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[ ABSTRACT]

AKR1B10;

gene regulation ;

involved in the occurrence and development of a variety of tumors and is a novel tumor marker.

studies on AKR1B10 inhibitors and they are expected to become new anticancer drugs.

tumor markers ;

AKRI1BI10 inhibitor

Aldo-keto reductase 1BI0( AKRI1B10) , a member of the superfamily of aldo-keto reductase (AKR) , is

There are more and more

The structure and functions of

AKR1B10, the mechanisms promoted in different tumor development, the application of AKR1B10 as a serum tumor marker,

drug resistance and its inhibitors were reviewed.
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(aldo-keto reductase 1B10, AKR1B10) 42 i i 14 J5 it
1B (aldo-keto reductase 1B, AKR1B) V. ZZJi& i) B B 1
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K R R AL 5 R B AR L 20 B Ao 1 R YT R
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1 AKRIBI0 & 51hEE

1.1 AKRIBIO B9%#3

AKR1BI10 J& F EE i 8 JR B ( aldo-keto reductase,
AKR) BFIER , 316 MR IERALN,, HILH AT
Yeefk 733 12, AKRIB10 HEHITE M (a/B)8
FIRGEHE , (o/B) 8 HRARZEH S AKR fY HL I 55 4 |
LIRSS B O AR AT B C 3t I 5 A BROIR &5
A, LA 3 2 T AR A% R 1 A8 b R 2l AR T A
g5, R S EUE KPR, BRI 22 46, BRIk 25
FA AR Al P B 53 B R S
1.2 AKRIB10 5#ER 5

AKR1B10 3 i3 fb 340 S g T 2 R S A & 9, sk
SRR TR IEA A W B T R DNA B9 8495 , M
Ty . 2P LR RS A
FRIE R AKRIBI10 R RARRAG X 2 245 9 1) 75 P4
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FH3 05— 07T, 240585 R 55 B R 25 HOR B h
JUE A Y R A D IR R, S B RIR YT %2
BH, I FRAR R AL B R P RCR

1.3 AKRIB10 51 &8

AKRIB10 A4 45858 1400 B T 30 Jt it e | o 1) o
X4 S AL B, 3 1) 2805 AKRIBL A
Et, K-cat & H3E 50 ~ 100 7%, 33 Ffr il 3 14 114 22 53¢ ]
RE SRS A 0L AR I Cys125 HHE, LB RE &1k
A AL B RR | AR R S AT A0 B S G A A 2
YA o AL i L T, B AKR1B10 38 52 4R i 40
B [ 2 R 4 4 M A A
1.4 AKRIBIO 5ZEi##EgE A R LEE «

AKRI1BI10 5 & Bt4# A A FR1EEE o (acetyl-CoA
carboxylase alpha, ACCa ) %5 4, 1 ACCa 7 &,
ACCo S KA i I T 6 18 1 G e il , < % g I 1 o2
Z: 550 A LR G B B A 22—, TR st 2 G B 5
TARE AR 7 A B 3G B o Ak b R AR T OCEEAE
FI™! . AKRIBIO 3 #95 ACCor, f2 34 I35

2 AKRIBI10 (@ # A [E] PE & 4 & BRI

2.1 BYE

NEPER R G FEREE BHIEHEA
AN AIE R, HoR IR SME T K B &
TEPER AR A B IS, AKRIB10 24 H
Ji7 8 I Bz 4 M fe A7 2 11 5T M DNA #3005 () Q8,4
AKRI1B10 ik T, B WiE L K 40 A ge P it 17
RIS e d, NI & B W 18 s i & E
T IR 1 S
2.2 ZEBRE

AKRI1B10 745 M9 H T R B4 il e 2F 1, e
JE PRI AT i 55 2 R 0 240 e S o 38 B A A 4 1
A%, [FET AKRIB10 T 94 BB 568 41 i % 8 2 fb &
Y 5y Bk, 52 i 20 i ek ik e T o Zinovieva
2] R R IR T RE 5 B 2R A pS3 {2 AKR1BI10
BEsR T pS3 RAE W] 8L AKR1BI10 5% 30 AH 5% |
TR T, Li %0 25 R0, 7E 45 B,
AKR1B10 IR A RE L8 17 W5 A2 2 g 2 e
2.3 B

AKRIB10 7EJHE S8 ik . 5 03 21
Hirb, AKRIB10 235 1 25 58, 1 e 1) 5% 3k T W
Hn, AKR1BI10 B3R 35 5 96 240 I (9 4310 72 B A
5K, oAb B B2 434k S B R 40 S AR AR T
AL, AKRIB10 235 & i 0 3 5, X T fig 5
AR 53 Jie s 248 L 7y s g TR 225 i) % SR 5 AKR1B1O

EARTINE STy S5

WFFE A B, AKRIB10 5 P el = 040 i J4 0 45
itF A LS 5 SZ B, 26 AKRIBIO W] R o fi T
S A0 A AR B BB AL, AKRIB10 5 9 4
JL 2 M A 2R -1 32 AR AH DG 1 (IL-1 receptor as-
sociated kinasel ,IRAK1) i) 3RiE % UM IRAK] S
SR NARR T2y bR e S 240 AR S 1) Rk AF
ZA0G 2l IRAKT PR R TS0 SRS B H AP-1
(activator protein-1,AP-1) {45 & T 1, A it 76 JiF
FRANAE T IRAK W] BB AP-1 [AIE:fEiF AKR1B10O
Fik Lt
2.4 RheE

Fukumoto 25" 75 i 20 21 e i A8 4 4L RN,
MR SR R A b & B AKRIBIO 8 ad %
5, JF H AKRIBIO 357K 15 i g 40 Jfd 23 16 7
BER ARG, MOCHFTEIASE AKRIBIO 1] i i
SR AR R A 4140 R AKRIB10 3 i T
PEIZE PR R, E— DA A0 R 2, A BT IR o T
J B> AKR JE P Rk TR 1L 2 0] [ 2 AR K
X LR B R b AR AL B W 1 22 B8 05 75 42 (poly-
cyclic aromatic hydrocarbons, PAH) 7] 75 - 2 21 4ff ffy
S I8 AKRIBIO, 4 40 540 55 45 2R IH BR ),
AKRIB10 AIAHIE G =

WF5E ke B, 24 fili 98 200 i 22 ' AKR1B10 235 7C
BV T HE A Bel-2 Rk R T8 Bax £
IRERFEERAIN, Bax/Bel-2 FUAE I &7 , AT A2 2 248 €2
FC OB, BT LR AR T B SR T
FATAT 53— 20 BT AKR1B10 I70 3K 76 40 i 4
151 20 L G 200 R B R RS ) A A SR
WA 2 40 22 T, AKR1B 1O i DRI 37T 8K s 31 440 40
LR IR OCHE B, S oA i A S AE GO/ G I RH fir
[F] i) AKR1B10 J5 A0 8R Aol 45 40 fif A1 55 28 1 3ty
(extracellular regulated protein kinases, ERK) F1££ %4
JRIE AL 8 H B ( mitogen-activated protein kinases,
MAPKs) 3k N, i T EKR/MAPKs {5 5 18 #%
e IeE 4034 5, Ak 30 B8 B il A AR R AR R Y
,f/'—:‘JEH[IS»lG] .
2.5 FLRRE

Ma %57 & B AKRIBI10 76 L5 41 i i v it 3%
ik, ACCa K3k B8, BRITR & g, B 5 R & il
AT AT bR A bR 3 SR ) 5K [ A s TR
i JEE AR 2R 3 B I 0 L S S k20 ) A0, DA T
MR Sl LR GK AT A — &R B
AN BT ARSI AE I b, AKRIBIO B i
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I AT g B, 2E TS RAF/MEK/ERK 48455
I A2 E bR AN MG A L Y SiRNA T
AKR1B10,ACCa 8 335 N, BT IR A i3z 23
A, 200 JE S BEL VA , o R T B 2 0, R M LAk
Wy I R A4 L I 3 A A B i 2% 5 50 R 4
PR, AT i Ao g A= 4. [T, B B ok AR Ak M TR
SRR BT 7 A B SR PR R R F Ak A i R
DNA i th 2 v A g T B E R R
2.6 HfthphEz

AKR1B10 7£ A it A i A4
I AKRIB10 7E HUR MR FL R A 2Uh i 363k, B
SR AR A O, A AR R VAL % 10 bR A
B0 ELIEE AL 4R AKRIBIO B A £ KT S
EB JREEAHOG, AKRIB10 78 BERE M 45 R | Barrett” s
BB KB R KKV T, AL T g
55 AKRIBIO 9 57 00 B R AH 56, HC At b Jgg 4n 7y 53
P TR N R T S IR R M A X R
AKRIBI10 &3k iR, AR e i) & A kS BL I 75
BHEZMRER.

3 AKRI1BI10 €24 M & hyE+Ric ¥ 89 52 B

AKR1B10 25 [ 38 3b v AR 3 1 3 A2 5 W 3|
M1, B G0 922 W 6 350 56 ( enzyme linked immunosor-
bent assay , ELISA ) ] DL I A& 1.7 ' AKR1B10
MIZRIRKT-, BFSE K B, 0 0 A 3 b R
Mk CRIF R B H A B R M 5 B S 2k
B 1 1035 B IR 28 1 (alpha-fetal protein, AFP)
H1 AKR1B10 #4705 #, i i 5 A rh , AFP A
AKR1B10 B7K-F-$47 0 S5 iy 1 Ho Aok B2 o T -9
K BT A H A AKRIB10 B RS 1 Ry St
ANET AFPP . I AKR1BIO F1 AFP P B &
R, A7 B 42 v R 09I R 2 W7 5, 6 F s fa A
e AT A 2 Wi W X, [FIR A5 &
PR, FLIEE B LT R AKRIB10 ZKER 7 JF H
& AKRIBI0 (335 ] B 55 s 6 B [ 2 R AH G,
#E AKRIBIO I f8 A2 — Fl 5 19 100 35 Mok 988 2 4%
EY

4 AKR1B10 5zt R EH#PHIFIa9 8 A

4.1 AKRIBI10 54 ZMmiz4

W98 R 0, e AKRIBLO 149 40 Jifd 7] %of i 25
B LGRS 2= 25 A it 250 X 0T B
5 AKRIB10 i3 28 5 A7 e B i e osd 25490, 1

PP 20 M O 32 25 ) 00, DT 52 e Ak i 24 1 A
5, AKR1B10 A7 1] Rl 1 41 1 245 490 1) 4804k g 38 s
N7 o O T R S W A =3 < IR N
AKR1B10 FEPHER 5, 240 M08 T 38 hn | 48 3% 08 1
> SEVE RIS, 40 X BT R R A s 0 B 5 LI
HE #0  AKR1B10 A B8 2% 3% in 4k 97 25 09 Bt 9
RRY
4.2 AKRIBI10 #p#i51

AKR1B10 ] 71 73 Sk PN 51 4 Jo | B s D it
17 (aldose reductase inhibitors, ARIs) . KIRATAE
YIRS A I R 262 R B R TR &
HARE Y E M AKR J46157], X AKR1B10 38 Ji7
it 0 3 T AT T RE L, b S IR B ik
PEMER) AKRIB10 #0I7), HRTC A0 ARIs, W4
Fii wil At e I AR H B T 2N BN, 13X T R
SRR S5 A 1 57 5 A A XA A G, R
SRATTAE ) T AL TR ) 2 Wy |, IR =i 2 | 2% AT
A=Y MIMERR R O BRI A4 . AKRIB10 B 4544
e TP RE S P | 28 1 Bl 2 DA S IR 7R ) 410
VR A, X e S g N T A B AKR1B10 #1041 741
FEAR 225 A 0] e 2 [ st 2 4o o 70 5L A Y 4l 14
IR

5 B OB

AKRI1B10 FEAN G g h 2235 R [R] , an e 8 Wi
SV AL R v 2R IR R R T A R R | FLAR R
S LA SR IR v ot e 5k X AT R S E A SRR Y
BRI IR AL & W AR E R E, UL
AKR1B10 B3R ILfFREDNREAH G, A1), i B 5+
P, PRI A TR B ] AKRIB10 A9 E0 AL AR
St AR, AKRIB10 7E [F]— g , e 7 5 v )
i B RIR MR R TR, P AKRIB10 7E[R] —2&
Ui A AN [l o 40, Rt A 22 e

AKRIB10 XF ey T 15 A4 W B0 W B oA i 55 1
FH AT B0 A 1) 0 550 0 25 2 6 R B g B TR TR
T A I WA A AKRIBI0 A9 2234 & B i fE
TR bR i & A, T RS AN R AKRIBI0O 9 3%
Ik AT R/ g 0 M o) B R IS 2 W 1 T 24
It AKR1IBI10 32 {4 0] A 4y i Jeg 36 7 3 A, BF v i
FEIE AKRIB10 #0575 A K RE 245 g 4iE B AT 4 ok B
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