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Current status of diagnosis and treatment of pancreatic
neuroendocrine neoplasms
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Abstract Neuroendocrine neoplasms (NENs) are rare and highly heterogeneous tumors originating from
peptidergic neurons and neuroendocrine cells. They can occur in various sites such as bronchopulmonary
and gastroenteropancreatic systems. Pancreatic neuroendocrine neoplasms (pNENs) are the most
common in our country, with a significant increase in incidence in recent decades. Here, the authors
primarily discusse the latest research status on the classification, diagnosis, and treatment of pNENSs,
aiming to provide guidance and reference for clinical diagnosis and treatment.
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R WA EL ., BT, EHLSSPEANRM®
A T A I R 5 — R I e e R A B 22 4 Y
12360 2 5 H N A d R BT 9T S TR XS TR IR ik 22 TN O
A i JEg (pancreatic neuroendocrine neoplasms, pNEN )
(73 9032 Wi 55697 R HEAT A 4

1 pNENMI4 Kb

NEN 1) 73 2 2 48 F 2N I FL T AEHZ (WHO)
TS TNM 0 PR S, M EYTELE Z I
KATIR A 2B T 5% .

1.1 RESR

2000 4F, WHO & UCK NEN 432 =26 & 401k
R S D BN (s A N UV S R D W & i
We— N o> LI A PERIR . ELE 2010 4F, WHO HUH
TR W gr s, R Ceae T
SEGF b A R % 28 R A Al ORI, JRRIA T
T M8 Bk oMoa W oo W M
( gastroenteropancreatic
GEP-NEN) 7»28 R 48, A8 M A 18 78 5 £ Ki-67
AT 2253 BT ROR Har 260 10 29 N o3
J4  (neuroendocrine tumor, NET), 3 %% . fiZ& N4
WA (neuroendocrine cancer, NEC). BLIRTH RS
LA T A WA U BR300 S TNM 3 4%, b
F14) 5 % A7 TR 2 U 47 552 Wi e ) e 24 PF P

SR Z S5 JLAR WA 5% Bz b o vh % 3 9 NEN
B8 Sk T vz, A P S W AN [6) () NEN [[]
BB 2 T 390, 2017 4F, WHO #5000 % 73 2 &
GE AT R, i — 2K 39 NEN (Ki-67>20%) K
53 R A BAF I 3 U NET 540k 22 NEC (£ 1),
FA, HAE VT I FOR E SO T IR A PR R 2 )
WhgE, R X AR B RN W (RS IR
SR L2 B ) R NEN 45 JF B4 1 e RN TR A
L S VS | S S N /S
neuroendocrine-non-neuroendocrine neoplasms, MiNEN) .
SR 2N AN KRR, HERA
MIiNEN #fo 2 3 1 2 AR = 19 i, /> 20 MINEN A fig
J& T o3 A BLaE i bR 2 0 . A I A T RE R
NET, AN 70 M o o n] REAS 2 i, ) dn ik 4
DR U ) U L > = ) = I s AR A 79
NEN HAFFA AT, JEAE 2019 49 SR 2 5 5 . JBE IR
NEN, JfirHZES

neuroendocrine  neoplasms ,

( mixed
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&1 WHO 2017 R NEN 7RI 5 R R 5t
Tablel WHO 2017 edition histopathological grading

system for NENs
539 X

LR NEN

TZNET 253 251H8<2 1510 HPF 5 Ki-67 $6%1<3%

2NET A 225345140 2~201~/10 HPF 5% Ki-67 45 4% 3%~20%

3YUNET A 253245 18>201/10 HPF 5 Ki-67 5 %50>20%
431625 NEN

NEC 7 22535411 %0>201~/10 HPF 5% Ki-67 $5%0>20%

1.2 TNMS4

NEN /1 TNM Z3 9% s £ B #if 28 1N 43 6 ek 9d
245 (ENETS) T 2006 41 k4. IL5, Fischer
SR 33 B 40 G b e IR AT T R DT A AH O F 5
J . HE T TNM 43 90 I PR AH OGP . 2007 4, 36
I A 9 0 22 01 23/ B PR i B B (UICC/AJCC) 48
M7 T — & 5 ENETS 43 % & G 5 Bl
TNM %3+ 2% % %: . ENETS 5 UICC/AJCC W6 Fh 43> 2% £ 48
) 25 T X T B Lo AJCC 55 7 WUR
T M o W R e, smIA R R OGN (T4)
1717 A A 45 F) R0k T 45 ok LI fif ENETS 43
W R G0N T4 FoH 2 N B AR 4R 4548, 111
HOFE XA T4 (MA) )RRk 4 5 & (1B) .

MG B, XFTF ENETS 5 AJCC #2020 R 58
BN G e — HAETE, JF B 2R W] P 3 4B
FEAE BB . 2017 4F, Luo K1 BAP R JH] SEER %% 42
B (n=2 529) F1Z th0 55 BA 3 (n=1 143) %
ENETS F1 AJCC 4391 53 28 09 i FH #4743 07, BB T
PR R RGP 4 AR R Z AL, JF AR a1 42
T — Mo 0 Bk B ENETS & 4 —mENETS, 78 {# £F
ENETS £ 4 TNM & XS 3L T, R 1 #8435 AJCC
i) 73 3

M Z G S A AJCC 2B S i (£2), 3%
T mENETS &%, Bil T ZHMASHZAL, R
T ENETS R 40 (% 7 A bR o, BT T 166 38 Fodl 2047
O bRAE, W F 2R RKDNSHITHH, DX SR
PENETP, HHEIT I R R G R HEAZ RN T — /80
N2 2K 50, R Sk B K >4 K Ry 0 IX 3k 1 4500
XA 2 H A G TNM S R 5



553 491 Tk, % R R 2 09 20 0 B 8 07 Ik 313
*2 NENTNMA RS (AJCCE 8HR)
Table2 TNM grading system for NENs (AJCC 8th)

I3 T N M
1A T1 (M R/ N<2 em) NOCTE Xtk L 4555745 ) MO(JLiAb§57% )
B T2(J9R /N 2~4 cm) NO MO
A T3 (MR /N>4 em B MR RAE + 8 el AE) NO MO
1B T1~T3 N1(1~3 4~ DRIk L 455 5% ) MO
I (SN N2(44~ B b Ik e a5 % ) MO

T4 (IR A= AC AR5 T sl K A BE ) BTN MO
v [EREN) fEAT N M1 (A L7 )

2 pNENHJiZHT

21 HAREISH

RGO NET (1, 22¢) 4 ff 3 5 2 9k 2K &%
BN, AW RRE/ANE . R ERREE
A AL, B RTARR, g a2 R
R B . RO NET (380 WIES
FROE S RZU0 NET 261, TR X HI7E T HAE &
FR AT 22 53 B30 PR F G 5 48 B Ki-67. AV EUIEBL TR
O NET AN R B 28 iy “Eh AW AR e (@ )5t
[DE-3: WL RTAUE 78 i SN SR RS 1B A
5 NECXE LA IX 73, X2 0 A7 B A @ PR AR
(9 NEN Ha] 8 5 28 5 B %50 19 B A
22 HHIIREY
2.2.1 *E4##:7% & A(chromogranin A, CgA) CgA &
FURT NEN £ 3 B9 AE AR S, = — M fi 2 i
oy A M R RREE 1, BATE 30 4R HTAE AR
RAE BN, RN 10%~35%, UK E N
329~92% . CeA TEZEAMEBE % . FUBEA L. ik
[0 A SN VS E DT R 11t R A L RV ST 4 2
R T, AN S A T E, Al TR
I RIS WS B9 NI . SeRiiFSEIR BT, CgA 5 i
FER/NBUS HISC, (HIAE AN X — WL AE S
2.2.2 5— # v % & B ( 5-hydroxyindoleacetic acid ,
5-HIAA)  5-HIAA & —Flfn i 2 AL A 74, Wl e
MR RN PR o AR SN e S S IR R
Ju H U, bR 5-HIAA T i X £ 78 28 0 25 8 1R 1Y
NEN ) U 9 70% , 5 5% B R 90%~100% 5 4%
M, TEBAREGAMENHELT, ZAEWREY
) B IR 28 359
2.2.3 J& % 1?" J% #8 % & & 1 (insulinoma associated
protein 1, INSM1) INSM1 J& — Fl#7 & B () #f 22
RARAEY), SRS N WAREY AR | VR
HEHAMCDS6 ML, FERBEHE R (95.7% vs. 86.0% .

87.3% . 86.0%) , {HHUBE R (80.9% vs. 99.1% .
88.0% . 953%) ',

Y TAL GE R A R AR W Y A5 A R BRI
AER2EFHWE T 2 0 i Wi J5 ok 82 AR W br ik
P HERG M OT S AR A O, o DU g 4y
WAL R B S 43 M (NETest) 3 AR e M@ . NETest
I B A W8/ v (PCR) K T 514> NEN [y %%
SRR, JEE N NENRIRWE R, HATE A 2
5 ONIE B, NETest AH Fb A% G2 5043 87 9 A i
HHEER, AR ENEURE (595%) RS
E(590%) ", HOANSZ BT A R . S
i, NETest {5 AHEREHIAETi & T H, AR
1Z Wi GEP-NEN (19 8 55 5 il Fle AR SEAT LA, &
PR NETest i 5 5 BE AL T CegA  (56%~72% vs. 83% )
H5 MK MR Z A, NETest 7£ 15
R R i e . PR AR IR YT RO A PE AL TR TR 2
58 4 T T L 3 2 KA T s
2.3 EHHZISHE

WAL R BRI AL R H (CT) R
AR ALE (MRI), %FF GEP-NEN §J & {7 . FAE AN
SrZ T EEE ., o 2] CT ik A B F
BEZWIE, N NEN R & k5 5 8 ka2 30
MG AR, T 30 ko 09 2 Ak B 8 5 T MR X JHJE
IR i 5 3 57 1 9 A8 B S BURR, TR FE 2 W pNEN 5
JHF- 2 3% B o A3 o

I T 1w AT 1Y) 3 R O OC T R AL ZE R A
(— 7 AR HEI 3 B2 7)) 3 5 MR EA% GEP-NEN Jif
BERGUIOT HAE B R MRT R B A 3 A AT AE 4 )
NEN JIF56 % (12 B e i e, Uy 86% , ¢ 57 &
k94961 3k Tt Y 3% I 3 24 I L ) 3 5 R 4 o
MRI 76 PFAl 5% #% 19 NEN B oA 83
2.4 SFRAGISH

AR ZR SZ AR N ER AR B 20 i 28 DLOR gk © B
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FHF P74 GEP-NEN,  H ] AATTf# A "' In-pentetreotide
5 ®Ga-DOTA-TOC Jilt §F 4 #5 id 2 K R LW
(somatostatin analogue , SSA), MITHFRIF LT HZL
i 1 ®Ga-DOTA-NOC F1 ®Ga-DOTA-TATE #J GEP-NEN
RERF . 2016 AF 9 T IR S YE B T ®Ga-DOTA-
TATE #f Et "'In-penteotide 7F Jit & k1 5 4% §% kb 1) 45 5]
AR B, AR T 33%~36% ) GEP-NEN &
FHWRIT k. BRIz A, 2021 A — T EF X}
GEP-NEN 119 B 551134 1ij B 5 bbb %8 T PET/MRI R
H1%Ga-DOTA-TOC F1 PET/CT 2 [ ®Ga-DOTA-TOC %%
B, R TETE AR A AR AR I L TR A

B T SSA b, SF-FDG 3% 2 ] 45 B4 25 L W) i 1%
[ REE B, SF-FDG A8 5 7R i 8 v 4 25 4 5% i 1R 1Y)
KA, 5 ARG, AHOCIF PR
BR-FDG $E BORE BE AT 7 X0 1 90/2 9 R 3 9 i
H 5 WG % A G .

HAEKMRZRNEBAGHALL, K900 NEN
(1. 2% ) REEHKFHAEKME2Z K
( somatostatin receptor ,  SSTR ), AR s M A,
o, SSA fE I 9% %I NEN 9 3 68 & 1% 7 1w
T BF-FDG. =% 5% NEN (3 4%) FlNEC i 1 T H
AV R ) A A R AR Y SSTR 263k . It
BF-FDG 7 =5 2% 5 NEN [ D) 68 5 15 5 18 6 T SSA o
2.5 WERISHR

N 5% H 7 (endoscopic ultrasonography, EUS)
FF 3P4k S B iE Mg, 4485 GEP-NEN & A JL 14
B 03 s o EUS BYPL S AE T 6ETE M o 8 8 5 48
HAWMBEMGEHZR GHL AR E, REE . .
T A8 . TR R B NEN SR A 1 k2 K
e, JUHXE T pNEN (965 2R 0] 35 86% ,  HEAf % =
ik 98% ., BRItz AN, EUS IR REE i 40 41 0 4l B 4
LT MM 2= T oy F o0, IR RAAES T ARME
0 R AR Sk L 2021 4F B — T5BF 5T 1L A
T EUS-FNA (4%t 40z ) 1 EUS-FNB (20 & 28 il 1%
) M2 Wi PE, & B EUS-FNB X Ji i NEN (%)
W] BEAL T EUS-FNA, 5 F R 5 A o 38 5 5 40
Ki-67 47 B 4 AH G

3 PpNENHIEFAFZR
pNEN R % HA G R Z M Z 4L . MMEE R K

FRRF L, A T SR I o DR B R B0 B2 L i IR
oy R B . A G RESE AN TE]
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3.1 YRS

3.1.1 SAA Mt 90% 1 = 43 4k pNEN 3 ik SSTR,
P I A8 1 SSA I8 97 X pNEN JE % 4 4% . SSA & H Aij
P SR Y — £ 2, IR b R PR K
RSSA KB il BRORD 2% Ee K . R R 24 0 X SSTR
2 HUHISSTR 5 BUI A Beum (W 25 Sy, Hep g W e
45 25 0 AR o Rl KK, B M A
FH OG5 © I B SSA X 4 il iE R 19 A3 R [ 22 B K
BT G 742% (61.9%~92.8% ) GEP-NET & i 1k
Z% @), HOXF pNEN f 38 58 o A5 300 i 75 [ 58 it
JIK 4 B X B 2w T B AR AE ] (progression free
survival, PFS) : 143 ™ H ws. 6.0~ H , HR=03,
P<0.000 1%, 53 A —TUHT IS PR U pF 0ok,
Jig 1 B NEN FE A 7 751 52 2% B IR 3A 97 F B )5 22
iy B HE &, W LA P AR AR 8.3 AN A S.6 AN H
L PFS, Ki-67<10% # 3k #i fe K, H I &5 A
RN SRR T 25 .

DI, SSA{GE F TR NET (1., 24%),
SR, AR R Z I 580 S R SSA i H T SSTR
B 3 9% NET (47 PFS: 4~8 1)), dbEMZ N
Oy WM IR 24 (NANETS) PHA K, 7E4E¥)2% B4
) 3 94 NET 35, SSA IR Y7 B b I Jeg 2 il 1t ) i
—ZIRIT RGN .

3.1.2 F# % (interferon, IFN)  IFN f1E ] 5 SSA 2§
L, HEEERERE RSO 22, WZEAR, &
YER RS ™, 4% R IR L JE ST . AR
HREI ] R AR D REGR R . I IEN H
HIAAE A 2 259, 76 BF X ME IR Pk 28 0 28 & fiF i
A5 SSA BXA 2 .

3.1.3 $2é 254  GEP-NEN {4 80 i) 25 ) 32 25 2 41 %)
B Wl e S AR, DL G S P L
b R - 1 SR aE Az 4k o H RTE 00 88 ) 25 ) f 4
48 N B2 4 e A= K I ¥ (vascular endothelial growth
factor, VEGF) #0451 . MiFlzh ¥ & R E N
(the mammalian target of rapamycin, mTOR) LSBT
fix 2 MR W W I R
TKI) %%,

VEGF #l il QR 259 VU ARER Bt . H Ao
BIEVR B, VEGE 410 il 500 75 45 B % o g v s 3% 36
JE— AU S R, RIAE S O A Y
I GRS K AR L g E J LA K b S PES 4
A, PRI 28 25 ) X R s T, S
NEN,

(tyrosine kinase inhibitors,



3

T35, % B 22 79 2 L 57 TR 315

mTOR 0 i 57 40 K 25 ) AR 4 5 w] , w] 417 i)
mTOR 7E pNEN 2 ift o 32 21 Jil £ 2= A A -1 )
PG ¥ 38 B AE . 7E RADIANT-3 3 561 |
MK 2 55 ) 26 W B B AR NET 58 3% vh 47 PFS B i 4 K
(11.0 1 H vs. 46~ H , HR=0.35); RADIANT-4 ix
g 5 XF RRAL A b, K 4 I ] 2 g G T
fie H 7 18 A1l A NET &8 35 19 47 PES [7] 4 4 K
(3910 H vs. 111H, HR=0.48).

TKIC R Y hEF e R SR, Hhar
Je e gAYy, MR MHALGY . £
SR UE R T TKL AT R AE R, e — I i
IR 5 B R, &7 e B e W3 ZE K b PFS
(1144 H vs. 5.54-H, HR=0.42, P<0.001); % —7i
BExE 2 LR R UG PRI B oR, R4
PFS [A] #£ 4E K (13.9 1~ H ws. 4.6 1~ H , HR=0.34,
P<0.000 1) H % W2 f% % (objective remission rate,
ORR) & ZH4 T+ (19% vs. 2%, P=0.002 1), FH7E
KA Wl AR R, IEH TR ALER W
RAFITRC, IFHUS 0 ) 245 9 HL B 55 ORR 3K 19% .

B ) 250 H A T R, e R A e 1Y
BE, HTMBLZ AR EDREY ks S H 2
JEOU O IR b S A A R R SRR A S 2y
Py AS B gk Sz Il e BEASAR AL T 24
3.1.4 4Ly7 X TR NET, KREZEHLIT 7R
BITRORA R, AHEF LRk EE, AU M 7 fr
K, REDE, K-67HEBKFRE (515%),
SSTR BH £ HH At J5 58 ¥4 28 WA &0 T A 148 2% 1% .
DIBEIR % 2 (STZ) MALmt pfbyr 7 E ol M2 H
HI A R+, HAR AT L $% CAPTEM (R 55 fth i
A B i ) 5 FOLFOX (R R MEIE | 7 i iR 45
YR )

XT3 NET, H s —mniE, #1282y
Y97 553z B R0 o AL R BE B 2, X Ki-67<55%
(1) NET S8 % %% (ORR N 15%) , i %} Ki-67>55%
B NET U B @ (ORR b 42%) ™7, [Hik, X}
Ki-67<55% (%) 3 2% NET 345, #1280 EM1E 5 b7
e % 06, A1 2% 12 9 NET, 7 25 550k i
JEWIARTT % X Ki-67255% R 3 4% NET, 7]
S NEC LI . WFRPIEW, X T L&A
B 3 L NET, DL S Al 9 10 )7 25 90 45 38 JE 115
P, A% 0~38% A4, PFS 2.6~89 1~ H A4
CAPTEM # Uk W1 [5] B 45 250, 2% fif 20 129%~38% ,
PFS } 6.7~151 H .

NEC (8 & Wi J5 th 22, A D7 v AT TR
JRRYIBR A, ENETS Ak ] LL2%5 & Bh fbyr ™, 1
ARATTYIBE I NEC (4, mE1 % BT 257 .
DI RZGh E A AWl 2 — 4%
J7 07 Z P ECR B BCS RIE  IR 9T R
NEC /) ORR Jy 30.8%~63.2% , " i & 2k 75 8
8.9~12.5 4~ H =0 A7 48 XK iifs R 561 i 7R CAPTEM
XFNEC WA SR, il Bl A KItint S
CAPTEM 7E 3 %% NET 5 NEC H & b (1997 L 17 1k
B, WoRMEREA R EES .

3.2 Bk = 1K 5§ & M #% & i& 9T (peptide receptor
radionuclide therapy,PRRT)

PRRT /& — Ff & '] £ X & 35 SSTR 98 4 A 1)
BT, 3 RO AR IS SSAM L T JLAR Y A
FIOE IR, PRRT X 3 9 NET A1 — &7 3L, A 3L
RN 35%~42%, PFS N 9~14 4 H . TR, 7E
AR R Ry SSTR R Ik 19 3 9 NET & & h % &
PRRT 24 HLAY™ . PRRT A9 3= ZAE FH 2 28 i Ik 5
o s b e, (ERCRA R, BT L PRRT IR YT — %
HAE R R =G 97 I %, SCEE N HALZG Y
TR EAE G T ARERGIETTE
3.3 REIATT

AR, & R MPEIRYT O 78 2 P e A -
HUAS W 2 o)y, {H X% GEP-NEN 89 1% FH i 4k T3 &R
BBz, IAT B FE 085 A 0 AT 250 0 A g
fiX, MR EEITR.

AN il < = |
inhibitors , 1C1) [ 253697 £E 22 WU 52 v 38 3 fz ke
WARMC A A 0%, M, B ICLIA Y7 7E 1 Xt
151 201 GEP-NEN B 28 8 th 50 47 197 8, 20 ¢ F
B B BT I A g i B P I OF K08 W, ORR
TE 9.1%~319%",  H. 7] Gg X 1L 97 i ok J& Y 1R 28 Pk
NEC A WRIFAE Y, HH B s 16 A Rk — 25
IR R,

TCT I 5 308 1] 470 10045 26 1 24 00 X5 AR 7 AS T 32 5
MEVA T bR R R R — e R, WE
[i) F9 BIp TR A AT AR a2 e B 2 40 0 A 2 O 1 s 4t
Jip g B 207, JF HL A W]l F VEGEF 9 67 8 35 3 #F
ICI Y7 2L . MD 22 18 2R 9 AE v U 25 A 1 1k 30 45 )
WK, ZIEIF T E X pNEN (1) ORR 4 20% , PFS Jy
14.9 4~ H P,

ICL B & 97 WG 7 F R W IEEM R,
NICE-NEC #ff 75 e Al T —Ze k97 hn 1ICL ¥R 97

(immune checkpoint

http://www.zpwz.net
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3NEN Y70, HAR R 9 ik SR e A 47 51 40
BIT . VIS R R X W AN LA B AR A A
BEAIFEH, ORR N 54.1%, WALPFS i 574 H .

A IR 2 B I Y I R TR T AR L 4 i
(tumor—inﬁltrating lymphocytes , TIL) #&id . @& PD-L1
ik . WEAE 0 AL Sy B TR BR B T i 9 A 5
N, GO PR MbRE, RS R
B REVR TN A I R g 45 2R WoR , B4 pNEC
TE N B Z R NEC #4361 TIL 5 321, Hoal g &
NEN 73 9% 5 1E AH 5C1, R BIIK 73 4k ) NEC B 45 %)
MARTEIRIT K 55 B Mg (P RKF TIL 2
{EF1 PD-L1 R IA Y NEN) 24kl “ ™ 42
m RPEIRITIT AL, PRE LN SRR T T B W 1
HAGOC T ek 28 v Misg ™ IR A 5 RS A L 1 62 465
T A B R BV IR 3R A R RE ) L m
T MY (MHAMENERL) DAKS
T 20 Jf 55 45 (Gl 2o fiff ) 3% 00 38t % 81 19 390 ik Ak R
T) M HXT IR Y7 GEP-NEN (1 il 17 ¥E A £F ik
— 5 .
3.4 FARigfr

FARYUIBR — B PLR# & pNEN 19 15 LR 97 5
%, UHXN TR S BRI, fERA Tk
AT RIS T, EER LLFR YR
PiR(=p. /4 A
3.4.1 ¥ T 2 # M pNEN (functional pNEN, F-pNEN)
B 7 e 5 R ) — s R AE AR Ab, F-pNEN S 301
PR 53 W6 % VA 38 2 5 | RS AR L i 9 4 W 25 G A o [F]
if 2% & 258 43 F-pNEN A3 77 72 388 KB kv ae, B
I ENETS HI NANETS 948 /g 223, 4 2R a] 5 1915 |
JiF A JR BRVE F-pNEN (835, T g Ko, #B R AR
S IET AU
3.4.2 4 I #& ¥ pNEN ( nonfunctional pNEN ,
NF-pNEN ) 75 ZEXF i g 3547 25 5 PEAG DA I
AT ARV, AL g o 3 L & kb m DT B
WAL o SRR AT UIBRMEITAL DL KN 55
(1) JRy B B NF-pNEN (1 FARIEIT . I >2 em 35,
W BCR BN F AR Ik . i T 30 98 8 S 3 H
BA B R Bk a5 8 RS (229%~50% ), H. 70 ik
Wl 2%, B LLF R O7 2U0 R Bk o Y AR VA 1 DD B
AR EEEH o X TIFE < em #, R KER
MH—ERK S, W RTINS T 1~2 em
KNI, 2R Sy Jmy BRAE 2 9400 NF-pNEN  (34%),
AR % R AR IR PE VIR o N Ki-67 AR 9. B

http://www.zpwz.net

B AU i, B RO 0 [R]85 R Y g, AT DLk
FETFARUIBR . HRZEAE O RUL, X Rl /N b
CER i o (A | NN = I N s o A R S o
(<2 em 9 1 9% pNET 14 3% . 29 pNET A 16% Kk
AW G REN) | P R R AR TR AR B 0 XU
FUDI BRI P9 A0 53 W6 D B AN 4 0 AU, i 17 O %5 T
AEZ A e RE . — IR Ge M 23R X 5 T [a] Josi
T (3 540 ) &) RO 25 A B B, R I X
T<2 em B NF-pNET, W52 —Fp Al #2327 (1) & A0 F
ARYIBE 07k o 55— Tk A Ay 24 1 B g A 55 /4L
(1) 17 B P BA B BIE 527 v, 89%<2 em [ NF-pNET i
AR DT 17 A T A R R . (AT
T B SE B R BR <2 om B P RE L DR A B ik g
<2 em, HW AR KURS: AL 25 2 TR KT B4
5 R SF<15 em EEME, R5FH1.5~2 em
R A IR LA e R R 2R (17.9% vs. 8.7%) ,
S 1Y Ki-67 75 % (Ki-67>3%: 35.9% vs. 18.8%) ,
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