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Abstract: Autoimmune pancreatitis (AIP) is a rare disease, and its diagnosis should be made based on a comprehensive

evaluation of clinical, radiological, serological, and pathological findings. At present, AIP is classified into two subtypes of type 1

(identified as the pancreatic manifestation of IgG4-related disease) and type 2 (identified as the pancreas-specific disorder

independent of IgG4). Although type 1 and type 2 AIP seem to have different pathogeneses, they tend to have similar radiological

findings and exhibit a good response to corticosteroid therapy. This article mainly reviews the histopathological features of the two

subtypes of AIP, especially the diagnostic challenges encountered in the interpretation of specimens obtained through endoscopic

ultrasound-guided fine needle aspiration/biopsy, to as to help pathologists enhance the accuracy of the diagnosis of AIP.
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1 HE%RE R (autoimmune pancreatitis , AIP) 1
L ERAE

11 AIP 95 Ul RAFAE 20104 [ BRI Hp 2 K
A1 19 [ PR 22 Wi bR 1 (international consensus diagnostic
criteria, ICDC)" 6 ATP i S — Pkl JE 2R 4 L 3L
e PRASFAIE = 22 B A BEL A S0 P sl P IR R o T 4
oA PE R OC HZU A A R LR A M IR AN T AL
Y7 AR B R . ATP2p 2y 2 R 18
o, FR A bk O % 200 i e A b M Jige it % (lymphoplasmacytic
sclerosing pancreatitis , LPSP) , J& TeG4 AH ¢ %5 o3 19 [ Jif 3%
P T8 ERAEVE LS 1G4 AT o IR B, 1gG4RHG
PRI S — b R GRS, JLF T LUE R A 48 B . 18

AIP RIS 2 4efl . A B e PR 58 B AL PRI A %
Riedel HIR AR R 1 Mikulicz J5 /& TG4 FH I $0% 19 5 5 L
I, 2 BIBARRS A VT4 O AR & (idiopathic
duct centric pancreatitis, IDCP), 5 IgG4 jﬁﬂ\ém . 2RI AIP
AJe—Fh RGPS , RN — S A E . HR
SEM g ( inflammatory bowel disease , IBD ) #1A A J& 2 1Y
ALP (B — TP LE R IR R AN L 29 40% s I w12 i 1
A IBD(75% Rz TS i 5, 15% h e 2 B, 10%
RAP) STk AN LR I —I5E X) IBD 8% 19 £
LTS KB, 91 161 ATP .25 1 89 1] (98%) Jy 2 Y ATP,
FUA 261(2%) 2 1 % ATP, IBD 3 % 76 2 A AIP & AE Z if
ol [F] (12 18 (80% ) , {ELtL ] REAE 2 B ATP 2 Wi 2 )7 24
(20%) . JS4E IBD 3 AN T 2 81 AP 05 A M A 1 IR A
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&1 22 955 KU, AFL BT AT Sk v i 2 A 4 3 [ e R A
2 7 ATP FE & MR AL P A 48 B9 191 . B SR 2 R0 ATP
FI 1A ATP A7 — S L [ 45 0, {H3X 0 35 2 AN ] 19 S 44
1 BZE T X 2R A ATP G RASAE

R1 1B ATPF02 B ATP I FREFAERT EE

Table 1 Comparison of clinical features between type 1 AIP

and type 2 AIP
Wi 18 ATP 25 ATP
SR R 60 % (—M>40%) 30 (4¥E L)
BEA (%) 80 50
I 1gG4 K- T (%) 80 ~ 90 10
HAph 28 2 K (%) 50 0
B IR RAIENEIR (%) <5 40
FEIGIRFIR
JE SR /2 LB 5 (% ) 10 60
ToIR PR HIE (% ) 80 30
X RN (%) ~100 ~100
2R (%) 30 ~ 50 <10

1.2 AIP# Birfewy B 73042 AIP BUZE— N2 Wibr e
1 H AR 2722 (Japan Pancreas Society , JPS) - 2002 4 4
L T 2006 4R ITS R ELIE TR LT A4
U HLA R R AR IE . (H H A ATP AR 20 T 50
14 A, 2 A BEA Ty T ) 2 [ B R IR T 14 BB s nig R
h#S B R . WS TR bR, i T AIP
A9 S FEERE - 414027 (histology ) #2142 (imaging) . Ifil.
TF % (serology )\ HAtL#% H #9532 2 (other organ involvement )
It 2 RS 2 9897 19 2 (response ) , Bk HISOR 10!,
2010 4F , ATP 1 [ s 247032 Wb o 78 45 b o 0 25 ik
bl sE L A4 TPS (2002, 2006) . HISORt (2006, 2009) |
Korean (2007) . Asian (2008) . Mannheim (2009) il Italian
(2003,2009) ", 1CDC 2 5 T [ i 52 57 il A8 ) A2
I3 HAER 52 SO R 20 2 B 2% RN 28 [
ERIRYT SUNIX 5 A5 T E 0, JF X 43 1 1 ALRT 2 2
ATP, ZARERR T 1 BUF1 2 ) ATP A2 WO AE , 44 30E
P o 2 AN A  IORY R BE RO ALP Ol 19, AT
FEBHR R ATP S 29% . ICDC H 12 I ATP (8 fie i F b
W, TEIS T Rl og s 7 T L AT R R RS a5
1 78 ATP 38 % 0] LUAE B A 41 81240035 A9 1 ol F 2R 1712
Wi, 5 2 B ATP 75 B2 205 () 4 ZL2E AR AT e A B A 12
Wi R0 F R AR A AN BRI Jay bk BE I ATP DA
ML 1gG4 BAPE ) AIP T 75, HE A2 W A5 0 N 2L,
ICDC AL F 2 Wibr T L3R 2,

%2 ICDC 180502 8 AIP FYH LR HiS Witk
Table 2 Histological diagnostic criteria for type 1 and type
2 AIP in ICDC

i H ZWibRifE

1% AIP
19 LPSP(Z= MG RV ) , B A LT 34k
(1) 5278 ) 61 7 CE0 357 240 BR300, G ks 4 B
(2) PRI ZEPEFRIK 2% 5
(3) LUk e 4tk ;
(4) (>101~/HPF ) 1gG4 P13 40 it
24% LPSP(Z5 WA G k) , A5 A LU T ATAT 2 4%
(1) 545 Jo] R bk £ 2 20 J 32 10, 0y 20 R i
(2) P FEVERR KA 5
() LUk LT S Ak 5
(4)=F5 (S104/HPF ) 1gG4 BHPE S 40 it
27 AIP
19% IDCP(ZS AT IR AIBR) , B4R L T 2 45
(1) H PR AN 33 5 e P O e o o P
RN ;
(2)1gG4 PR 40 i i = ol /b & (0 ~ 10~/HPF)
24 IDCP (5 E RIS ) , AU FE LT 2 4%
C1) BE-76 PN AP 40 ATk T2 3 40 AR R 0
(2)1gG4 PRI 4N B = ol /b (0 ~ 104~/HPF)

1 HPF, w54,

2 AIP )R IR F4F4E

2.1 17 AIP #9 5% 22 3 45 42 (2 % Trucut 430 R 47 A )
1B ATP ZH 222 e 0 3 AR AT < (1) R et 3R 40 Jf Fn o 2
IR R AT SR [ 5 (2) I BCIREF 44k ; () A
I T4 A4 ) 7 K L A2 B8 VKR R G P JE P R K
UL ATP LT Y Sk 1 B BN AT /N b
FIRLGAE I8 1) 2 A 240 AR R A o 1) /DN Ik 28 48 e R 3 4
MLZE R, P BE - P BE A e TR MR 0 . S R R
H B VAl 2 DR R 4 0 B0 i) e TR S S B, (H 4
TRAETELF (B 1a) , XAV S BT AR b F AR
AT A (e A o AR 2 AT RS AR DL A i 2
XTI LG4 AHOC TR Ak R AR A 2, 2 ATP JR 4 H B0 Y
JELR /Nt ] ] J5 2 B RS SR A KA =0 (B 1)
FEBE IR 1 2Bl T [ 28 B2 Ik 27 4k 1R 988 v 1 I 98 2
R HE T 3K, (ELIS -t mT U 3 B (B3R ) B B Z
95 RSB B J50) AU 2F Ak, ol B S A B AL , R AR /N i
SERRT DU 28 AN [R] /N 52 B2 AR BEAS TR 9 AR AR 16
AR R, NI W R DO B BB 452 2R/ i) BT K b
SRR AR | 9 i I8 ] 2R K 2 R S B A 7 41 480, 3
SRR L 1 RY ATP i B ) ] S e R 3 % e A )
PRI P S 0 Tk 2 o i T T ol 85 1 bk 2L 3 4
L35 0 T DA 2, — fig R K ELA% 100 wm B K A F K, 5
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PE/NBIRK, 7R HE U1 o S 45 1R AAE O (18] 1e) , AT I
ATy R BEIE /NSl kR R R AR a5 £ 4
Jeta, aT LG X Se o 22 (18] 1d) o A I nTRER R A
R D I B TR K, AR X MR BT A —
PR E K BER A AE FIT IR . IHE A, 30 AT RE Y S0 22 ]
NS K L5, A0 2R L AT DA M B P ZE A S ik 4% . A

1A ATP AR 25 B DL 4 Fp ] 212 o503 R 28
AF S 190 P b 20 Y B B e B | 3R BE RN £ % B A
Ht 3o A 2 B A S HERR ATP BB I BT P 2
FRERAE AIP (BRI TS Serh & A L AR AR e . Thitk
7 2 MR T FR FE AN 2 1 R ATP B AE , R AR AE 70 BE

i, > ; (‘~ e Sinede) i 5 e T E@
T ca, IR S 45 A PR JSE Al IR 00 B 32 40 M I, 48 b e AR AT S 4T
(HE Y&, x200) 3 b, i SUREF 2 fk (HE B, x200) 5 ¢, A1 2P # bk ¢
SR PS5 AR AR (HE %8, , x200) 5 d, BF ZE 1 %5 Tk 46 (30 )y &F 4k e
1, %200) ; e, MR 545 J8 FEl K ek TG4 BHE (4 2% 40 (TeG4 S i 4 T e
1, x200) ; 1, JFE R - 5 JE) BB R TG BH Pk 600 3% 40 i (TG B 928 4 A e
,,%200) ,
E1 18 AIPRIEF4HE

Figure 1 Pathological features of type 1 AIP
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13 SN0

T R T AL 212 F AR 2 R LT 08 P Jp A 48
55 AR R R A 4120, TR A 2% B8 1 R ATP 53X — 2 W7 i
Tk 3FVRFIE R 22 RIEE S A — B A Re ] 4 = 12
Wi e St . IR IR A SRR TE R 2 15U ATP (112
BT EHICDC K 1G4 3 40 1 >10 ~/HPF 1 Hy 4%
B IBW— LGS, R R AR R AR A T AR 1
ATP 1, Z 5 SCk ! PR E 19GAT S 40 I >50 S HPF %
£ RiE R B AT S R R, BRT X C 2 T ARYIER
FRACIZ W 1 5 ATP Y 45 F 2 — o 1 380 AIP 80\ R J2 1gG4

SR P2 995 114 Jol R 2 3, SRR O “ TG4 ARG R AIR R
XIS TCIE 2 R B A 2 S A B AR S He At 2 R
A BB , K SR BT AR 2 S A 38 ELA I A A
UM 75 TgG4 H 5 B s B 27 3R TS o T i 9 4
U 5 B 25 R 1 35 B 0L T 1G4 3 440 Jf %) 4 %6} %
Ab N TgGA eG4 20 it LE 451 EE TG4 2 i /HPF 14
BT S TG4 3K 40 M 1E F 20 4 BT A TG 3K 40 i (1)
5% AR — L= TG4 AH ICHIR 1) 9 i s 248 PR 5 5 40 i
S HCE B BT B TG4 A Sk )
el AR 3R eG4 A SCBM , 1gG4™/1gG H 4t it
Bi1>40% & — A EE G AE (E e ) . REERC S
TR A A 1G4 M BRI HLUE L Wibr i 2
ST R R TR 1G4 AR L/ H P 2 3 1 A
SUX T 3 A4S 40 £ 4 B A0 BT O 548 Rl RE XA 7
BT eG4 NG AN L o I PR L3/ N b A HL
SR RARAR 3 2%, 7% 5 W SR A Il B R M e 4
71 1G4 Fl 1gG S e AL M5 5t g A W] 12, A AT B30
TgG4 F1 1gG 3¢ 40 Mo gl (IR , PR e A 2 3 110 4t 7E 1G4
Yt (U e PRl TG4 B FTBH P 40 it He 461, 1G4 A
PR H X — HI> 1, DL A ok A

M B2 R 1R ATP B 1gG4 A 56 R 1k 11 IR 48
B, A B T R T DL [ A )23 P 3 ) TG4 SR A IR i
SRIX —FEIE AT REXT 1G4 AHOCH IR I = B SUR AR 57
(HAESE A RS 5 F L T LR X — i Wit S 420
2.2 EUS-FNA/B AR A W7 1 # AIP 4] EUS-FNA %
N TCTE A L8 B L2 A2 W ATP, 30 4 SR it 25 7
AR K&, AR Z 1) SCHR I IR T EUS-FNA/B 7E AIP 41
AUz Wb R A . {3 H AT i EUS-FNA/B 41212412
W7 170 ATP B0 SCHRARGE 22 45 R 5 S L 1 B ATP fY
PAVERIEAVUF SAFRIE : (1) 377 M bk 2% 20 =
T FILT 4E AL, (2) KA TgG4™ S 4L, (3) 8 SUIR 4T 4E L,
(4) A ZEPEFR KA , (5) 245 A FEI Ik L AR i iR i . AN
2 Wb IR A L2 R IE RS AT R[] . 1ICDC R
fiE(2) ~ ()7 IPS (2011, 2018) % JH T 454 (1) ~
(4)!24250  [CDCARHER JPS(2011,2018) ki rh 44 1,
R 3 A ECE ZERAET 1A ATP T S 2 212418
Wro mFREAE (1) FT(2) AT 25 25 1RG0, B e AR AIE (3) ~
(5) J&XF 1 A ATP 1 47 BH B 20 21 2% 12 W 1) OC B & 3
Notohara 21200 g 45 % 81 ¢ EUS-FNA/B bR A< i 80K 4F
A Ak 5y 5 2 0 ~ 86%, P41 ZE PR #i Ik 4 1Y 1R 51 % 0 ~
70%. LK E REE 2 R AR R e R
EHIT RS T ICDC, RAE R Z T i il T 4 8024



T . B & REERIR KRR FIS

1103

EC1) ~ (4), TARRE(2) ~ (5) 0 AR5 S THEE
(2) ~ (5),ZMF5E P41 21 A I RRIZ A 1 Y ATP (35 61 Ee
BIRAR (19%) o LK, 5 —LLWF 58, 5 1gG4™ IR 4i g
X A AT B AT (S A i 7E AT
FEH TG4 S I /HPE S5 $O5 IX BEA 4. 26 =, 1F
U Yoon 25 22 4G ARy, (5 f P 0 2 2 e g 0 PR S
I AR BOAG H R AR K o TS REARAS QNSRS T3 41 2
Yer, A FEVE IR 96 L TE 0 . Notohara 252 5@ i
I Z2 vt 1 IRBAEF S AR T 85 il PR L 2R UE S5 1Y
AP P Je P J R 5 11 FNB AR AR (SR 22 S ) , R %
HE % o ir A5 4 20 7 K >0, 5 mm HL 98 >0. 1 mm
14 DX A7 0 A, 5 SR L 2 P K R 7 mm, 52 6
(61.2%)>5 mm. Jif SCIREFHEAL A ZEVE R A A S-45 9
AR 5 2 Ry B 37, 6% .28, 2% F122. 4% ,>10 1 1G4
M0 MU/HPF 1) % A2 2R 85. 9% . H:T JPS 2011 Y £ 41
SRR UE , A A 2E A 2 W O 34~ B ZAFAE ) Rl g
LW il 2 SRR ) 18 ATP 5953514 39 191 (45. 9% ) Fil
354)(41. 2%) . it ICDC HLI2E2WibRiE s HCA 22 4
(25.9%) F123 51 (27. 1% ) s 9145 G 19 1 9% Chff o2 ) i1 2 9
(RIBE) . i A EAFST , Notohara 254 H 8 i3 EUS-FNA/B
AR A ZUREAR (55 mm) , 7] LASS/D P20 ZU/INEF R 3
TG4 S A ML e 4 5 1S 1) 75 S g fo | AT i 1G4 fo e 241
Al Yo 5 B2, o BE B 22 iR 51 1% SOIR T Ak | 1A ZE 1
Uk 4 LR ATP AT AS 2L DRI, 3R OIS 5 5t Y
AN 1R AIP BTG K2 Wi AR E 8 1 80 ATP 78 1Y 1%
T 2H 2B 43 A 7 T AR A £, TR FNA 1 FNB 22 [H]
O TRT B L, A RS 28 2530 1 EUS-FNA 3745 T /R
FEARFEATIEWT . N T2 HE ATP 3% 4612 W i s o 16 0
WPk, 78 H A B A Z AR E2: K 2 5T, Notohara
£SO IPS2018 i T % Ky L 4012 Wi stk 1 8 AP
AIILIREE R . O T SRS ME 2 BT 1 R ATP, IR R T A
A SUF R AR 22 SCRIANTT : (1 BR 1gG4™ 3 4 i >10 4~/
HPF Z), i £ 1 “1gG4™ K A pd R 8 2 (e oy 24>

10~ TgG4" S A HiL/HPEF) " F1“1gG4" /1gG 3K 40 A LL - 48 fin
(>40%) " L2 1 5 AIP 2 W (4 BE IR AL, 2453 86 B i 4
MEAFFAERS , I AGE TGS ; (2) JF SUREF HEfb e e
I A0 A A0 A RS A 2T A B D AT A T S
TACIRHES . 1 SR EF 2 A v WL B R E 4l /N T
AR R ZEL AU Y LA AERE AN . J0RE 20 Jf 52 R EE T
A Jrykb ke o B RIS A A T 1T S0 1 B R T e S i, LB
REVUI ) — Kk BURVRRAE , Bl Ry S SOIREF 4 AL . EiR
S, A BA w003 R 78 A e SR T S0k
YAk, AR T HEINTE RZ W AR A 5 (3) A ZETE
FDK A 4 12U ATP Y REAE PR S AE A2 A 5 | S 1) BHL ZE 1
P VERRIIORAS . £F 4 AR 98 R 4N I T S22 W b L
(89, DA DX 3 A 1 Ik 5 FRVRE 1 Je P 28 SR s v O 2T 4
PERRIKIAZE o SRR WO 25 55 ) 2 4 e e HU31 P FE M
kAR o TP S T A 22 )2 3 2T 4E 2 | 75 EORT bk
Sl 1B ATP- A b RCE AR TR R A 3 2 1
A R NEAE , R R R A AN IS S A T
REPRAR S A . TR S R 2 5 = i 3
BRI RS o oAb B A 1 B Bt 45 98 (pancreatic ductal
adenocarcinoma, PDAC) 18 % 7~ H /N SR PE | Rk
E i R A S BLAE ATP oy, T BB R % Ol 2k R AF 1Y
PDAC, il & B 0 5 %8 1k 2 (acinar-ductal metaplasia,
ADM) 2 Fil & 73 A PDAC TRV , S0 WL 3. /it rpr
EREARE R A B GWFR N IR A PR s ADM P!
ADM ZE A7 T/ v 245 J RN BRASTRA 1 AR A4, (E 400 i
e/ B L . 7E 1R ATP, T 5RRE 20 AR I e RN AT 4
PRL R S FE AU T PDAC Y L5, 175 ADM Al
70 PDAC S5 AN IRXE . BR T AIP, ADM (AT £ 76 T
P R AR A DR 5 R 1 S P R 58 12 PR R 2 2 Y
ATP FIBH ZEPERAR 5 11

2.3 2A AIP # % 22 52 45 4 (22 X Trucut 4/ TR A7 A )
2 Y ATP i o EE 0 4 4 R AR OB A0 Y L B R
(granulocytic epithelial lesion, GEL) . GEL 8 HEfiE P fh 45

3 ADMASHHLEERENLS

Table 3 Identification of ADM and well-differentiated ductal adenocarcinoma

i H ADM PDAC
H TA) 5 A A4 A Ja¥iva ANURA| PRI , /N5 R4 1 2R B8 B 3 i 22 /N [ Joit
PRAATE AR G T IR AR AE B AN RRAE BT UL A (5 A4 B AR
e &5 45 4 2 5 ¥ &l
e 15 41
I A T 422 19 4 Bl B S %) J A A 40 B A2 HE 37
[3IZIN AN HER Y8 TR, K/ NRDE A L)
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SEMUNGE b RN P R A TR 1 S EUE I B
B R IR 7 , LA b PR A0 e 1 e B 8 (18] 2a) , 26
LI IBD H g et 63 J fier | — 2395 £81] 8k 7% v M 4 i 32 10/
AR AT ADM U2 ([ 2b) o S8 A5 o 61 o 236 200 2
T8 LT 2 RO AP (B R ZEUE BT, 17 ATP H1 34>
FRAE I 20 2124 DU A0 2 B0 ATP R AR/ UL . 7E 2 8 ATP
A B AR LU /N SR B B, T 1 R By LA
NS AL R A, XA 25 S RT R R 2 7 ATP FERE
15 PP BN AR A0 S 7 I IR R A S R 22 — 12 il
ZE3| GEL I — i 1 2 5, AL 1Y GEL U s f
HHEITE bR ) R DA B A BEL P JE AR 2 r o 2 78 ATP ) o —
A R E SR 1G4 A0 L Y /b & A7 (<10 4~/HPF) 5%,
SEASBRUN ., AR, 2 B ATP 1G4 /1gG 3K 41 i i) He il <
40%. 17 AIP {32 W1 AT A6 B Rl o , {H 2 78 ALP
W2 T B A LA GEL AR . an ST 414
SPUEE FLIAA IBD s 52 119 83 R B i LAY 1Y) ATP 52182
FRIEFIXT 2 [ B 3R R A B g, AT LA 2 A ALP, {H AN
LWk 27 ATPT

z ey @ B o)
T a, PR AE MR S48 TR A IS PRI B CREZE L 1 9728 ) 5
b, 48 Bz PR 2E A A 2 b PR A R A b R CREZE M 1 FE AR ) s ¢,
25 F IR 2 20 2R AR B S A A A 2 s R A R
E2 23 AIPRIEZ4HHE (HE 3 ,%x200)
Figure 2 Pathological features of type 2 AIP (HE
staining, x200)

F4 1BAIPTN 2B AIP A LS

2.4 FEUS-FNA/BARA# B2 2 AP 1CDC H1HH A, 2440
ZUP AR 1 b 2 4L GEL H. 1gG4™3¢ 4 i <10/HPF i, Af
A 2 B0 ATP 2 WG, (HGE 23 76 4 AN 5 345 BLE 1) 555
WEHE DL F A U T 2 Y ATP B2 W . FETR R 412
N R R RN IR Y ADM AR T 2
B AR ARRE R SR, ADRE A R ICDC Hr 2 78 ATP (1 2 %
RI, HASEH 0 H 5 10 (177 B8 2 5 ATP (1 FR 3 3
if EUS-FNA/B R BT /2 8 1 4121, 4 21>10 1> HPF (14
HPF #1245 500 pm 2247 ) 19 8 i) , AR 4k 1ICDC b , 4 il 4
LR RPN ICDC A 14, S BN R 2 9% . (B A TE B
B, TE 1A AIP R ] DB /D g e e 4 i s 9 1Y)
ADM, [F HE7E 375 A6 21 2 e WA B — B ), I AT 40
X431 iR 2 2 Y ATP,

3 AIPHYERZ B

1750 ATP 1 2 70 ATP [ 4212 W X HE 2 L 26 40347
TR 1750 ATPFRAE P 20 20 2 ks 32 0 1) B A 22 P T
LV, BB PRI SR 4, SR AL R X2 W B K
T PRI, X B R A T L A% 1 B AP L IR T
PERRAE R EE 2 AIP (I R 3 0 AR 2
DL K HIIBD 6 2225 41) , (H7E IBD 5835 8 Sy 2 Jie it ¢
I, 70 5 R R AT i 24 (a0 S5 Y37 8 A e N )
B Y 200 I 48, 76 Hlart S5 1538 1 2 700 ALP 1, 2/3
B AR IR S8 B B, (E 285 I R b B S R %
FB A TBERGAT ik SR A P A, T e 54 33 o 30 2 S A
AT AT X 43T I 375 450 S P A 0 £ 2 78 ATP IR 4
ZaVEIBERR A8 o B3I SRR 5 00 ) R0 S B R 4
Tttt

Table 4 Comparison of histological changes between type 1 AIP and type 2 AIP

i H 1% AIP 2/ ALP

RAEB L1 2 G AE RIRE N IR LR YESNE T8 BB DL SRR N ARSI
I S B

=i B S bk R AN A A RERE TR MR AN, 2Rk R AN I, B % R A Y T

b P PR AR fif rh S KNG IR

JoAE R FE T SR, 34 L R FURAE T T S | r P A 2 i v i) B
FE L
CREAn i b 2748 )

R R g A ¥ Ja

NS PN 2 RS I Y = TRAE A IR EL 20 BRLBRE PRI i TR v R AT

#lk P ZE M F R Dk 2 PHZEMEFR K 28 7 L

sk B 5 1 Sl Tk 2 i B4 % 2 DL Tk RAE 52 M

JER A S Bl g s 1 20 £ 2 93 A 1 AR T 6 L Ar 2 A PR X 3 AANE M T SR B T IR

eG4 fsE ik F & (>10~/HPF) eG4 2 40 i i ETE 1gGA 3R 4
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i 38 AP SRS T G e i 32 3K L3 1 & A B i X
IO 2 P B BEMIL A X — B S . 3 78 ATP 52 B
TRl O R T i B PR DR A 48, TBR AR B R ok T A Sy
SEPERR R o 3 B ALP 2 Wi AH X fi] B, 32 545 A pie A A
O 300 B T B T A5G, [ b fle =2 5 1 A e MR AR A6 11 HE
b IR, 33X S S PR B AT BE I J TR R 28 B A 24 ) 1 T
JIR % o

4 NG

b SCFE AR T AIP 2 FhOTE R I R M 2H 2 B
FROE, - E.45 7m0 H AR L 538 93l 5 EUS-FNA/B 2

BT 1 Y35 4 ATP i 26 %R‘H@{Eﬁﬁ EUS-FNA/B 3515 &
B TG K AR A 5 X ATP AT EH 2122 Wi R T AT 10 (H 75

Bl EE TS i 3 2 2 ﬂ/\ﬂzﬁf TENS W, A

Il PR AN SEAR F Ll LB AT 5 22 W, SR A T A 4 20

H.JEU 2 W7 AIP F1IX 43 AIP 5 PDAC. IbAh, 2 8 ATP
At 22 W, H T R EE i 2 Y ALP s 15114

%ﬁﬁ/" {0 B B U 5 222 3 A A R S A L Y, o

REIE BTG I RIBTT

EE AR : AR A EAEATH B R

S 3R -
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