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Pathological significance of stannocalcins in

malignant tumors of digestive system
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Abstract: Stanniocalcins (STCs) include stanniocalcin 1 (STC1) and stanniocalcin 2 (STC2). STCs play an important
role in anti-inflammation, anti-oxidation, cytoprotection, angiogenesis, etc. In digestive system malignant tumors,
STCs promote tumor cell proliferation, invasion, metastasis, immune escape and chemoradiotherapy resistance
through a variety of ways, and are closely related to the poor prognosis of patients with tumors. In this review, the
physiological functions of STCs and their expression, regulatory mechanisms and clinical importance in digestive
system malignancies are summarized. The potential of STCs as biomarkers and therapeutic targets will be explored.
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N D T e s R NS R R 0 Y TN
STC1 M1 STC2 43 %I ££ 1996 A1 1998 4E 4% & B, A
STC1 FE K 5 1 T Gt fhk 8p21-pl11.2 A7 45, Wi &
A 247 DR EERRIE N E A, STC2 £HEN T
Jethfk 533 8% 5935 7 A1, AL EA 302 MR IR
FREEI R AR P

2 STCspy=%IEINEE

2.1 STCsERIEREWRIH

RS — PRI VEDR L, HoAZ CoIi BEAFAE
AFERS R B A . STCL & — M Z ThAskiE A,
152 P JORE VR0 i A PrE LRI 28 IE .
TN E SN E  ZE B AE I 9 R KR, STC
e %ML PI3K/AKT/mTOR 15 5 1 B 34 5is il v 5
Y 23 AT 8 4 L R T TL- 10, AT Rl 8 8 0 e 7 1
TEFEA S 28 0 RS e OB 1 R s o, S 4b
JEE STC1 AT LAsl 42 B2 iy /)N BRSE 2 ) A<03 ray Js B 1E
FIIERESE, HAMLHEI AT GEM SO AT S8 S WL )
BRI M T T LI W 4 T R
L2 R, STC2 7F PM2.5 175 S 1B vh R IA T,
A& R RIS FRAR, TR ES E R BRRE, N
JE S8 A RV i T, AR AL AR 8 A0
A ZER, BF S~ STCL 1) i i 18 6 2 1 2
(uncoupling protein 2, UCP2) - ifi§ Smad7 1 3 1A K
86 s £F 44415 538 B TGF-p/Smad M E0E, BN
WP er 4 tb/E A Y. 4k, STC1 & i ik AMPK/
UCP2 155 1@ B8 /D i 4 % (reactive oxygen species,
ROS) {1774, MM B /INEF b e 4 i 27 446 ™
SR, AE S 2805 5 5] 2 1) £F 4E 4k, STCl
) IR B e FE ), $2oR STCL 7E R [A 4%
S PR T B R A R AR
2.2 STCs54mpa{RIP

ik BE IS T S A B AE TS, STCs nf LLid it
PR KIUEMAE Z ARG 2 Pl B R i B AR
FAIIIE

78 B JR 9% BROP Y, STC 38 3 #0041 ERK 1/2
55 @A AL R R, 2 R
TEH, BRARMNE JhE I B N Thae U s ZEHDATAE
H, STCI (i ki i #] ROS/ NF-xB 15 il %,
IR T HAREEAT K BRI 2R B, AT AR 2
G M5 eAh, STC 3 e 1l /N i 53 4 P 1) 26 i S
Pk By A b R PEA TR, AR A e S ik
B P A S 5 sz U, R BB B AR, STCL
LA R R A B T s A B e 24 S

ThEE, FF 00 W AR Y, STCT i i@ it 1 i
AMP JEACE A B ol SRR RIS RS, F
B0 5 4 B e 52 S AR A G U A O R
STC1 3 i #fil] 48 A s Jo7 A1 &1 B 1 T SRk 8 O AL S5k
MG, SO fmat i U,y Sk
CHUUHAE 5 O WLAR I A T U SR, AR AR RS T
JE W 9, STC1 395 52 31 miR-155-5p 40
i, T U SR T e AT A ROS KT+, A
TR ARV 1 AR P P ) R M. R STCL 2%
Pl BROR A N BoR VAT IE 1, (B ILTE 32 2 4 i
(3t 2RI W] BE S SO PRI T 52 B, S S AR MLEE U

STC2 fE#H £ LR J7 T (A FH 2 ILAE D 2 Jh %
51405 S 1A PR 9 R R 5 s e e AR T
Pedpi H, STC2 18 ik 4 i 7185 U 2 AR I 7, HiK
P e ol AL 51 2 f I S LA R o B STC2
I R JE I OGP A A SLIEOR 5% B 1 an 4 e R I A
WD 4 SR A0HI AR B ROS 7= 4E, FEH# mTORCI
555 Fime, WamS HE A U % 1 L R 3R A,
T 08 4 B R P T P ZE AT, STC2 X
JH 40 B A 1R 3P 7R - STC2 340 ERK 1/2 15 5B %,
M AR BT 40 552 B8 S TR T P, 16 CHPH
BE 5] 1 FF 05 A A R T Y. STC2 IR AE B
BRIk, AN R TR g P
23 STCsS5MMEFH*E

WAEME T R B, STC1 A1 STC2 7 1 4 ¥ i
TR A .

I J A 5T 40 i 43 0 PR A1 A A 5 STC, X
LG SR A A B B B K P R AR B, AT 5 T P
B 4t Ha ey ) 1) 3E A% B8 0 AR TR L RE ), 3R
STC1 W] fig & I % i 475 J5 18 &= 1 7% 75§ 55
Dalvin %5 " B STC1 BENE I8 Ik I 35 M 4 iz 2B K
[X-¥- (vascular endothelial growth factor, VEGF) 7K~
SKEZUR ML HT AR o R 0l A2 0 55 5 TR A0 DX I A A6
AlrR, STCI @IS VEGF 21 SR 52 mi s # 1% i
ERERI R . Bi % PR HE R, STC1 fghsid
i 1958 AKT/mTOR {5 538 #% 1 7% 14>k 39 i VEGFA
H VEGFR2 )31k, MR 2 o 5 i M8 A2 9
A2l

STC2 MAEMEH E i ERHEEH. FRK
Bl miR-190 3 3 ¥ [1) STC2 SR 10 1) L A Jegs 200 L 1) o
BT A, STC2 I a2k i i 0 AKT/ERK {5 5
TR I SR AR T PR ) R . 3 R A miR-190 #I ] T
STC2 &%, IS5 AKT/ERK {5 5 38 1% 1 400,
T 7 L e 4 I 55 A Y IR R A
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T R Bt X I8 A R R T SRS AR AL TR 1 B
s JUHRAE SRR AT SR R e R R T B
B

3 STCs5iBt RS TS

3.1 STCs5&8EE
3.1.1 STClS5 &%

EEHRIRANPIE (esophageal squamous cell carcinoma,
ESCC) & & El &8 i WA, 29 5 &8 Bl
1) 85.8% . WFFLERM, HIEW&®E LML, STCI
mRNA 7£ ESCC #4143 & 2% 7+ P, H ESCC H
FHME ML B B STCI ) mRNA /KT s T &
FRMREE D EREEST, STCl REZE
% Fh miRNA I #% P2, B 7¢ & 7%, miR-652-5p I
miR-21-5p A At i@ L 5 STC1 mRNA (1) 3" FEHH 3 X
Bixt, i) STCL e . 52 MKk, REWER
FIS 2 (MLL2) 7] L i 5 40 f i h RelA ( AR
p65) FH H A F W58 STC1 FIHE 5%, #Em{e ik ESCC
(RiEERe B, JiioRa 4 i 4 20 40 8 AR 9475 2 e 4
9 (circulating tumor cells, CTCs) B4 HCH: 88 41
(disseminated tumor cells, DTCs), k% N& & Flizhb
R R EEYIIE LT P, Song & PV b T AN E I
BUE BE T STCI mRNA FI/KF5 838 TG 1K R,
REUAE A 5 58 i STC1 mRNA 5 ESCC 3%
AR LE RS . MR BERUARS R I 2 S R A A7
WM 2%, #2278 STC1 mRNA 2 ESCC & 4hE
L 5B i P A AP R 20 R TR RT SE AR e, RT RAE
Rl 5 5 8 AR N BOASI J7:. DTC RZS AT
BESE Ui ESCC 45 R BN 25, F 0T B FH L 968
SR TTIE N & FPIE 9T )7 S BR DTCs W] Rl
B R, NESCC BFifT iRt . R
& STCI1 {E ESCC H B A — & 1)l B2 Wi A il )5 11
{5 i, {H STCI £ ESCC B AR F AL il ik A
SEAIH . B IE (esophageal adenocarcinoma, EAC)
J& T 9 RE 4% MR IR, kAR FR K T ESCC.
HHETAA EAC f k425 ROS #H3%, STC1 AJ LLiEE
%S UCP2 P4 ik /> ROS & & K521 EAC K
AR B, B BARBIMLENT AR
3.1.2 STC25 &%

W58 & B ESCC 1 STC2 23k /KF Tt BT,
A IA 1) STC2 AN AR 2 it 87 41 M 386 5 R A= 5%, 36
HA s 40 O e VR WY oy R B E
To S 28 11 FE S A S A 45 9 N R 1K) DN XUBE A T
RBRACRE AN AIVE R B VR NIRRT I E B

B, BUTERERERT P RE EEER. X T
ESCC 5%, #nikifyr 2% il B iby7 Btk sy, B
JE AT ROBTE TR . BEFT R I STC2 W] LAIE i iy A
J5 A 6 20 S RO PR AR L. B, STC2 S5k
Z R T S FE I -5 (protein arginine methyltransferase
5, PRMTS5) 45 & 5% PRMTS, @i i DNA 1
A1 S ) V9 o i A2 R[] 9058 A R = ) 9058 AR o S A2
#E ESCC WU HkHT " Hk, B Tu7T T LS s
A R R BETS, 1 STC2 7] L5 PRMTS
FHEAE OS5 S0E R T 4 (ATF4), #—0igm
VR AR SR 7 % 11 (SLCTALL) (K, 3
R4 iR 40 e S Pk s T . RN STC2 St ESCC
[Ps2ma, FrLh STC2 W3RiAH ESCC & # KA R
FHEFAEAR S . WFFT 7R, STC2 mRNA ) F ik /K F
59 B &5 5 e AN A # 2 AR OG,  H STC2
mRNA HEE MW B E %, HS5FEEFRET
STC2 fk # ik 3% P X478 STC2 W] fE & ESCC
) — Ff BT 0 TS AR B 4. 2021 4F, Liu & P2 #y
T PR Ok ESCC il i XU o7 73 A5 18, HIE B STC2
VBN G B AH SR L DR G L ESCC /8 B A A7 1 —
EMER . X FLH R, STC2 £ ESCC K
AR RARYT, VAT 77 A SRR .
32 STCs58#
3.2.1 STCl5H¥

B R R LR B SRR i, 2 T e ]
(11 90%. W FiiE o~ STC1 & [ 71 B % B3 Mg LA
Arhm £k ™, e S miR-30c-5p I FREEZE N
WA =™, mEIER STC1 v LLiE i PKCB 1T 1
ERK1/2 i ¥ fi¢ ¥ VEGF )£k, VEGF B J5 1 5
98 AL T A T 2 3 e f A B0 TR R
B, STC1 v LA_L i B 40 A itk 298 -2 (B-cell
lymphoma-2, Bel-2) [k “. Bel-2 /£ AZ JL ¥
TR N EU G AR 1, — 7 T A] DA 1) 4 A
R C. TP AR MR A AR E A KM -9
(caspase-9) 75 - 2 IR 1 R A& 2 IR B 11 /K g -3
(caspase-3) (1A BT, AT H0 ] 15 6 240 A 1 0
T DL R AR 3 15 s 40 B xS BT 24 5 55— J7 TH Bel-2
] E- £5%5 8 1 (E-Cadherin) 1A, [FIIHE 0 N-
5% 8 1 (N-Cadherin) A1 i 42 )& 2 A -2 (MMP-
2) [7KF, kPR an i R Az 28 W R iR
BEh R T B s, SRS A,
[B] 725 T4 0 (bone marrow mesenchymal stem cells,
BM-MSCs) £ 8 i & 28 e e i 2 7 A 1] 240
VEM . WEFCEom, 5 6 40 M Sk U5 40 i 4 38 1 1)
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CD44 1] L5 5 BM-MSCs il i # i ERK/PPARY/
CPTIA 1555 S %158 BM-MSCs H [ fig i iz %
b3 P 5 8 ATP 7K F B F+, 3k T 0E STAT3 A
NF-«xB {5 5i#H, SEIL-8 Al STC1 ik, {EitH
FEME g R W T EiREN, STC1 Mim#k
X5 B EE IS A R ARE B B ROR,
STC1 &A@ / FRIEGMEL . kK5
WER 3 FLRAFHEEMG. b, migH
STC1 H7KFAEAR 5 W3 T B, X R MiE STC1
PRI 5 e i R AN kA R L, BRI
FH BRI CEA 2 CA199™, B4 H 1 #5 STCI
TE DA R AR A AR 790 F A 2 15T R 4 2 9 f A B
ST A TS, (FX R T A (5 B A )
R TR EZ dty s KB I A1 2 5000 .
322 STC25 B

STC2 Wik T B ¥ B (A SURAR A i, 22,
CAUEH A Z£F miRNA 25 7 B STC2 1
. B %6, miR-2061@ L #L[a] STC2 A HAAH IE A,
AT RETE 5 8 S 20 ] g A B B L R AR 2
e B, Hk, miR-1-3p 89 AT U STC2
TE B ERIE, mERIA M STC2 mT LA B Jw 4
R AR ZE Y, B B R TS, £
HEHR PR, STC2 KIRIL S B B 1% Dl R
J5 PR R AIE AR 9% . Yokobori 25 B 23 #7108 4] B
L STC2 ERIA R IHIGIRE X, R mRILA
BARR IS H A T 2 (1) 3t e YRk B 45 5 B i Bk 1R
. Arigami 25 B Hr T STC2 ik B A A I
PRI BRI FI TS < MR &R, K3 STC2 sk
K5 B AN R R ERARAE IEAH G, W0 B AR 0E
ORI R FE . RS e . i kIR I L R 43 1
%o 5 STC2RKRIAM B F L, STC2 mRik &
B S FEAREZERMK. Qiu % ™ g I
(1) 5 VEE B I STC2 [ 1R Rk 5 e 20 AL A2 FE AR
5. Wang 25 UV USIE B STC2 () 2 355 0] §% 2 &
BERGEKIARTGEHE. Bk, Wik
HERVIBEMEAHLS S, B EHE N IME STC2 /K
SRR, X R STC2 W LME AR G HIW 5
R E B R bR EA .
33 STCsE54HE
33.1 STCI154H e

JIIRE () R A —ANE M R, 18 S S AT
el kegn s B WEARUEW], STCI f LA 7
BRI 9O Y, T DR RE S 4 g K A 45
eI AR D, S IEE AL, STC1 mFik

T4 H % (colorectal cancer, CRC) 2043 Y, STC1
({23532 B 2 7 T R . ERESRAKCE b, st
U6 o4 O AL A SR TR AL ) NF-xB 0] LA
B STC BRI R IE . M, FE PR A 1 (specificity
protein 1, Sp1) #] LAZE 4 F] STC1 [1)J8 3+ X ki
#] STC1 & . HIK, MIAT/miR-532-3p/STC1
il T LAS IR STC1 HERIE K, 7E STC1 )
BEfEBM, A208 (@ 6] STCL iz H1LRE
fif R )4 Ry STC1 BIZK T 51 i 45 1 e 440 i G 92 6
o R G g 16 30 2 48 RS 4N PR E Ik 2 oL )
FmERERG B, NmREaE 417, B
RIEMERE. ot ER, Mg STC1 58 M EH
(calreticulin, CRT)( —F' “nz3&” {55 ) M HAEH,
fd7 CRT i 5 5 fe /M, BT BT 5 52 3 4t i 1y i
CRT f& 3 ARMEAE AT, 33k i M 5550 )5 2 8 40 B i bt
JEPE R T S ARE S, [k, R STC1 #]
PUR BRI EREAER, IE BT 8 %k ik
R 16 7 I8P . AESE W b, A20 ] DL
Wi I 5 i B -3B (GSK-3P) 7E Thr 86 {7 iR L
STC1, ¥ %% STC1 & 1 7z 2= 1k B A A1 b 3
STC1 [IRIE, R STC1 MLk fAH CRT &5 5%,
/> CRT 55 7E40 M i b 258, AT vd bk B
YR PR AR, 320 5 25U R 40 G % 16
i, eAh, STCI FIE KT vl LA it 45 e
MRRIRZE 7 A R E R STC 7645 i
PR T, NF-xB 25 7 & Fhojp 2 4E 3 it
2, ISt E T Y ZEE NF-«B p65 1] A
456 2 STC1 W 8 31 X, 9 STC1 &
ik AT AR 3 &5 P 4m i ) R T % STC1 IR IX 5
CRC B3 [ PR BRAFAE (X RAFAE SV, A
W7 R STC1 HIRIA S BH ARG 8 2= WA AF A
5O WA TR STC1 IR IL S B IR PRI
PRESAE TG 3 MO Y, AR B iR,
STC1 2 55 1y jl 45 W i 18 38 190 A 284 1) B 28 A 5K
T, DL RS STCT AT DA i G2 42 S i)
CRC IR AR E.
332 STC2545H i

A FEAE CRC A4, 3 2 i A A 4T ] LA
KRB STC2 [ ik V7, STC2 W RiL % 5] % Ff
43 FUTI, LocRNA SNHG17 7] LAERE LncRNA SNHG17/
miR-361-3p/STC2 i K% STC2 (& IE "™, il
L, REAEZEME STC2 m#isT CRC A4, 7
oW bR, CRC 40 g v STC2 J& 3 717 7E CpG
FEH AL, BEZ PR R & STC2 ffkaRIE 7,
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STC2 7 7 MR 2 T b A — 2 1) B (Rl 2 — 7] g
7E T STC2 )% ik 3% ¥ HIF-1a ) 4%, HIF-lo 7]
PL5 STC2 )8 3 745 & 2 M7 STC2 [y & ik 7,
F# 7 HIF-la #), Spl 7] PAZ5 4 %) STC2 (193 3T
X 3 1F [ i 5 STC2 ik Y. miRik iy STC2 i@
1% ERK/MEK F1 PI3K/AKT 12 538 BR {1 1 45 B
P e A AN L R ) 78 B Ak (EMIT) 12 V2. i B
g, STC2 maRIEHAR T STC2 &R IAA
i/ CDS™ T 41 e At A = (1) PD-L1 &k U,
M 75 PD-L1 F 355 B R o 5 3 K6 2 2 0 1) 7510 AN 8
&, FEIR STC2 W] [ it 12k 45 iz Ja 21 B (1) H 928 308 &
Kk, fF CRC #1, STC2 fIZRIAE B3 Wi)a % VIAH
Ko IGIKWFFLFE M, STC2 MRIEML TREFILK
iy A6 A T PRI R B AR, bk IR S e e
J IR IR R FEE A5 (A R A R D 5 M B 43 1
STC2 = K IA B I S A A7 R W 8K T STC2 ik
FikdEH P, O4GEE STC2 (NI L R TG
BRI CRC B #H TG, HAFEEE Gk
R 9 T A R U778 R i A e R T A 5 R A 2 1)
T S A A U675 2 A 2 TS A 2R R S 36 IE
7E CRC H, STC2 [ 532315 58 4 Gy 40 )32 i
B FIPLI S AN IR R 2 M5 U iR
) Ff IR AR A 553 LA K% e g 4 A AR B A 0 e,
AR A G TR E AR, (H 5 Frfa IR AE {5 B 0)
Mr—FF, TUSHBAN SR 75 ZE— P 50E
34 STCs5pTE
3.4.1 STC15/HE

FF4m B BF 9 (hepatocellular carcinoma, HCC) A&
OB S AL, 405 B B8 90%, HCC K&
A EER R TBYERAE, BN R — PR 5 A,
KZ HH HCC # 2 I 2 PE s & R k), Hd o
T 98 993 75 5 B8 1 O 7 AR K BB AFl . STCL 7E
TEAME M e i R R S A B B RS B T AR
F o STC1 K5 RF4F4Efb FEFE 2 IEAH G, HEEE
JFF £ A0 R FE (¥ n 2 i 2R v o Bl S
MItRE, R4 BFEF4Efbi i &85 R 2 R R AL sl
. SIEWMALMEL, STCl mRis T AR
H M Yeung &5 ™ 216 1) T 98 B 25 10 I R
S L 3 T STC1 IRIEKF, 45 E/R, STC1
e AR RIE B, B STC1 RIEKT5 M
Jo AR AR 55, STCL X o8 A= K A 40 skl 1 P
5 R EAR RN NE B8 S 20 M7 s T 4
HI STC1 4] p70 % B & B2 1 S6 WAl (p70S6K)/
R AL A Wi 4K S6 75 (p-rpS6) i@, 4k S &4

JLPY ATP /K-FIIBEA, BT iR 40 0t e & 1) 75 oK
FOR, Btk STC1 w] BLIE i ##1) p70S6K/p-rpS6 15
5 S B AR MR A K Y. 52 A, Chan %5 P
RILSTCL 72 Mg 2H 23 R, s (1 i STC
KFEEZER 5 FMRAAFRM . UL LR,
23 STC1 8 T REAS A& 56 4 i s 4t i A
SOy . EREE BT I, B ST R R i
FF AR R BUAE T 7R STC 1 =5 2 F i I8 AH 5% il 41 4
2 Y (cancer associated fibroblasts, CAFs) %) i, [ifi
H B, CAFs ZWiE %, STCI KRk thE
22 B Fam Ry, AHE4 STCL of LU
c-Jun &2 K Ui T (INK) {5 530 2% 3 5 JH- 8 41 A
e ™. T CAFs &£ & F STC1 i E %
KR BT, DR AT DLEATHE, CAFs R IE K STC1
T INK @ B 3 5 B A R R R e . Ak,
CAFs K5 (1) STC1 1 RE 45 & I 4H B % 1 Notchl
ZAKRPEIE Noteh {55, 1M Notch 15 5 1 i (1) ¥ 5 [A]
IE4F 2 STCL, PARLTE B - Fisd JBOKAS 5 1 1
THFEARAZZE. T2 . BT ITEF4Ei
B FFRE AL e 24 2 J N I A I AR R AN e Y, (Rl
AR I J IR TT 1 S5 1 33 e o) 1 JH s i o
HAEEEE .. SESGIFA410 S E s Sy
RE G IR B IE R B (AST) ML /MR HE R e 55
FIB-4 F8#UMHEL, STC1 FH 16 I S5 35 4 44 A0 0 i
A2 T L B 0 e S P R B T Y, LA R
AN R BE STCT LI Rk KA A 7, Rl
STC1 0] PAE S — /N AL (1 715 A G L35 2% A= M)
EW.

3.4.2 STC25@

STC2 7E a2l 43 i ik 7, STC2 %
AP RZ BN Z R TR, Bk, WL 2R 2K
HMR U 81 5 B RIE A — N G Y] DNA 12 5 0k
DR AT DA 3 STC2 I3k, {2k e fr s i Yo o,
STC21E N F 74> T 5% | miR-485-5p () iz 2,
PL % Circ_0011385/miR-361-3p/STC2mRNA i % [1]
s P, gkAh, IR R R A2 (HMGA2) tH
Al DUE R STC2 B I RIFRIA, i) s 44t i
T2, {EsbfR gl K B, fERFREYI Y, STC2
A DLE T A Y 4 A R A Sk s e e 4 AR PR 1 5
Y1 B 5E A D1 (cyclin D1) /& — il 55 41 i 52 i) A5
K AR, W AMESh 40 M A W B G, BTN F
S W1, ik FIA n] i 40 M aE k4 PY. STC2 W LA
YT cyclin D1 BJ3IL, W0 ERK1/2 M4 it e
Y B EE Y, tkAh, STC2 W] LLEE S P- BEE
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Al Bel-2 23K (2 8E I e 4m o kSR e 24 ©, P-
BEEE 1 — PR I ) AN AR, n] DO I 2 R
H AR AR LT 2L, = 2B i 2650 P W
7N STC2 38 AT LA 3k e 41 B %o 2% 4 AE JE it 24 P70
i 5 1 STC2 5 i i A8 25 I IR s 3% 1) A oK,
STC2 mRNA FlE [ 1 5 5 5 8K 1) e B2
B Ay A R R L ) o AL S T AR IR e R
L FEEE A DG, H STC2 i Rik M i & vh
PAEAE IR, 2R R T o STC2 Kk 2
B BAFNML SRR P sh, BE4E
% Pl T A 5 S22 50 W 1 T 5 B 28 SR L A8
BEMTE, AR STC2 1E P 4 28 AH 26 T s B
T %990 SR ORIV IR LA 5 T i AR 45 100101 AR
TX T AR AR PR R R R e AT T S AR A
A1) 2 BRAIE o
3.5 STCs5fERRRE
3.5.1 STCI15 e

JoR e DR SR MR R s e R s h 2 .,
2H UM A g LI 2 BRI 3 B IR (pancreatic
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