DOI : 10.6314/JIMT.201808_29(4).03 PO
W E" N NTe \ ,“ - " >
B AP 48 !N ik 53

Liggl BREB! m&KRY2 KkEH?

1B E S BEIEEENE A
2 HGREEZEAERE A B

wm =R

AP 48 N 4 i B (neuroendocrine tumor) f§ A% & NET @ & B4 40 & ) 5 ik o 1L o) & &
R NER  RTAALEFILAG T c HILAGKMMAYR N ILB L B YRR LG
gastrointestinal NET(GI-NET) » & B NET ° GI-NET A4 4% & #2875 (carcinoid) © £ % #9354k
& BT JEARFEAR B 09K o JEAROOAF R MK 0 FHCGRB AL RE c AATE TR AR E
24 NBE R 04 5- & A #% AR BEER (5-Hydroxy indoleacetic acid © 5-HIAA) ~ fiF 848k % & A
(Chromogranin A > CgA) * ®1% ~ WAL & B AT HAZ 0B 3 £ famdh s Ag o 7 Jh - R4
4 41 %% (World Health Organization * WHO) £ 2017 44 T J& 325 7 L oY £ 37 vl fm g 1L A2
JE~ R o HBORKIBT 18 AR M 48 o G R AIARIEIER Ko~ g A2~ BHE AR
GRAF A4S ik 6 7 K o AX B GI-NET 247 % BR R R I BT 2 I AR 4
o REREMHGINETRA R S TH > AMERS TNDEH R LR AABEZAENRE

2018 : 29 : 217-229

BPGEMEER -

BAEE - TSR & (Neuroendocrine tumor)
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{ (Vi BHPHET R proton pump inhibitor
PPI ~ H2 5% & +5% H1 7 H2 receptor antagonists
H2RA DL B 32 52 1 I 375 (=] 50 210 1 7 selective
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2 WER RS K » CT 5B (A HH A s
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(somatostatin receptor) + Ffr LL 7] DL A OctreoS-
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s 0 NO MO i AJCC/UICC 2 Rt 6769 o
"o s 0 Vo VAR 2L B i i R S S B ik A/ INAHRA » 7

2 0.5 A HINET KREHUE L2/ » (HiLEH
i ™ No Mo BI5h » A STRRES/NA 0.5 23 5FF ELI NET
Hib Any T N1 MO EIE YR A FEESN - &R EBNSNE
Y, Any T Any N M1 SENFBE - /N NET thn] RUAEHE - 15 R IR

BELHR} : 22T 67-60 ° B B A IR E B AR 7 -



224 JLpt & EX A

BRAR P sy

R AIERIERND | s TR S

! ! l i li-l-

- Edh 3 L] TEVRBEER pEah = TPE ] SSTR(+) SSTR(-) STZ/5-FU ; Cisplatin+
BATHE A M S RBE B BirFHEuy T E/EKRE  STZ/ Etoposie
aﬁ&' everolimus/ & doxorubicin
; ¥ F-¥-1 s
3 = =
1. DRk B LA T4 B FHE S L e E F
3. BB ERLME E R Bk 2 BT A F IS B SSTR(+) Y3 ®E EE
Ao b T4 EH #E hFeverolimus
IR BAA AR LE ERE &3
&t Feverolimus FOLFOX =&,
#F#EE FOLFIRI %,
HE s TEM/CAP 5%,
B R

BHELEHR  BETL T2

B : oFRizE -

BEEITETR

— W BREE - VAR B AR Rl (FEH
15 BRI 58 R YIBR) BOEmRHE IR il fekyeg o
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RIEIBIETRAR - a0 (18— )72 - ie AT

— ~ Fil] ~ NiRERBER A&

H R EE — 8368 5 72 LY BR I 28 5k
NSRRI/ B fm B bk EX At - RIS B ki A% - A2 ]
YIRS M NE R R DL T - AR E SR B B T -
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WA= A0 » T DUFflr ~ B3 457E Rl fls (Radiofre-
guency ablation » RFA) ~ 5 51 3% E 235 (La-
ser-induced thermotherapy)  FE B Ik #E i 1L 22 4%
JEJ6¥ (Transarterial Chemoembolization, TACE)
o35 15 1 P fSCBR R (selective internal radi-
ation therapy) sKMM7EH# "t o 405 IS AR
DLRERE - AP RS - n] DL e o ma
BHARE - ANYTER - S ERS IR 1% - EYIER

RZ IR 43 FI 28 2 /NI > AT FE N | RFA B
TACE » ZHRULEF rT B YIIF FAlr g v Ty -
AR E ML SE 2 VIR SR EE A - v R
TR HE 0 Ja i a7 i S IR e 178 - 5341
TEBIRERARDL T » W B2 F il slmiia %
B EIRFE RN L2 B A -
FEEAE MR BR M YT BR R A » HE1T Ik
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DURHITE R ] DU 2 s i © — ~ 2ohaetk
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—~E5MAE

GRS HEREGR - IR E D
¥ (somatostatin analogue » SSA) ~ T-##% -+ fEip
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Neuroendocrine tumors (NETs) are a genetically diverse group of malignancies that have neuroendocrine
differentiation and occurs most often in the digestive system. Digestive system-associated NETs are classified into
gastrointestinal (GI)-NETs and pancreatic NETs. GI-NET was formerly known as carcinoid which causes carcinoid
syndrome as the main presentations. Because the symptoms are not specific, it is often misdiagnosed as other
diseases. The current diagnostic tools include 24-hour urinary excretion of 5-hydroxyindoleacetic acid, serum
chromogranin A, image, endoscopy, and somatostatin receptor scintigraphy. In 2017, the World Health Organization
(WHO) updated the classifications of all gastroenteropancreatic NETs based upon tumor cell differentiation, mitotic
count and proliferative index (Ki-67). The treatment strategies are conducted according to tumor size, tumor cell
differentiation, proliferation, and liver metastasis or not. This review article summaries the current knowledge of
GI-NET, including the epidemiology, clinical presentation, diagnosis, staging and updated treatment. Clinicians will
learn more about GI-NET from this paper to increase the early diagnosis rate which leads toproper management
followed by improved overall survival. (J Intern Med Taiwan 2018; 29: 217-229)





