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Advances in non-surgical diagnosis and treatment of pancreatic
neuroendocrine tumors
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People's Hospital, Yixing, Jiangsu 214200, China)

Abstract Pancreatic neuroendocrine tumors (pNETs) are a relatively rare and highly heterogeneous type of
neuroendocrine tumors, accounting for approximately 9.9% of malignant pancreatic tumors. However,
due to their subtle early symptoms, most patients are diagnosed when distant metastases have already
occurred. Therefore, early detection and intervention are particularly important. Currently, surgical
resection remains the only curative option for pNETs. Although traditional treatment modalities such as
radiation and chemotherapy can effectively kill tumor cells and improve patient survival, their treatment
outcomes have always been unsatisfactory. In recent years, the emergence of new treatment modalities
such as targeted therapy, immunotherapy, epigenetic drugs, and other approaches has benefited many
patients who are not eligible for surgery and are insensitive to traditional treatment methods. Here, the

authors discuss recent advances in the diagnosis and non-surgical treatment of pNETs.
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iR iR 22 PN 43 W B JEE (pancreatic neuroendocrine
tumors , pNET) J& — Fv kg U5 T 15 Ji 12 & 240 it 1) S P
Jifdgg o R LAY BR 28 9 4 W BP9 (neuroendocrine
tumors, NET) ZE#I . pNET 7& Br A JR & 4 IR AR i e
A 3%, HEBE SWR S AWML, ik
ARRAZ W pNET B9 B0 98 0. F A 3= 2558 i
SRS W B2 Ok 58 W pNET Y2 W7 . TR DIBR
MCOR 2 H AR A R a0 e — 75X, R 8936
VAR IR O T LA N NI Ny G I o 3 T g
(peptide receptor radionuclide therapy, PRRT) . *f
JE+REm 25, HRIBITFRCRIRR A I A E, i
A% i T B 22 T BIR 9T 7 Ak 4 R R 19 AR A
) DA b A= A7 B o 7 SO [ 48 pNET 3T 4F- 5K 12 W
AR T ARG YT I7 1 AT TS E AR — 2538

1 4 H

X F pNET (9 4r 1, 30 Pr LA ENETS F1
AJCC 2017 4E 55 )\ R o3 32 o B2 P b 23 30 7 R AE
I R b 35 0 3T 4 R [a) B . X T ENETS 430 1 -
(1) T8 i XU 1t (hazard ratio, HR) FITLE AH L,
BT — BB 5T R B T ILE Y. (2) Rindi S H: HA
BAFIFE Hi, ENETS 4325 br T A TIB B & /9 HR (X T
A (IAE S % . A K HR M 108.2, i LB By

Bt HR /3 40.5) . 7E AJCC 43 Wb b w2 oM i
JiE T 5 R E S Ik MR CORREDIBR 9 P9 ) A
A AL R o BRI, 5B ARE A, pNET £ 11
AP I T B F BRI AR AL o Rindi S ]
Z L BARE ST R, R 53% (48/903) A
AJCC T pNET . 7F KB Bos e v b, R
4% (18/425) HY pNET H & 47 AJCC T b 98 .
LA UL LR AT R R 2 A, PR T
MR W AR E (mENETS) M T 5 A0 0 I R 52
B (L1,

2 & B

2.1 ImRiZHT

80%~90% 1 pNET i 35 F 11 JG B i fE ik o 30
B S AN O 0 R S R 2 © 4 R AR B AR
e, RS BA HEE L. pNET 43 D RE 1
fih 9% (functional pancreatic neuroendocrine neoplasms,
F-pNET) FIHE D) REME M (non-functional pancreatic
neuroendocrine neoplasms, NF-pNET) Bl % F F-pNET,
PR o WA B T R W . NF-pNET & 2 JoiE
ARl R A A, TR IR T8 38 LE F-pNET 2 22
P2 5026 T IHBEYE F-pNET B9 I R 12 Wb > 7,

%1 mENETS#HH
Table1 mENETS staging

53 T N M
IA T1URBR TN <2 cm) NOCTG X sl bk L 25 56 5% MO(TCIiZab§574% )
IB T2(JRBRT MR . 2~4 cm) NO MO
A T3(>4 em S 20T — 46 JHLEAE) NO MO
1B T1~T3 N1 A X3P 455475 ) MO
111 T4 (AL R 4548 AN MO
v A T fEfT N M1 (A ab5e7%)

%2 F-pNETZHitRE
Table 2 Diagnostic standard of F-pNETs

Wiy 2R (1) 72 hAS i 5 (2) 3R 3 C k5 (3) 1 3R e iy 3 5
H I (1) ZS LT B W3 5 (2) B pH I ;(3) Z3r b F i ; (4) BLAR S 1Lt
I P TR 23 WL i I > 1 000 ng/L
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22 XKREIHT

A= Wb AR YT bR B2 Wb B R S
WE gk 25 1 (chromogranin A, CgA) Hi#1 4 ST Fl
22N T AN M o> s, AT T2 L KR S DL &
RIGE KW, 5 W CeA # R & A R #G
B g Y O A AR T e B A0 L RIURR B R Ry S
4359 K 60%~1009% F1 70%~1009%" . 8% 1iij FF6E 4k . s
i 58 AR P 5T 2 40l 580 5 PRI B CgA B9 1R FH
Yo P REAUEE CoA K2 BT pNET . 1 28 0 45 57
I AL B (neuron-specific enolase, NSE) Jg& % —
YRS, BRABUREZEAR, {H2 CgA/NSE 4k
21 4 H H TR A BUIRARY 0 A R R RN B Y T
PESEAAFWY AT LI 6 7 ROR /Y U 5 R
Hh, FETZZ M I AH SCH H (death domain associate
protein, DAXX) ¥ B ) 38 i A1 5L 3h ) & A % R
#FE 1 (mammalian target of repamycin, mTOR) i#
I B 16 IRt AT RE 4R 71 pNET B A& A1

— B mRNA JE N 41 A W h 5 ) (NETest) 1
pNET A 12 B A1 500 36 7 280 T 1 Jie B i 65 R i)
Syt HAETIEE (96%~97% ) = T CeA, BT LA
B CgA 1M BH 1 o
2.3 REFIH

WSR2 W T kA TR R
g & (magnetic
resonance image, MRI) . B BLAA R | B N5
(endoscopic ultrasonography, EUS) . IF H F KT
ML 2 B A% R (positron emission tomography/
computed tomography , PET/CT) ",

pNET 2 B 1 1 38 52 15 °7 A6 A5 2 19 5 CT 434,
A B L BERR AL . BAR CT X pNET BY 12 B i 5
A LUK B 80% , fH S X TR BLTE A9 O AL, B0
FEATH R 221

MR AR/ (B AR<2 om) B4 A
SR f5 g I ELX pNET B ik U 45 5% #% A7 — 5 Ti0ll fir
(B0 YR A T JIE R S 0 BE ) T i — 25 42 v X
JHF I 5 B e A A 1 10 MIRT ALY 545 4 R AE A i
AR MER “GEE” ",

O 28 R 3R 75 R A AN B & B pNET UKt
{ELJZ X T % K 19 12 TR S0 8 R e R s

EUS A6 5 X5 85 /08 Jifv g (14912 Wi o 1 M 2 v ] LA
oz i 2 B AR 0.5 em W B/ AL, EUS XJ pNET £ il

(computed tomography, CT) .
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(1) B BE 29 R 87%0~97% , ¢ 57 JE 24 989%™, EUS
SIS T EA4 200 (EUS-FNA) 0] D3R5 B 24 ke
A, R R B2 W AR AR ELEE TR . 3 T DLV A T
£l Jirb 98 R 0 G 5 ] PR 4 2 A i 4 06 &R DL KR R
FEEM B SR, e & F AR R R £
(T (e | DLl = T B N
A7 i3 A0 M 0% 43 G A R TR), PRI 22 O 5
AL 4340V, EUS 34 0] LA T D 684 pNET 69T,
AT DA 3k Jy 8 S A0 A M 2 ok Gk B4 R R
3 b 3k T T R R

PET/CT: A KMERZMAK (SSTR) HEA 5K
5, o BlkR T R 1~57, pNET 5 B 46 ik SSTR2 il
SSTRS, X & 52 (A AT LIRS P b D AR K9 28 ik 26 )
¥ (DOTATOC/DOTATATE) N4 Fg, %29l
DL 4 ) PET/CT (RS M Rl 2 (40 %*Ga) - iF
TR W, SE 2 A Bk 5 B 54 1 ik S 14 W)
L2 Thu B FIRYY . BT T RO R BAR
(R B 4% & B A ®Ga-DOTA-TATE F1 F-FDG .
(1) ¥Ga-DOTA-TATE: K4 80% 1) pNET 3K [ = &
235 SSTR'™ | ®Ga-DOTA-TATE F T A= & 41 2 24 ol
¥ (somatostatin analogue, SSA) K EH A & & 2L
P, I ] PLAE i SSTR 2 1% (somatostatin receptor
imaging, SRI) W%, A8 & MHERE . “Catrid
VU 4 20 1 e DU 2R IR ot w] R AR R
P pNET #:  , % # 14 pNET F1 pNET 43 #1/75 43
U201, (2) BF-FDG . T G3 9 /Y pNET, JiE
JiR 4 22 9 43 W98 (pNEC) , [**Ga)Ga-DOTA-SSA Bl 4
() CT ¥ A8 (45 28 pNET 40 Jif 3¢ i A 2 38 0 £ 36
SSTR), LA R bR i i J 1 o 4201
2.4 JRIBFISET

Jos B2 12 W7 P Ki-67 5 4% 2 R WIS by e B
HSHMAE, 23 &7 TR 441 2017/2019 it A<
KT pNET 434 . SR, Ki-67 (M HE AL
SR B0, MR RS RBE S D
ZEIRPI,

£3 HHRIAEALE 20172019 FRAEH %K
Table 3 Classification of WHO 2017/2019 version

5% 535 (452 mm®) Ki-67(%) SRR
NET-G14% <2 <2 It
NET-G2 4% 2~20 3~20 I
NET-G3 %% >20 >20 It
NEC-G3 %% >20 >20 =

http://www.zpwz.net



1390 W E AR A

532 4

3 dEFARiafr

31 HFEEET

A1) 36 T EL AT AT R s L X At 40 5
INIRE S FE pNET 4 v, /il A A A K 7
Z Ak
PDGFR) , Il & W & 4 K W F %Z £ (vascular
endothelial growth factor receptor, VEGFR) HEFIR B
P, DT AR A R A

e B R MK 4 B H
(everolimus) 47942 H i ME—#F FDA F1 EMA L i
T8 97 pNET B9 TKI F1 mTOR 411 ) . 38 % #¢ FH T
SSTR B G1 #1 G2 9% pNET 4k SSAs 22 Ji5 i) —ZR 1897
%, WEXT G3 R pNET 167 A Rk b 7 ik —
R, H3E F A W T pNEC IR YT™ . s
21 JifL %o 4K 4 R T 24 1 Y 7 A R BRI L AR
EEFEH, AWFEHE H (NCT02294006) — H XK
1 SSAs 1] LA v iR it 25 P 1 7= A, Bkl FH sl T
DL iR T Ok

A, BIEJE (surufatinib) PELE B N 3
M FF pNET . AN NET 3697 o X B IR AR 98
JIEL A 9 A — S H Al SR R 08 4 AT 7E B 9T B B
Ve —FZ RS W5, RILEE T UAEMN T
VEGFR1., 2. 3, B&F 4640 A4 K N+ 2 11
(fibroblast growth factor receptor, FGFR) 14 7% i 3%
F 1 Z Ak ( colony stimulating factor-1 receptor,
CSF-1R ), 3% S8 7 Hop i 45 A5 sl A4 i g fe 92
k% S AR, A T R A R X R A
FEPIRI, T G2 R BRI E, RILE R T L
MERTCHERAEAE 54 A o BLAh, — I X it 2 1
ASE] P B Y R AN NET B9 XCH . £ H 0 THHY I R 3
4% (NCT02588170) "I, 75 Z A 42 52 W A 5 4
FIUAN 2 B3R B Edh, 2 RS i #
FIE T B B 6 0 E R A A7 30 43 B0 9.2 4 H s,
384 H o R4FNZ T —LiE K T pNET [y 4[]
L7/

H AT, MET 521K fl CD47 %2 3 % £ i ¢ P,
MET J5 98 35 4 7] 5 2 PI3K I RAS/MEK 18 #% 19 3% 1k
T AR 08 2 38 5, D47 431 D) A i o 400 i %) 4
RE IR AT K, AR TR JE SR — Bl R IT R R A
P 14 22 52 1A T 2 I A e 40 o R0 AT DA R R R S
YERIT MET &2 44 5 CD47 BELIBT 77 2 $5 ik W] m) LA ik
IA 5L 200 i 6T Jieh 988 9 A 43 o B CDA7 B4 BT CD20 24

(platelet-derived ~ growth  factor receptor,

('sunitinib)
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/| e R T o BT I 1| e o
EL R T

ZARA T S P A% R G YT 40 PRRT 3 o ff 7]
[""Lu]""Lu-DOTATATE 3% ik F| J5 &8 36 97 19 20 3 .
PRRT 4f %f SSTR BH 7% ) pNET £ &, #E7EH T Gl
G2. G3 2 pNET 4k SSAs AL 7 2 J5 () = 2R I7 )7
ZU0, {HZ PRRT FIK4E S ], &7 Je & Je i 97 i
JPEBRAE AR R L, 75 2 LR S5 A I PR A4 2
o WS, HETAPIP LW UER E Y], PRRTEKG
CAPTEM A L4 i %F Ji 968 i 97 2502

#x4 &R ERTFpNETHIEREZEY)
Table 4 Targeted drugs clinically used for pNETs

EWGESR TotRE

Y IR (%) AR
882 VEGFR1~3 .CSF-1R .c-kit 9.3 11.4
ENAEJE VEGFR1~3 .FGFR-1.CSF-1R 19 10.9
MAMEIEJE. VEGFR1~3 FGFR-1.FGFR-3 17 &
RAEJE VEGFR1~3 . FGFR1-4 . c-kit 16.3 15.5
FIHE e VEGFR1~3 MET . c-kit 15 21.8

3.2 A K I = 2K L (somatostatin analogues,

SSAs)

SSAs [T 43 W AE T LA F36 97 D BE 2 pNET
PR R LA E, SSAs BX 4 PRRT A ] TR 97
PRRT Z J 30 (4 8 38 Z5ALAE R p il i 4 1
B AE D00 AT o e AR 4K . SSAs & G1/G2.
Ki-67<10% . "ERKAMEZ AR (SSTR) A 1A 1 52
M2 1) pNET 35 19— 23R )7 T =", 28 pNET B4
P P9 #R A ) SSTR Y 3k, H AT SSAs 2541
B RE Coctreotide ) F1 2% Hij K (lanreotide ) E #% FH
T HE R pNET A6 712,

WA, R Tk — 20 B 5E SSAs X Ki-67>10% I
pNET J& 75 10 & #E BT I g 0%, — 300 2 v [l Jisd 44
T B T Ki-67 S 109%~35% (1) %5 43 Ak pNET $%
2K SSAS TR YT RO o AT W B SSAs MK AR
T T EE U E M, (BB &g
(G3) FJIF B Jed 17 fiF >25% 14 pNET H 24 5 A7 FR .

BEAN, T R R 40 X A K R
it 25 Pk i ) B, — ELH B, OB R R ARG R e
Ji& A A P, — Sl PR A 5T U %% 21 DNA T JE A%
AR R el S Iy I D O |
pNET Z il &t SSTR2 (1) K ik, X 7] fE J2& 72 Il SSAs
i 245 M ) — Bh BEBE ARG R B 5T il = 3 R T
— B IRIER
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3.3 ®EIATT

2R f B G 8 G A A I A (checkpoint
inhibitor, CP1) $8 55 45 40 fg &% /¥ 1k 56 - - fic {4 1
(programmed cell death-ligand 1, PD-LI ), 4R
FBFET- 32K 1 (programmed cell death 1, PD1) LA M
0 M # PR T MR B 4E L AH G B 1 (CTLA-4) Y it
PRI A g B Ak ELRE A 3% 7% 1 pNET 2 i
o KW PD-L1 WY & E R A, KW PD-L1 1y K3k Af
VLA R0 Bl oy 24 A 3k ik 928 3R 45 1 R 4 0T

HAlA CRPEIRIT M BRI FBA 3 F .
(1) CPI B 253697 5 (2) CPTRY XL E IR YT ; (3) CPI AN
MM IRIT (CTX) MEREIRIT. X T GL. G2 %
(R R, — i CPL A B2 3R 97 st vl DAAS 21 B AR 2
B HEX T pNET, 28 = Fhig J7 7 A sUR
A, (HRANHE 2000 20 M 75 PR BTl ok 1 mIAE RO
35 FN 4 6 43 I FN A T AL I PRI 5 B BE Y B 23R
ST R CPLER & 25 WiRdT % .

x5 LATHRAREHERIOBLGRT AR

Table 5 Ongoing clinical trials of monotherapy

o OCHERAAE LA S
T JifriEg 533 NCT 5 () () ()
RGBT PD-LI1PHYE b R4 pNET NCT02054806 5.6 21.1 12
PRSI EE (4% NET) NCT02628067 4.1 G 3.7
R RERAGT b R AF A B I 8 PR NET A4 (b3 22 /0 B i NCT02955096 T & 3
JERRR NEC 4.8
FRois AT AT IER Y #E ] NET (Ki-67>10%) NCT03167853 3.8 9.1(PD-L1>10%) 50(PD-L1 >10%)
7.2(PD-L1<10%) 10.7(PD-L1 <10%)
[ R NEC-G3 Z¢+NET-G3 %% NCT03352934 o 42 ¥
x6 HTIRKRIXEMEN CPIBREHYRITAR
Table 6 Ongoing clinical trails of CPIs combined with other drugs
T [ NCT S PR LA e
() (H) (%)
. o 19.6(pNET)
PRI ST+ DR T G129 pNET+HERSFNET NCT03074513 I 20(pNET) 15( 4N NET)
14.9(JBE4INET)
BRI BT+ 44 R LT T2 53 i B 5h NET NCT02834013 6 11 br
R IWINET NCT02923934 4.8 14.8 24
FEARANIE G+ I AR AT HEII 5 G1/2 2% JBEHR G1/2 AN NCT03095274 I 9 05 i Gl
[ EHR G3 4% NET 26.3 R G1

29.1 B G3

PU MG A= 124 ) 38 3 0 o A5 O A AR R S
B A= o B ok B Ok 3 SR TR S s U B, Y
550G Y7 A S A i, PO m A A g 2 W nT g e R
G R4S SR . e4h, VEGFR Z % 1 VEGFR2 FlI

VEGFR3 43 511 5 PD-1 1 PD-L1 7 7E B, Xt 2
RGP B GIRIT R Ji it . 96 7 J2— S hb Tl
PR A 56 B BE Y ICIs+ BT I 45 A i 25 W) B A iR )T
7‘?‘%“7J o

F7 RTFIEFREHERN CPI HAMEEMAYBRERT AR

Table 7 Ongoing clinical trials of CPIs combined with antiangiogenic drugs

T Ak NCT 5 IR BB MEEL A,
G PR e +RRR R BT HEEWINEC NCT05015621 3 SRR
BB S IR Bt G12 % NET NCT04207463 2 B MR fR
AR e + BT R B T G343 R NET+NEC NCT04400474 2 TSR
SRR R e+ AN s BT, fHUC BT BEREI L4525 1) NET FINEC NCT04079712 2 TR
DL AR BT+ BT B 2 G129k WINET NCT03074513 2 TR
© WA F [ H3E A FH 4 E BT http://www.zpwz.net
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3.4 CAR-Ti&¥r

U5 T SSTRs ¢ 5 PE K35 T pNET 2 Afg B 5% 1 DA
Ko SSAs FTH T PEARIC 1Y SSAs 7E I 40] pNET 3897 Hh i1
R, Mandriani Mz JLH BAPHEE B 17 B 42240 1] SSTRs
) CAR-T 40 i, 4% 5 SSTR2 HI SSTRS 4 1 JiE 3 Hl
1B 43 SSA B IR DL B il B 4 F CD28 ., Al
fITFF CAR-T 4 s 5 3 4% 3K SSTR 1-5 A 5] A NEN 4
i %, BIBON1, QGP1 FICMILWEE . 45 8 8R4
AT 58% . 53% F42% W b IE M AT o[RBT
5T B T BT SSRT ¥ CAR-T 7E Wi # A [m] SSTR BH
£ pNET 41 it &2 (BON1 A1 CM) (/N BB I7 204 -
/NER B AL 4 2 B R Sk 22 vh kK, UTD T4, =k
Ht SSTR 11 CAR-T 4t Jfd 2 i bk i it . 5 H UTD T 48
Jig 5 PBS &b 3 2l ) 40 L, 4T SSTR 9 CAR-T 41 fif
Ab 3 /DN B 7 e 8 AR R A e

B Ah L B SR BT 9 CAR-T 40 M (9 4 Fi#0 5
A DL 6 pNET B9 A O3 AE Y. B T ik %X — H
1, Feng Ko AT BN 43 89t — F AT LA 3 #  E 1)
CDH17—— T 1Z A6 T E I 16 A1 i NET 40 Jifd Ji
721 09 Z6 B A A 9 oK SR VHHL,  H R DUGE i
CDHI17 4 H61 # J7 =X ke 52 B0 X6 i 98 40 M B A 45 .
ot o] NET /Iy BRAA 9 3 3 7 4 CD28 il 4-1BB il i
S5 K6 35 () CDH17 CAR-T 40 L, /Iy B P9 19 Bl 98 4m
JL B s D, 42 d R WA B T MR 8 2T BR .
15— 3219 &, CDH17 CAR-T 4 it 3 A 3% 145 % ik
CDH17 B 1E & /Np 40, X v] 68 5 CDH17 A & f
TR H W b B 40 M =2 [R) ) B 3% A T T 4
P G
3.5 RWMEREHAY

H T C b W a5t 1% 25 W = 250 K3 .
A & WAL A A (histone deacetylase
inhibitor, HDACi) Al DNA B 3t % &% #i§ #0 i 5]
(DNA methyl transferase inhibitor, DNMTi) , H
DNMTi A2 45 . FfFL A, Hb PG by R0 JTCGA PG il 352
BT IR T g 3 PR Y R 3k DT A i TR A i R
HE DNA Wi 245 A i i T o FEARAMR S b, BT L
Jitg X NET 41 il & BON1, H727 1 CNDT2.5 & Jili, 7
AR B R VE T, M P b U 4 QGPT 4 A A
R /NS0T A MRS 52 B 7R HDAGE 4 il iy
WHEERA. TR, NI B FE X pNET 41
it 2R 2 0 H ) AP I A . — BB OY
7 18 B NET H 59 HDAGI DL & 5 mTOR 41 i 51
(R AE LR KB BEH])) Bidt PD-L1 s yr ik &

© WA )3 of [ FF I F A EPTA

1) FL At I PR U5 F 76 9517 .
X T b SCAT iR X PRRT Al SSAs 36 97 A Uk Y 1
o, AR R T fE & BT siRNA XF T SSTR &
KA CULERT MR AT &, SSTR AH & FE N L iF CpG
5 1) R 3 Ak S0 T DA 7 SSTR 8 1 1 28 25 M Sy
PRRT H SSAs {67 B AEHE A0, 2 5 S8 3 YR YT 1Y
Bt . CAMRMEN, 45 7 NET 40 I8 & DNMTi
25 W) 5- R 2% -2- I M 1 A HDAGE A] DL BT 0 42 5
SSTR Hy ik .
3.6 fREITIEAERE

VS — BB 24 09RTT 5k, R BT R il
JH S PR G B 100 6 75 S 1) ok R 20 B, A RS X ] L OE
AN R A B A A5 1 T S R O R A B . — A R
JI% 9 7 Ad5 (CgA-E1A-miR122) #] LA #E i) pNET 41
i DA T 7 240 B AR PN O B AR K I AL .
TR B EEHRCE, Leja M H 1 BADEE Phe-Trp-
Lys-Thr ¥ 45 & 55 (R 38 & 51 AdS £F 4 008k 1% il i)
AdSEK"™KTRT LT ) SSTR BHAE pNET 408 . b 4h, —
26 DNA 5 7% 40 GLV-1 h68 1] LIAK 41 T 24 55 95 2 M 11
IR B0 2% K I B OR
3.7 {kFr

RPN I 0 (AN w87 o o N 7) | S L
A& B E R . DU F 09467 X T Ki-67>
55% B FEE A AR X AT R USRI B E
AT FARIEIT .

X GL. G2 9% pNET, k77 {f F #F s g i 2.
2 ol R B U + B BE sk e (CAPTEM 5 %8 ) 90
I T 223 DA g IR B R Ol SR b BB R T o R
X G3 9 pNET, ] 2% i 2 B W i Bk 5 2R AR —
LARIT T EWL AN, R AR + R S IR T
Ki-67 485U 1E 10%~40% 2 8] 534 B 80 e b BRARE
X R AT I 8 A b % RS Y pNECs T 5,
Wk W EA/R 1+ AR IR AE N — &R IT
I S

XF T SSTR B 1 19 & &, i T SSAs Al ['7Lu]
"Lu-DOTATATE 36 ¥7 %0 A AE, [ I J6 e b 5
1y, #HERE A G3 9 pNET —#£ (1) CAPTEM 1L J7 7 %
A 4 55 6] FET JE B Je A — b yr & ™.

WA, TRIE G3 9% pNET £ 35 % T35 T 4125 1
fRI7 R MR R R 2200 . A9 &Z M, Rb I
Bl 6 F1 K-ras J DR 98 728 19 58 38 % T A0 19 s iz 4 B
3w, 30U AT DUAE S — B Ak o7 o 2oy T
T [RIEE RIS S F R S g i 24 1 5 PI3KY

M
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