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Progress on molecular pathology of intraductal papillary mucinous
neoplasms
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(1. Department of Hepatobiliary Surgery 2. Department of Oncology, the First Affiliated Hospital, Dalian Medical University, Dalian 116011,
China)

Abstract Intraductal papillary mucinous neoplasms (IPMNG) are a rare type of pancreatic cystic tumor, with risk of
transforming to pancreatic ductal adenocarcinoma and once it occurs may confer a poor prognosis. Currently,
studies on IPMNSs are still scarce at home and abroad. Therefore, better understanding the molecular pathological
mechanism responsible for IPMNs may have great importance in diagnosis and treatment as well as improving the
prognosis of IPMNs. A great amount of oncogenes, tumor suppressor and signaling molecules have been found
involving the process of occurrence and development of IPMNs as well as the malignant transformation. In this
paper, the authors mainly address the research progress on molecular pathology of IPMNs.
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RZ IR A AFAEROR A . H ik, B 4 o W]
B TPMN B 73 9 B o b A8 K 5 SCHE AR 19 23 5 AL
i, T SRR 2BV S5 R AETPMN A 45 5 P A
W RILZ W iRy MU s B H S

1 IPMN WAAZRREFARSE

TP M N A 35 Ji i 3 58 & 56 28 B [l mT 43 o0 3
HAR AR o L RAE BRGNS
R AR KU A TR TR, o, SRR S
TR0 ) I DA 9 B RE AOF AN U AT 08 2 REAE AR AL, 4 SR
RS DL T AR IS AR A B AR KU T AR, HL 28
Wi kb E T HZ AMFHAYY . 20104F WHO AR 4/ 41 21
FEAB IPMN Gy R 4Fp 27 . TPMNAEAIR S 50 S 760 34
A (IPMNBRYE ) . IPMNAE A g% ) S5 AU 2 (%2
FHEIPMN ) | IPMNAE & 2000 5 80 4 (TPMN A
JEAi g ) . IPMNPE(R B (REMEIPMN) P
IPMNEAG @& B 5 ok, T — A9 kb 0 AS [6] 3 o7
A RE R BN AN S R AR AR . 5 45 R A
I, IPMNAEM A R . 2915%~20%
() 3 2 B A5 RITPMN F140% ~50% ) 3£ JHE & B TPMN
AR B, AR BREBMEIPMNES
T TR H LAY R AR, TR A R TS R A
T3AN509% M £ 3 R AR A RRAE X R S A
FRIEE RS2 L 5% WWAIPDAMELLYE ). TPMN
) Jieb geg M L R AR T Ay Ak Sk N TR R B B R
BELEMUTEMYEREE, 20T F R
IPMN, AR R, RERAIZ U0, HAl: 5%
BN S X gy, 20 F 0 A BIIPMN, 1
BTG PR RO AR XU S A RS AL . B AR
AL IR GG, B L, 2 5w GO R i s A
Ak WEIRA . HA AN M IE S g ) R B
WAER K, IPMNZ RN 2 4tdE, F RS AR g
e 8L B KA R Bk R 2 R B R K 2 Ad T
8L, A RIIPMN Y £ k4 S AhRHE IT Fl
JEF ARG R G 2 WME . B §IEICIE 4 R X
il 22 kb 5 TP MIN A 5 A8 XS AR G o

2 IPMN WS FREFHERFRIER
YT IPMNB & A 42 S ik, TR A W]
IPMNR A R M5y T B A LI b B2, ©F

MR ERENERE ., EASFESFSE5 TIPMNB A
kR R, HEMIPMNE A F AR WS R
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A RAG IR YT J7 28 0 il B AL B8 SR

21 BEEEARERE

2.1.1 GNAS 2B GNAS 27T 20 YLk K i
13.3 7 mi B 1 A R, 67 57 G ) 15 I 8 A 1 i
LZEEEN o WAL (Gs-a ) o AFERAM T B
GNASTE IPMN H B B R AE 3, 21 40%~T70% -
GNAS RAZK 5 IPMN A4 21400 E e, 54’
UL L g R AR TPMN A GNAS %
AF Ry W R 19% ., 23% . 58%. Hosoda %5 ™ %
B IPMN J IPMN & Jf i i & % GNAS 58 748 & )
9K 64% (39/61) F137% (11/30) , Fi ik M9
i GNAS RAEFN 78% (7/9) , MR 545 W9 A0
JE MR b Bz N AR o GNAS B 28 A8 RACK, 439 A
1% (1/88) 1 3% (2/77) , i {E B HE IR
P28 DN G0 06 BT . MR N TR L T IR
RIS ES R K IMRAE . GNAS RAER
TEN [ 4 1 22 IPMN rht g i AN Tm), o,
Jig Y LRI B Y TPMN A GNAS %8 728 R 43 3]
H100% . 51% F1 71% , TFEER R IPMN H i >k I
GNAS 278 P10 3Cilik P 4t i GNAS, KRAS il CEA
1B 4 A6 I A7 BE 42 5 TPMIN A LIS . [ it
TE12 Wiy WROMERT, AT A5 B GNAS 2 [ K i P Bl
IPMN 2 Wi F B84 1) T

2.1.2 KRAS % KRAS 3 A {7 F 12 5 4 o {k
JER, HRAAn M GTP R REZ /i, FEAEKE
SRPLEVE AL, NN AR R G R k. BFAE 1 3R
B KRAS 3L [H 5 IPMN (36t o3 b F %o IPMN
i KRAS 5 R 28 48 R A8 R [ 058 b A Bif R TR, A
T 38.2%~100%"", X ] &5 K 7 ik A9 RAEUE AR
[fA XK. 5 GNAS ELPF AR, KRAS ZEML. . &
9 ) 5 AU A IPMN Hp g8 AR SR IE TSI 2 25 7,
23k 87% . 90.2% . 70.7% ; 1 AS[FEZEA IPMN
T KRAS St R & B RF G iF %422 57, BHE
AL IPMN 1 KRAS €72 %35 100%, 10 i B IPMN
FALH 46.29%"™ . P55 R 515 404 28 500 A
(EUS-FNA ) Kl 28 7 1 KRAS 28 48 R Bk A 41 il
K A AT DL IPMN 12 W7 i o5 11,

2.1.3 RNF43 A B A W% & /8 RNF43 5
o5 B W W & A kR % V)M oG, RNF43 i 5
NEDL1 %& [ 45 &, #0461 T iF & 1 p53 19 Y g,
AT 5 350 98 1) e A BB W 9 R BLAE TPMN h
U fF 7€ RNF43 3k [ % 25, Lee %5 """ it i IPMN
W RNF43 3L R R AR N 23% ., 16— 4N A 176 1
IPMN §JfF5E R, 57 G147 RNF43 £ A9 TPMN 35
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8 il fF7E RNF43 BEPR 5748, Hrh 4% 5 ] #8 1t)
% 7F (p.F69fs, p.S264fs, p.L311fs, p.R363fs, and
p-V490fs), 117 L5275 (p.Q153X), 2 il 5 X 58
% (p.0164N and p.P310A); H 29.5% f¥ IPMN th
TE7E RNF43 & (A £ X T (52/176) o dE— 0
S8R B, RNF43 JE N 548 5 345 55 11 43 GNAS
FEH AR A G, X R W] RNF43 3 K %8 745 1 fig
Wk NI IEE 43 £IKKFIFS GNAS FEH P
FVEA, LFEZ5 IPMN ke ",

2.1.4 smkBs R 4 ZEA W (TERT) i bLAE
AN TRy o 240 6 X R ARE e €0 1A B M A0 i R
A AR u kL2 TERT 2 5% w] K i b
DNA Jill 28 B0 A% 4 JfL G o (R R g, 408 K 45 19 ity ot
AT 4 56 200 i 7 384 59 BB 0 o 7E TPMIN S AR 3F i 2o
i R B R 4 B T AR S G, A0 B )l i 1
P TERT /K Pk 4 5 i b K B, HX — b FE &
T A0 A R S A AR T, WG ARG IR, B 9E R
ACHE TPMN JBEVR P TERT 38 5 R I 25 & T i 8 40 g
(88% vs. 22% ) , JBEIR I b Jgd 4 g b TER'T A il
FH 2550 IPMN ROEAE ) R . 5 5 8 DL
W23 58 85.1% vs. 47.1% . 82.1% vs. 89.3% Fil
84.3% vs. 57.4% , oA M 96 4 ML I A A ) .
HEEWREE SRS 92.0%. 87.8%", It
Ab, IPMN HE12: 905088 5, TERT FikiG kS .
Hashimoto 25 "PVHF5Y & B0 IPMN £ J5 457 58 14 o s
i JEFEIE R T A APE IPMN, iR 28 TPMN
%) B L 0% M W 35 R T A A ME TPMIN & IPMIN £ J52
V36

215 5 HFiARAMXLBEARE Hedgehog JEH
JE— PP RS, R AN T AL 32 B A% A i A
%o WIS AEAE 3 4 Hedgehog 14 [a] J5 AL 1A

Sonic Hedgehog ( Shh) | Indian Hedgehog ( Thh)

FIl Desert Hedgehog (Dhh) , 435 %@ 1% Shh, Ihh
M Dhh EH, HHIERHALRENLRE. Hi,

Shh J& Hedgehog {5 53 i "1 WF 55 S M IR A B JE A
WF5E & I IPMN JBEWE A7 #E Shh 5 PRI B AR 42 Jik Vi
UG, F AT L Shh JE ARSI A B T R AR R
IPMN [ 46501 . TPMN 2l 212~ % 5 AN JR], Shh £ ik
I AR . Jang % Y IE IPMN JRJE . 55
P IPMN ., IPMN £ J5 47 95 M 47 22 % IPMN H Shh
KEENDM N 46.2%. 35.7%. 80% . 84.6%, It
OGRS RN R IR R BT s [RIEF, Shh 7
i 96 1] 5T 4 M b L AR AE R 3k, BB IPMN 3R
KRB E T IPMN 98 538 Sk TPMN; BL4h,

© WA )T i [ & F I F 2P H

Shh 2 [ 1k % 5 IPMN A9k 08555 5 SR A ¢ .
DL 3R Shh (550 825 T IPMN B8 AR K ik J
BENRBENLEE3 -3/ (PI3K) BEARKS ST
A AETE . AR L AR RN E AR S AR 2 R A W ad
PRI IR 45 o PI3KI Ml 76 M T 0 3 5 5 2 Fh g 1)
KRR, MBIt T5% I Ih IR 2B A AE B AR IR L
B3 - ficatalyc- a £ (PI3KCA ) RAE, XFp
SARHH K AR OM204M B T . ES42K ., E545K
(AFEF9) KH1047R (4hEF20) FEFE A A]
SEIMPI3K CANG Wy W B 5 V5 TR 05 46 R i Ak 5 5
MW" Garcia-Carracedo %5U% IHAY 1 9 ) 4 1k
B CIPMN . ZH PR NRE ) PAFEPI3KCASR
AR, RGO VR R R G, P, PISKCAZR
O RES 5 TIPMNEA R . B A PI3KCAZ AR
A Ay 1 R B30 T TP MN AR () 20 b i, 0BT
BN TPMNYR YT RO SE &, A FRiE— B FoE .
BRAF 3 [K 4 i — Pl 22 / 55 20 IR 4 57 1 g
JERas/Raf/MEK/ERK/MAPK i fig & % i 5 5 A
T, Z5REMANZMAEY RO, gl
Ko e T, B SCERIRIEIPMN I BRAF
B R AR R KRASIHEF AL, X42.7%, HABRAF
LN 248 il 38 Ras/Raf/MEK/ERK/M A PKG % 24
A%, DT B[] R as 55 PR 58 A8 £ 2F TP MN (1) 58 AR I iF
e,
22 NMEEERZERE
2.21 p53 AW pS3E—FEN T 17 5 Yk
131 7 sy I 6 DY, bt o5 53 kD 9 p53
I (P53) o p53 P 3225 o 097 4 A R 30
PESEANR IR T dERR LIRS L PR A A R SR i
BRI . 50% L b B S0 R % g ml
B p53 A A, N Mg b p53 AR F B R
e EARSEIX N, L 175, 248, 249, 273, 282
L RS e, AN FAA TR TR, 4 g 9
L MR 9 A AR DL AT O 2E AR AR, H p53 AR T
AN—F, BA TR psS3 3 N 5= AE 0] A o 5 BR
i e Y K tE R e o A SCHRAIRE 9 TPMIN H p53 58
ARA S, AR RS TPMN R 0 3
I H 28 AF R A A B4 R o Kanda 258 1Y % BLAKG0
IPMN HJE p53 5872, . w4 IPMN b p53 %€
AR 9.1% (2/22) F138.1% (8/21) , i
R p53 AR EIL 75% (15/20) o WAk,
Mizumoto %5 "V 5% & BUAR R 1 IPMN R 5 &2 %
MR E W AATE pS3 RAE, HIL, p5S3 SRS RER
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RN IPMNEAS Bk LFERG STz —.
2.2.2 R B HAAR M i B ) K B ( CDKIN2A )
CDKN2A J&—F i 5L K, &0 T 9L A4k 9p21,
A G % W RS TR B A R RN T Lo
2 H 3 4 5 Y A6 B R AR R KR D ) R
pl6INK4a I #h &1 18 . 2 F1 3 4 i (1% H: A 748
BEHE L p14ARF 2 ¥). pl6INK4a Fi% 156 1~ 2
KRS AEA, »TFak 16.6 kD, H—Jrm
it 5 cyclin D 55 G+ 45 & CDK4/6, 4l CDK4/6
VHOBETE M, DA BE Ok 48 B i NS B R DNA & AR
Ja 8l 53— J7 1 Al 3 A0 CDK4/6 3 I T S
2 pRb JC Ik B W2 fb (oK B B2 1k 19 pRb 5 2 3 il
ARG ), WA AR Y A kR Sk PO
38 1E IPMN Jii 988 45 22 56 IPMN o p16 7K [ 4t
KRN 10%~25%, Wi 75 12 22 Pk IPMN 0 & 3k
77.8%~100% . #t—LWF5E B, ple i H Bk R
5 IPMN (LU0 R IEA G, K. . SR
SRR A AR TPMN H1 p 16 25 B2 55351
12.5%. 20% . 33%. 100%, 3% 3 B] CDKN2A %t
K228 S B pl6 & R AT HE S IPMN A8 AR K
HE R V)M G . © A W5 3 R 5% 5 R B R R
pl6INK4a 5 K 5% AR RIK p16INK4a (14 ifi 967 241 i |
B A b, 25 R R A M AR Y L RS AR
KA LUIME, X0 IPMN JAYF 4488 T8 B .
2.2.3 Brgl A B  Brgl J& 5 & BB — Fh e 2 7,
2 F 19p13 Yt ik, J& 1993 4 Khavari %5 F] F 4
MR Brm DNA F BiAE M EREF I 1€ Hela 400 cDNA
SCEET Ay B A B0, J8 T e b AR SER SWIY
SNF i EME GY M Z—. 3514 e
TR 34NN E A, HoEAR 5 M . AR
B g A . AR WESE PY & B PDA K IPMN
AL AFAE Brel JEH AR, Brgl JE PN 28 48 ol 6l 2k P
[A] KRAS J [K AT S 25 JBE iR 3% 1 Ao 983 T8 B 42 fiff
AR P2 Brgl LN AR E IPMN (41412
SYREREIEAE, K. P mHS IPMN g 48 55
B R 28% . 52% F 76% . SR, Brgl MRS
IPMN & A EBA7 LA S 41 21 24 0 R Y 26 R i AN TS 2
Areit— 205
224 MM EH KA R4 DPCAEN T Y MO
K 18q21.1, H 4wl ™) 5 B IE R W mad 2 11 7]
J5, ik DPC4 1y 2 BH 7 ) X PR Smad4, B DPC4/
Smad4, #BJ& TCF-B K W5 5 & % M & 5.
DPC4/Smadd4 7[5 i Jim ok 2 e sy, J2 R o & AE
If B RE SR B L P R AR R R . BT IPMN iR

© WA )T i [ & F I F 2P H

i A FLPE IPMN K IPMN £F J5 A7 98 v #5 0l DL A
M #] DPC4/Smad4 ik, i 75% f% 78 1% IPMN
DPC4/Smad4 £ ik Bl K. I, DPC4/Smad4 fk
Je R R WHR 2 M IPMN 098 10 45 bR I Ah,
DPC4/Smad4 ik # 8 v] G 5 Mg B 5 A
IR WU A P
2.25 ZRM / HRBREOHEH11AE (STKI1)

STK11 X 4 ¥ B1 (LKB1) , fiiF 19p13.3
et ik b, 9NN E T (i 433 F IR
FEB ) A1 ASES S 10 540 T4, HRAE
FZ 5 Peutz-Jegher ZEHE (PJS) H K. H4b,
STKI11 J PR J& — i B [, 2 Fh S AR G 25 1
o . B . OPELIE . Wi AR R AR AR IR S T
Mg . CAMREVEIFA PIS B H T 5
HIPMN 5 PDA . Sato %8 " W58 & BAEA PIS
IPMN ' STK11 il % % & 100% (2/2) , T PJS
B AE /9 TPMN 7 STK11 R 2K 3R S 25% (5/20)
XKW STK11 HEF =22 7] g8 5 £ A PJIS () IPMN
() K o
2.3 DNA FE{k

DNAH AL AT S B B T 454 . DNAMZ |
DNAFE M UL R DNA 5 85 11 5 A8 BAE A 77 X 2l
Ax DT VR S R Y e ik . 2 B 9T CE S R
09 R 2 7 B A T DL 2 26 0 8t % MLl =
5 i kA Kk SR R . ML 80% M IPMNAETE )
B FCpG &y ad Ak, 38 5k 3 i 9 98 S R Y 3R 56
HE T AR 2E g A EJ . TPMNFIDN A B K210 72 3 s
FEPERIE AR (chronic pancreatitis, CP) 251 H
B TPMNEAS 2, DNAW SALFE R Z THE .
B, AE{RZBIEIPMN R 10%/F/EAPC T 34k, i
R PEIPMN A K 50% ., X Flt 22 5 76 45 6 1 A
(E-cadherin ) H R LA AR, HEEARE
e 1R 281k K AR 22 PETPMN FR 20 51 (5 109% F138%
RZEMETPMN A4S L5 2 F NbMLH 1 X MGMT H %
FEIK [ BE o T AR 2 PETPMN (38% vs. 10%,
45% vs. 20% ) . HLUHFEEMHIY2 (TFPI-2)
ALK P IE AR R 28 5 R 22 PEIPMN WL A7 76
HES, I N8S%M1T% ., A, FA R N
BNIP3, PTCHD2. SOX17. NPTX2., EBF3#lipl6
ST AL AR FEAEIPMN TP AR 25 5o
55% Y12 ZZPEIPMNF120% () AE =2 22 PETPMN

HAEAE3A B DL B LR Ak, R, R Lk
Rl ol BT AR ATIPMN BB 5500 . tesh, A4
EDNAF B AL n] G 5 TPMN i AR J5 & & KU A 56
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XiF 5 B AR AR T % DN A H 3 A6 4G 0 A B T E A b
I RR R B R . A, ANFEZETAYTPMN
( FRERIIPMNY 73 SR RIIPMN ) AYDNA A
L AERBAFTEREZES (71.3% vs. 44.4% ) >,
2.4 microRNA ( miRNA ) Rz R&E

miRNAJE 5 A% AW B0 — 28 9 TR Pk Y
HAMENENIERLRNA, KA18~25M 1
g, FEWSEEEREKFHRAESSAK .
EEH . BT MR LA R RE YR,
Jigs Ji 98 Ko HC IR AT A8 FTTPMON o 28 % ml LG i 3]
microRNA S £k,

i 96 40 B mi R -2 1 & 25 b 98 n] S 040 M gE 1
Z B I RIHR B W RE . miR-21K5 LR &
HEMmM K (PTEN) AKFE T, )5 0G
FEPTEN T i i Akt 55 38 [ F1PDC4, 2 JF M 17
FERS . miR-1557F 2 Fh SC g rhod ik, ml A
IHIMADL . MX1TI, ROX/MNTS 3K %k,
R mycBE TG, N & 25 1E . miR-21
HmiR-15578 K Z B3R 2 22 tEIPMN b £ 35 i 3%
T, HFHERRKFSHHPESH 5, B
IPMNHmiR-21 5miR-155% kK B &5 TIEE
Z2METPMN DA R IE AR 41 20% ) (E A5 10 R 2,
miR-155 X miR-2 172 28 P TP MN it 3% ik 22 53 Jjl]
J100% . 95% , T £ETPMN R H 32 3k R AR Ny
549",

HmiR-21, miR-1554%, miR-1017£ {7
ZEPETPMN B IF 98 B 20 20 v () 36 1k K - 2 1 3
AR ZEEIPMNEY . R EEIPMNH miR-10170] L)
TIHEZH2/KF ( EZH2 K V- B M TPMN i 25 F+
W) s [REE, SEMEIPMNAFmiR-101# 35 R ¥ S
HMEZH2KF-THm . B, miR-101335 T 9 0l g8
it F R EZH2ME JETPMNAY AR K b e . Hifh 5
IPMNAI XA miRNAfL fimiR-708 . miR-130a
miR-342-3p, miR-126, miR-223%ER"%1
25 BEARIERE
2.5.1 wiEMEiFEY CA19-9 )& 1981 4L
f) — o B P, 2 H I PR R R B AT 12 W
W HLY )2 0 —Fh R bR S . Xu 5 PR
AT IPMN I CA19-9 ol L TF &5, o
HORAE IR TPMN Al 32 45 B IPMN H T & 5 oy
B Y, 4 CA19-9 #id 63.60 U/mL i, FEAHRR
ARJF G AEE P, meAh, A Sk B HiE CA19-9
CA24-2, CEA BtA KU B8 2 = 17 28 P TPMN £ Wi
AOMERAPE . DRI, I A b T LAGE S i g s s 0 ok W

© WA )T i [ & F I F 2P H

I TPMN 19 %A% J i Jig
252 (%9 (mucoprotein, MUC) MUC 2
—REERB AN E TR ERELE
F, HAEADZ M ALy bR FE, IES 5 NRaE
(R 44 R0 MORE AT 1, HAT A IR 2 A 19 Fl MUC
FEHEE LW EHE (MUCI-9, MUCL1-13, MUCI15-
20) o AN [F &R 4 MR GA AN R 28 AU R MUC,
[ R AE IR 40 M 32 EE 3R ik MUC3, MUCSB il
MUC6, i MUC1, MUC2 K MUC4 F % 2 5 [ i
S R S R RS DO

PR R B, B TP MN T S KU e T A
IPMN, HBMIPMNHFMUC4E LK R ERT
B RIPMN ., NissimZEWE—T099 A1 2356 IPMN
BAWPIR P LI, MUCITERRE/h 4 RIIPMN
T HgE BUTPMN (14 2 35 %53l 8.6 % F135.8% , if
— R KB, MUCT 3RIA Al #FIPMN & A4 %
A5, MakerZ5 55 B 5 AR TPMN SR MUC2
MUCAHRE BT+, EIRAAIPMNF, XFMUC2
& IR KT 0 R I T A ) s g ) S R AR 5 iR
TR AN, FETIPMNILEMUCSACK -
AL TR R, MUCHE A S T A [F 26 5
IPMN %51
2.5.3 KL-6 & & KIL-6 1F J fili B 9 A1 56 bt Ji =2
—, RS TR, SR RPN T
DA R 160 J3 P fili ¢ B ARG . 3T 4R SCRk Y i iE KL-6
IR A T PDA 5 IPMN B2 Wi, Xu % 1 75 — 35
Y4 N 26 151 JEE SR Boh R £ 2 OB A v R B, TR R R
KL-6/MUC1 FH 1 2% 4 100% (10/10) , IPMN
KL-6/MUC1 FH 3% % 20% (1/5) , I % 3 KL-6/
MUCL i £i5 5 PDA ¥ %A 5. il KL-6/MUCI
14 A S Ak AT L0 o i gg £ 28 i J'é, KL-6/MUCT A
HE 18 1 I 9% E-cadherin fl E-cadherin/ [ -catenin =2
& W335 K T #E PDA 68 9 KL-6 %3k
JKOF-BE IPMN SRR B T 1 L TF, Inagaki 55 ™ 78
— 5 A 2H 37 5] IPMN (24 {4 IPMA . 8 f4i] MI-IPMC .
6 1] 1C-IPMC ) H1 66 il PDA 1) BF 55 of & B, 1%
12 28 1t IPMC K 2 28 ¥ IPMC 1 KL-6 FH ¥ R &
100%, 1fii IPMA 1 KL-6 B E % Ky 429% ., dF— 4
I & BT A PDA s 40 it I K i 2% N #8F KL-6
Fik, WARZEME IPMC K AR 281 TPMC Ho 4 i i &
Mo N KL-6 K2 F IPMA, X £ KL-6 E
KA BT 75000 IPMN f4 30 78 R BE
2.5.4 plectin-1 xda MEA (plectin) e —Fh
4y F & 500 kD [ bRl 22 M OC B T, TE R
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526 &

Tl 22 Fn ] 22 2 (6] 2 52 BRVE R, DT 48 < 44t e
MR EE, ITAER, plectin-1 1E b — Fh o B bR ik
Yy v FH TR AR bR 2 W, A SR Y BIE g & R
plectin-1 7E PDA 41 21 v 52 [ 14 3% 35 T A6 48 P Bk A
98 JIE H BB IR 40 20 N JE K36 . IPMN i £F 7
plectin-1 2 55, Bausch % U9 & 3 % 4 IPMN £
21 rh plectin-1 BH % 2 25 83.9% (26/31) , 1 R
PETPMN X} 16.7% (1/6) 5 %1k IPMN %% ¥
plectin-1 # ik F 4 100% (4/4) , KL IPMN 4
Wt plectin-1 FiEERO(0/3), A plectin-1
TR 5B S5, plectin-1 I FXEM R .
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<3 em WY MR R, 3RO IR RS oy SR A
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84%; TE <3 cm B, 5L B RIRY R BE 4300
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