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Research progress into protein disulfide isomerase A3 in digestive system tumors
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[ Abstract] At present, malignant tumors are one of the most important diseases that threaten human health, and
related disability and fatality rates are increasing yearly. Protein disulfide isomerase A3 (PDIA3), an important member of
the PDI family, is a type of mercaptan oxidoreductase with a wide range of functions. Its increased expression in a variety
of tumors is closely related to the invasion and metastasis of tumor cells. Although numerous studies have shown that PDIA3
plays a crucial role in the occurrence and development of many tumors, the role of PIDA3 in digestive system tumors has
not been systematically reported. Therefore, this paper reviews the different expression patterns of PDIA3 in four kinds of
digestive system tumors and its clinical significance, and discusses its role in different stages of cancer development or
clinical prognosis, so as to further search for effective early diagnosis and potential targets for gene therapy. It is of great
significance to improve the survival rate of tumor patients.
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THILR G 2R AR | 5 BRI R ASE T2
R FRAE , 25 4 i B ok T IR i & P it
A ARG SCHRRIE IR E 2D o A B
P TR BRI D T T AL ZR 8 g 475 2 v 1 b g
BiaBiia i B rh 2 E 2020 AR SEAE S T 42 R 45
ELIEE B A T TR R AR =, g e T
FESET- R HE 250 R AE S o BURAH DG HE M 72
T A B EARIC )RR 2 1 SR BR M s
RAABEAE, 5 KR ARSI Tk,
S TEVE 2 % T B H B T B 5 M BE ( protein
disulfide isomerase , PDI) ZZJi% 5 Mg BT 55 A & B0 ,
Hoa S 2 SR S e 3% | N 5T IR STAT3 {5 5
T SR 5 el R 1 A R IR FEL RS, iR
H B s 5 A4 B A3 ( protein disulfide isomerase
A3, PDIA3) j& PDI G EZ M — 0, 5 Mg &
A HEBH ek (RARAFEVIMIDG, L, T/ PDIA3
TETH AL R GER I T B0 23k B A AL, % T 58
RIS W SR AL SO B 7 # B A oy
B, ASCHEE X PDIA3 FE 4 Rl Ak RS0 kA=
R BINE I AR CHL I ST 2558, 2 W FNG T
T AL 2R GE IR S AT (4 7 1) LIS

1 PDIA3 B#EiR

1.1 PDIA3I WERREZEHMEN

TEHALSIY BT A B 21 D BAAAE T
PDI FEi D HAR /N ik | ke 7 I D BE 45 AN AH
], EFWE DR AR & A — A S AN PR
MR B ARSI, HA B ALY cys-x-x-cys
FEAIT S BR T PDI AR A AL E B 1k ) T8 %
S AR AL, PDL 8 1138 BoA 20 TR 7R
M, 25 FEAHLMBEEE A& T(MHC-T) A 25
TEXAN A, PDI 3 2ok 400 ] JE A 7 v 3 & 5l o
SZAR L K SR 20 3 B ) 1 A 3R 4R S B 2R 1 R
TSl EHIE,

PDIA3 J& PDI HKGEHEEN — R, B —FfZE
e & A B, B A L N BT M ( endoplasmic
reticulum, ER) H85 F T IR Al AL IR & S+
LR, 2 A7 T R 25O L Wi 4
Mo, EZAEAET ER 0] LU AE T 40 L3 4
JAZ 40 M 32 18 . ER ofr PDIA3 4 B
3T3 44y syt H4rF 5N 58 kDa, kA
P58 .ER60 ., ERp57 . ERp60 . ERp61 . GRP57 . GRPSS |
PI-PLC, HsT17083, HEL-S-269. HEL-S-93 Hl 1,

25D3-MARRS'"?

PDIA3 75 A J& i1 PDIA3 L8 i i i, He4s 44
HAREREZME AT 15 S5k | d 505 4
EER I Y s e Sl R T A R R 1)
BWLHEVA BB AT A” B GERER A — AR
AREAITES BN o BIEM B 3T
B, MEL P PDIA3 44N IX 1 i 545 8., o
FE A RN B XA, SR FESS 134 AN S SE R R FEAL ,
Bl B’ KB & 211~212 Z ], B Fl A (i1 7
PR 340~ 341 Z 0], R 2= 05T B A 5 2
M PDI B2 2B, DU A 25 4 80 2, 1 o LA — i
U JEZ5H , 55— FNER DU 25 A3 (A F1 A S5 4430 4%
i I S A B B 7 5, LA Cys-Gly-His-
Cys 751, X 4~ 7 SR AE T PDIA3 () 4 AL i J5 3
PEN R TN = 4E R (B B S F ) 7R ML
TSN HASTE R, {E AT LA A5 N 8 1 RS i 2 1
PEALSE A 05, AL & 7 i A R FORS 20 0%, X A B
TR SRR R 2 i B
1.2 PDIA3 BThee RAEAHLH

AN PDI G R IG N R G & E i s
T A A 2 TR] A R B AE OGP DL KB S Y i A 4y
7Y PDIA3 S8 & A R SRR VI L R,
5 T 4T BERR AT A G e kbt A 56 . PDIA3 A
TEACER G, IR S5 T N R3OS, AT
g T 5 IR A S 1 S AR AR P T Y R I BUE
MG E, SRR & AR B — S &
ALY BCAE PDIA3 B 7K AT LU G0 128 BR 28 Y
TR, DT L 42 T i A 79 S0P AT e ik e VE
Goplen 25" fIF5¢ 2 W PDIA3 A9 %3405 2 5 g
M RZEFRA X, 752 AR B T, PDIA3 1
FERIA S B EN AL RAT K, PDIA3 TEFE
VB i A JE AT STATS {5 53 #% 41 1 200 it 44
FEPDH A0 M JR T, AT S 5 o R 2 R AL B
A2 A 7 Hela 409 PDIA3 AIRES 5 T
LRI Ca™ BAIR T (MCU) R IE, N2 5 T Zki
A Ca™ BRI AAWFIERM, PDIA3 Al LIAE N
A3 D3 T PR 20 2 A M B A2 A, B R il i
55 PDIA3 M EAE A S 10 5 B9 (CAP ) 20 i 1) 3
PR ZH Rl S5 R 2 0, S DA Ry 2 410 ) i 47 i o
R EZNRIT Y L, 25T K W] PDIA3
=T EE MR
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2 PDIA3 55 R G MG

2.1 PDIA3 5 & & 81X 48 fa #& ( squamous cell
carcinoma of esophagus, ESCC)

ESCC & — M 57 WLy 18 Ji 18 o, A6 T2 AR
B TR L A LY R A R A
R 40 H9 93 ( squamous cell carcinoma, ESCC) J& &4
T P R 3 R S N BN B Y 90% A2
£ ESCC KA ) 32 A 6 R 28 A 3 K AR A
A B 1, R b i = B e Ak A R T AL
ME It BRI R TR ) o B8 Aot 22 D R b A B AL
YT AR A RS ERE, ESCC
ATHER 2 R I RN hE B A o e O ML X, R4 TR
DIBR A B S 7 836 97 A BTl {2 ESCC /B
38 I 15 AR T 20% ' BF5E & BR, Ezrin fE N
ezrin/radixin/moesin ( ERM ) 25 1 28 % 09 A 521, 7 17
THRE I A K RS Pl B B E B MMEA
TEZ HI ST, S50 & R ezrin 7€ ESCC 198 Jf:
it ESCC 4 ity 3% 5 AR 28 Earin t B 00 H
e K R 51 2 HAth oy T S 0 Sk 4 T
TEX L ezrin MG A, L AEM R LI T = Fh &
F1, Bl MYC . PDIA3 Fil ITGASBI, 15 £8 % 14 25 77 H
et A R A Al Al T S E PDIA3 R %
TERY ezrvin AHEAE IR, Hh 58 46 10 i A g 3t
VURE I HTHE— A UESE T ezrin 55 PDIA3 A3 52 {07 il
MEAEH, EANS Y ESCC R4 ik, k5
ESCC & 1 OS 1 DFS £ 5%, Cox [l IH 53 H7 3% W]
PDIA3 7E ESCC Ty #iJi5 i fH . PDIA3 #£ ESCC
AR T R, e BARAE AL ST 5 ) KRR HIF [F)
Mt — D H5E
2.2 PDIA3 5§ ( gastric cancer,GC)

GC M B T3 5 24 09, FTRE A F T 1A 1] 3R
PRI R Gy 5 oAb R R L W VE 2 B0 . BF5E
RITIEMEKNEAZE D3 HAG B0 I RT3 0
YERT . WA TR EAT o AT LU A B B REIBE b R 7Rk
A R 5 O A T T A TR Ak 32 4 1 1 W A TP A
Y/ 2 D3 E G PDIA3 SZ AR5 G WA R A 1)
REMYRAZ , T {2 2 PDIA3-STAT3 K 4 & & W
i 5 4 MCOLN3 5@ iE 1) b, i — 20 3 Ca™
TR U iR RIS A TR A TE Ak VKSR ) I AR
itk I RE K 2Ty 1A ] R T T TR S Ao AR AR B
BRI KB, PDIA3 25 L it 24 B #% (MDR-
GC) . PDIA3 0] LUFESPEAE 58 A s B 3

DR RESE ) IE BT S, PR P AT TR A ED
5347 ( Western blot) Fll e 5 41 214k 2% (THC ) %5 78
PDIA3 ) 335 5 3 i CCK-8 5 1Pl 240 it 44 7R
%, Transwell &0 40} A9 1E 7 FiZ 22 6E 11 5 R H
JEVLVE S BTk (1P-MS) 43 B2k 4 5 MDR-GC 4f
Jrf i) PDIA3 AHBAE 8 1 RUAE DG IR A% 5 i 0 S e
TG KL E B AR BAE A G 67, S5 R,
PDIA3 w8 4] T MDR-GC 4 ig 34 1278
TR RE S1 . PDIA3 Al BEJE MDR-GC Ay ¥ 78 4
b, X Al BEAT B FHREWRIT AT A A GC 1Y
B, B—IWSE R THC \RT-qPCR A2 3t
VE Western blot #:0l T 52 %] GC # PDIA3 & 3£
L, 459 R PDIA3 B 7E GC HEUP AT 5
FIRRA, H PDIA3 835 /K - B HLING R B ARAE
YA, IEAh, PDIA3 765 2 b ad f i & 590
DA o T[] 200 B R 614 328 B, B R T TE S R
76 GC t, MHCI 7] L1 5 PDIA3 JE K& &, 1&
PDIA3-High 1) GC ", il J5 245 Y 38 43 JL IR AT g
BT PDIA3 4 59 MHC 1 280335 FIFE 43t Hi )5
AbEE, X, PDIA3 76 M e hile & £ 6 |2
AE F, PDIA3 2 il U ¥l J& /9 — > A H 19
i/ R

2.3 PDIA3E BF 44 R %=
carcinoma , HCC)

X} 86 5] HCC 5 912K F THC 12 i i 48042 7 R
SRS dUTP V) 10 A ShbRC A 9 41 i Ki-67 45
BOMPAT-AMMFE T B, &5 R L, PDIA3 7Er
86 15l HCC s 19 34746 2 35 5 56 151 HCC i 191 (65% )
FILH PDIA3 (1) 5 #3530 #l (35%) R B H AR
i, PDIA3 mEARY HCC B 1Y JCHs AR A 72
6] IH S TR IR ) HCC Hi . b, PDIA3 Kk
SN 5 Ki-67 8 80T i A 0%, 2% B i 240 3 B 44
TR T BE Tk 0T 5 — IR A ST X 53 ]
HCC %5 14 /Y 20 21347 THC, & ¥ PDIA3 5 33k 1
HCC 2 FAR IR ) HCC 2H 27 2 PR o i 1) 344 5

BEC I ALEA /DR T, K PDIA3 2 R
%S5 B MEH T HCC 20 M 5 0% 40 it 26 5 O 5
YRRPRT . 3 Ah, e B e Yo o i G i I T TE 5L 50
435488 T PDIA3 Il STAT3 7E HCC 40 & 3t
FENIFNEE G . PDIA3 (IR AR 1 B2 fb STAT3
F1 STAT3 {5538 #% 19 F Ii# 45 1, 76 HCC H1, STAT3
(A5 55 T 2% TG D7 A o TR O AS, 5
HCC Wy A& e G e 16 30 2 U AH G, 38 W] PDIA3 ji

( hepatocellular
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it STAT3 {558 ML HCC FERE . M FeA] &
STAT3 AT 41§l 515 I 28 11 {5 1) 240 A 3 T R B2 A1 11 48
MR TEPTE CDA7 B3k, #E15 T HCC 1Y e s )i
PEAIIAET (ICD) , FEH STAT3 21 i 7 9 il 4
FEMIABERIRTT HCC T AEAT 5> PDIA3 A&
DNA 2551 STAT3 B AWML EE 4 iR 7, 76 2 F
AL A i L EZ 3 PDIA3 Y33 # ik vl fig 5 STAT3
MEUREEER L A £ PDIA3 3 50K 1A
ST N B (ERS) |, 7E MR & A rp i EEAE
Il R34S HBV-HCC 420 181 2 A48 (CHB) JiF
ZHAVRN IR F T AE 2L, G THC A i) 5 28 20 41
PDIA3 B3R ik, 4T Western blot £:il PDIA3 7 AT
A% 102 HBV & P IT 40 &2 L02-pHBV4. 1 Al
HCC 40 &R P ik & it AT 90 uF , 25 R KW, 78
JHF- 40 g A 02 P 2 FU I R 41 20 PDIA3 AbF i
IRRZS, HCC 40 2 Al LO2-pHBV4. 1t 8
Y PDIA3 ik, Kt PDIA3 33k 1] fiE 5 54
HBV-HCC & HE AR | PDIA3 1] % mTOR
HEY 1(mTORCL) AR IFREF 5 S, 5
INH, mTOR (43476 5 98 () J2 s DL FR 28 1 A
X, MRANENZH IR 5T B, mTOR 101 350 o] LAAT %%
ST ARE H AT, i AT mTOR #9551
et TR 97 . X n] BE &R 4 J2& th T mTOR
(AN S8 G i A HAth 5538 % 4 MAPK 1 PI3K (1)
SBHLEI A #RE ,  T R mTOR 10 i 550 % fF
TR TE AR, IR & R TG YT RlEH
i mTOR F1 MAPK &% DNA 42 i 30 B v] 68 %} -9
BT AR
2.4 PDIA3 54 E %75 ( colorectal cancer, CRC)
o BB R RE SIS £ W, CRC B2 UK T3
A g 5 = KR WURE , SETSR R A
AR IT LB A SR 25 B i i 19328 W R T BOR S W 42
o, LRI AR 2 ) R A A7 R AR AR AR AR, A TR ATT
T — LR EARICY , XA CRC BER 2
Wr AT e B o EEE S, PR
i 240 M 20 DA 1 R R 15T, PRLAR S T ER
HOB A S IR A T S R R S H R S8, ER
I B AR AL SR PDIA3 76— fi s B i rp it &
FAEH, W, HL CRC B 45 E g B A &
H R AR 2 A B AR A 88 1) .77 ) Fl 36
By o SR TERER 5 W B 2% ( ELISA ) %€ IfiL 7% PDIA3
i TS FIAR A 4L LG PDIA3 5 & 1Y 25 57, 45
RER,CRC BF I PDIA3 S H & T4 B H

HHIEH N, PDIA3 & mEB 15 o R i T, 2 5%
GiiteEE Y WA A AT b B 5T A4
MZHEEUE T PDIA3 5 CRC Z[EMXE, KT
Pt RNA (siRNA) 5 A SW480 £ Jit LA F ik PDIA3 5%
ik, PEAL PDIA3 XA K sgm 54030 iR
AL, 72 CRC 1P & 3 PDIA3 ik i) &
L HEAR S SW480 41, 38 it 4% &
IS KA AR, B DGR B I PDIA3 (1)
A0 ff A5 B T RA R0 B R T8 0, CCK-8 vA & B
2 i 1 g O i gk 2 o 1# 1T Ménoret L2 A 5T
5 WHERRE AL VE R TR, B PDIA3 EA 9 i
968 A A 2 UM A D) g, AT A5 11 PDIA3 A 22 A
KRG IR IT IR RS B A 1E K i U,
PDIA3 FUSEAAEFEARBGY , IR N FH TG IR, 4 54T
it — PRI B IBLH
2.5 PDIA3 5EHMHEKRZHNHAR

# %= BT, PDIA3 f e/ N e B
Jii NEAE P S5 HAt /D UL 5 1k 28 0 g v 1) F 5%
T AT SCHk A T RE

3 REERE

ALK, 11k 22 G b i S — > Je ¥ BOve ) Hfe
R IB HAT AR T IR RAE A8 ™ R R BT
FREAENRE R, AU B B RO B AL T B R
FORGFE Ak TUIE AT R, Hit, ®A
b TR AL R eI 1) KR L, SR CE A ROR
Yk Z 2

UTAEA, B el P AR EOR Y &, PDIA3
TETH AL 2R GE e 4 s AL ) 1 AH DG 14 328 . 5 1Ok
N U B PDIA3 & — e RZEOH L R G hb
JE T AERAFAE I A, 6 ER APon] LUV OB 8 1A I
WS, Hom ik 5 R E B2 BUS HOC, [F 5
PRG35 | 1N J5T 0 17 S0P E — i Y AR DG . A
STHAL 2R S8R B AR W bR G B AT AR IR T R AR
PDIA3 25 [ H B 8 F B HA L, B 0F 50 48
i) PDIA3 By —Z 259, 3t it — IR 58, BRitzZ
A SR SAAE AR ARG S50, e 2 PR N 5256, 45
B i ANt — L 2 PO AR E S B
By, AT JUAR, B S 5836 7 15 21 1R 58 B 1Y 52
Fr, Z MR 216 )7 24 W E 24K 15 36 1 FDA
(Food and Drug Administration, FDA ) It #EIIf RN H
SR SR T T R T RSO B BT M, TE 2013
SERLCRE) A8V A B B E A B R R, TE
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A I WEFE T R E N EE PDIA3 S50 KRG
T AR 5%

i LR ETHAE R G T PDIA3 2 5114k
RGN A R, 3 H TSR AR —
M JRIRRPE . PR, B o A i Bk 2% e AR B AN B 53T
AWHREA AT AR A BEVIA IR ATZHE PDAI3
FETH AL R e g v i VR AL AN 2 VR AT
I PRF S 3697 T4 1k 28 40 2 b s 32 3L o B 24 1
Wt
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