 2 e
bRAO LI, B & SRR AT 50 BRBTEOME % )

Rk Rk a—2 2L, U

255546, ARBICBWTE, LROFHEOE LW ILEL FAMIERL TV S,

M1 EsEEiga (US)
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BOBVIENS V. T2, ACREMERSE TSR 2 @HETH 2 Y Y, x5, A
¥ HRLTEIIAE 503 TR (FEPIRAE) ke 2 H8iee 3 575 L M2 S T ERIRAE £ CRUR
Pepkae 2 ok U0, JUSSPERALPENNG 25, PRI AE. WA B X OV T ERINAE I & OB DL L 2 5

2 [EEBCT 132&E 3 WRERERIDITIERESE
Tl US & AARICOE AMEICIER L T, T BT 5 BN TR 2 780 %o

V) ML R

BEIZEZ ) ¥ NBR, TEMIE OB & g3
HREZ Pl & LB TH 2 (M4).
REMIE BME LD T M (CD4+Fth)
DEEPEERTH L. $72. TORBEBEMI
(SRR A I LRI 1gG4 2 5B %o
S 51T, BN OFRIRIC a1 PHEMERIR 2
B 5o

AFTOHCHREERS . (AIP) OFFEBZD

R vossk e M R E L2 4 FREREHEETSR

FEiRE T3 4 (lymphoplasmacytic sclerosing JEBR B M O i 4 & MBI % 1 o 72 e 233250
bbb,
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