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Abstract

Acidic nuclear phosphate protein 32b (ANP32b) is a member of ANP32 family, which is involved in
many physiological processes, including cell differentiation, apoptosis and cell proliferation. Recent
research evidence shows that ANP32B is closely related to the occurrence, development and prog-
nosis of various malignant tumors. In view of its important role in malignant tumors, ANP32B is
expected to become a new biomarker for tumor diagnosis and prognosis evaluation. The purpose
of this paper is to review the latest progress of ANP32B in the study of malignant tumors.
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1. 5|8

FRMERZ 2 25 19 32 (Acidic Nuclear Phosphate Protein 32, ANP32)% Jfi A& —JAE kL b BEAR ST I &
FI . ARSI R 4 E0 4 5 (GenBank) 0 3%, K IRE S 9 MR, B AR, By ANP32A
F E (L ANP32E i 5 Pl s A1) o 3K R SR il 17 IR 2B IR 7 A BE AT 220 28 290 Mk Ak ]
H AR S REE N IR SRR E % E K X (Leucine-Rich Repeat, LRR)A C % HIME 52 Z B RR PE X By (Low
Complexity Acidic Region, LCAR). 1E&ZIXPIAN XK T 7 #1195 8 E 2 2 R ERHE, e 540/
% A B B (UL ER ) B3 4, DR ANP32 S R 0 1) 3 N0 4 o o o7 /2 4 M A% [ 1]-[5].  ANP32
KRR 55 2 A iE, RGO R ERE6] (7). MBNYFREIE[8] [9R4IME T-[10] 117145, 1t
bh, EF AR AEAES SET. KLF5. pRB. NM23H1 fil Axin-110 252 F & ([ 45 & AR5,
I, ANP32 S0 5 IR iR AR K R B DIAE G

PR 1A% 2 82 1 32B (Acidic Nuclear Phosphate Protein 32 family member B, ANP32B)j& ANP32 K%
R)—ANEER[12]. BHEA LA FE XA, 1 PHAPI2. SSP29. PAL31 B APRIL [13]. ANP32B &AM
ANZE B kR4 & H2LCL M gi )i 2y B aiifh, 48 5 AR B dlifadi ) 11 259+ (Human Leukocyte
Antigen class 11, HLA-I)AH G N A5 5 75 il BEA L[ 14]. JEEEREALR M, ANP32B 7EJ8 T/MATE &
JE RS R caspase-9 BT, MM T IHAEGN MR T 72 AR R ogg s M s E 151, BATH
WEFCHEN, ANP32B 5 A MR[11][16]-[19]+ FFE[20]-[22] FLAREE[23] [24] FEARIE[25]. 45 ELAE[26]
DA T 51 Bt [ 2755 22 P IR IR R AEAFE SRR . AR SCBAELRIR ANP32B [ZERRHIE. AW 2 DRe S HAE
G IR A R R BRI ST R, SR IR IR PRI AR TR R AR R IR S T

2. ANP32B W& 54 YFTA

ANP32B f2 = 57 (R 1 B s 2 R 52 1 32 (ANP32) KM R 7t . ANP32 5 (A5 5 2 fh A #id
T, GHEAHML b TN TE . ANP32B #4858 N caspase-3 [IHT AL H B4, FRIE N B M5 40 A
JHTZ T R 1. ANP32B 383 i 1540 SR 4H A A4 R -7 CD83 1) mRINA [m) 4 i Jid 1) e i SR il 3R
1E. BRI AT Kruppel FEEIT 5 (KLFS) M. BRYEZBEE 1 32B (ANP32B)#: i 2 N5 DNA
44t A Kriippel F£ 5 7 AH BLAE H I 8 1, HA0IE A BUB 37 X8R 5 1 7 0 S48 135 N . ANP32B
B E5MPRET . #EN S WA E R E Y . ANP32B fIZH 8 ARG PE S ANP32B [FJEY) ANP32A
5& INHAT (2B NG TN E AW R 2 — R — 2, ZE S & A JEAHE TAF-T (1
WIS F-1), ATEEEAZOHEA, MHZO04HE A H3 Al H4 (0 4EHE . ANP32A Al ANP32B 4
FERRF—1N 69.8%, ANP32 BEFRAGER A KRR N s AL OR 57 I & & 2 IR B 2 (LRR) 25 /3 F C
Uity A AR B 7 X 2H . ANP32B /& ANP32 SRR 01, ZF R R B R B, HARIE 2
N KX & E 2 5EAR - AR EIEMR LRR, C KX NEARIRIE, 5/ 2 REEBA
BREMEIE[6][7][23]. LRR 53R - MM TAE R FIBGSI 6], FFEFRAWMIZ[27]. FIAM ALK
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B TS 515 F[25]. C RImBR LSS IR] BEAERZ /MR R R v 25 5 4 8 B A#4R (6] - id, ANP32B
CHGE TN EE A R, MRS & S Bl R T 3 3% [26] [27]

3. ANP32B BB B#=1EAH
3.1. ANP32B S5PF4mpaptiE

JH- 44 i JH- e (HC C) A2 THE S50 BBl PN o 5 DL PR S PR g 2 — [ 28] T4k, i B S W A B A R R 9T S
HCC FI TG O3 2 535 2 (291 SR, W00 A8 38 B =0 i DX 3 v J o 1 0 JR 1) BB 3 T S R [30]. HCC
BHAAAW KRS /& HCC H SR EZ P 080, R X7 5w I K. /& HCC 4 it
HE SR NIERYT A SRR 0 X . 0TS AETT BORRAR S Tk Biay 7 ik A E R X

s, EFMRIPEHCO Y, MIEE S REARNZBEED 32 KEM I A (ANP32A) ] ik 6
A, FENA RIS MFRED(31][32]. #e4h, EAFHS TR ANP32A & HCC A [ fEbR
HEW[33]. FEFES, ANP32A 74K K F[34], FHFORIPHAM %52 CCL4 F5 2 Hi15[35]. ANP32A it
RERR R SR IR 5] R I A UG I ZF 440 [36] -

ANP32B mRNA 3 5A FE b8 /A1F 88 B 451 5 16 391 UTCC 43 AR < . 76 N ST 40 B AT 41 43 7, TUNEL
FIVEAH A S ANP32B ik Al 7276 « AT B ANP32B (¥ T I 7] B8-S SO0 B 12 (0 BURPE A%, A
TR BE R fE . XS R BRI, ANP32B ST M5, w140 AT TR bR &, 4t
ANP32B AJAE 4 40 e 2 R 7 R T 88 . BRI, #0i ANP32B (1) R B 58 FH Lk 40 B e 1) %
g Ak, BUNTN A ANP32B BT AT R B T U5 ANP32B AH G I 4 e 7 1 1R 4

ANP32B 175 Bad BE& 1k DL & Bak F1 Bax [k, AT U458 40 B e vh O At g o0 e HABAS —
SR, ANP32B (1) N URZESNGIAHM I 07 R A EH . ANP32B W] BE SN A I i VR 97 1 — AN
TEAE .

3.2. ANP32B 5% R % ME

ATRA 15516 St RARa B R0 40[37] [38], TEULIIA, RARa ¥ WL S N JoH(RARE)AL T
RARD [19]F1 RARc [20]5 17 2 HEF R BT, FHERIB 757 ATRA SRR 5% . i, ANP32B
e N — R B R AR, S5RSRRT KLFS fer g &, i@l #l e 3 7415 A LWk 5 80 KLFS
TRUEEE IR A AN [39]. FE IR BRI, AT H RAR a J& 55 —Fil ANP32B W5 I S K. IR,
FATR BT ANP32B £ 5 e 4% RARa G, KM ANP32B i ik W Z ] T RARa 7L
i 55 FL R 2 V2% RARD JA 3717 ATRA fKBPERGE . ANP32B Wi 4011 RARa [ ATRA U i 3676 1t
56 FRF 78 ANP32B (1) R IR SG 5% 1 (A I 40 M i 4n i i T2, 1o B Bh T ATRA 5511 A I 240 i
Sk BRI, ANP32B RTREAE 9 A MLV TT BV TE 1R YT 4 R

TN ANP32B 7E B-ALL H e (E IR AL TiEdE . SHEA omxd AL, CML B3 1) ANP32B
FIREE, B EE T AR R B REA KB B-ALL B35 ) ANP32B #3352 3404, ANP32B #£ik
RIS TS % . DNA (R F R0 AN 8 J 1428 A2 0 R R R 10 i AL [40] [41], PRIk B-ALL 3%
o ANP32B N RIVEENLGEIA FFE— 5. R T PRRRRIE R A/ BB R A 78 Anp32b SR FEXT B-
ALL KRR IR o 52 [ AH L B 200 o 1) N-myc i RiAREWE 15 5 0T B-ALL/#KE /8 [42]. BCR-ABL
p190 % /N AR —Fh 5 N EAH SRR, e 7 NJSm R, [ A2 B-ALL 4l 5
BCR-ABL p190 fli 53K [43]. Yang 25 AW FE R B[44], Anp32b SR FE7E PR AL 1) B 5 {2 32 B-ALL f
KRE, XK ANP32B X AN A2 R AR R IR B (1) A R 28284 B-ALL BAAHFE R0 . EB ANP32B 5
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PU.1 #HEAE 38R AL FEym e, MHE/N R B-ALL MR E K JE. [EEEEN 2, ANP32B 7E B-ALL
BE R RIERAR, Fik iR ANP32B ()R I B ACNIRTT B-ALL i — R BT 576 TT 50

3.3. ANP32B 5HiFIEEE

T F I (PO 5 AR E 7 it ORI R AL R HAE EFH[45]. REFRIE AR 55 B R
FIZFIRTT (ADT) BRI 20, (EBE fa 45 5L PR (1 9840 i 44 5 8 2 A LM BT 91 I (CRPC),  IX St —
itk e AR ZE A G [46] [47]. 2 PN FE AN 28 — ARME IR 2 A 1) 24 0 (S8 4 8 e R L AR5 ) /& CRPC 1)
FEGRRUETRTT J710:[48] [49]; TN ZIVEA Tk Gt 2 B . BT VR YT SemE 2 o E 2L,

Zhou %5 A\ [50]% I ANP32B it /5 c-Myc & I mRNA /K-F K, XK ANP32B & (A fEE 7]
BEEHS c-Myc 456, MR AL i e _EUEdEdi@ g, 40 MAPK/ERK/P38 [51], JAK/STAT il
[52], PI3K/AKT il #%[53]H1/88 4 if¥) WNT/B-catenin i [54], [AIFERLM c-Myc i1, BATRIL c-Myc
WEPESE ANP32B 4%, X2 — KL ANP32B RUFAAAE—S0BT I B0 @A .

c-Myc & —Fh “A )57 Hsgk T, Rk REMVEL FifdiiF, OREMRIGE. b AR
[53]o FATKI ANP32B mifiL 2] PC A/ 3G5E, T RAL c-Myc FIA n] # BOx LR e . 4 i A 3
ST R, FAL c-Myc A58 shANP32B 4 g+ ¥ 410 B B 1 GO/G 1 BH s LA K 41 B & 1 2 11 DI AN B LA
J p-Rb KIS AT c-Myc 3 520 4H i Ji SHFI 20 B g 5 . 7E < R FE T, shRNA /311 10
P R ) e-Mye BURTIK T GO/G1 4 &R [53] [54]. c-Myc 55 CDK2. CDK4 il CDK6
[321CA M 4 B 13 (1 D1 [54]. D2[56]« D3[57]« E1[58]. E2[59]|HZEik. 4HMfEWEH E1/2-CDK2 &
AL G1 K W) Rb BRI AT FE0[60]. BEAL, c-Mye 7] LU RIS AP4 LU B TGF-4 %S0 p21 Fik
(617, IXEEHF 7045 3 LR FRATHIE 7045 B R B ANP32B i#id c-Myc 1554 S35 PC 41 4 5 A4 it 4
.

ANP32B i 7] FEIK c-Myc 155, #E 0] #1710 B (PO) AL A K« Zhou 55 ANHF L R B [62]ANP32B
5 c-Myc 155 Z MAEE IR CHL, XiE— P IR 7 c-Myc W] i 5% ML iog (1A . ANP32B 7E PC
HAF KPR, CHRER GS B d. Kk, ANP32B BEAl LI/EN PC (G TG Ebr &4, B
AT LME N A a7 #E AL

3.4. ANP32B 53.B3%&

ANP32B H AR B hmRIE, HEREKT 5SS AL AR 0 R E A, X
92~ ANP32B AR N FLIEIRIT TR R . PR G Y e ANP32B )R IA Tt 5 p-AKT 1)
FIARIEAHIE, $E8 ANP32B A A I8 ok HAE AL 52 e 200 B 24 G R e i3k e

COIESEHOE I AKT 38 B 75 15 5 20 i A0 7L s 40 P 184 5 b i #E B 2R A [63] [64]. FRATTRHL, 7
ANP32B @K A, p-AKT KV B2 FK. A, KE AKT 8i4ERE AKT I 2H Bt P 20k v] D4
R ANP32B B X 41 i 14 58 f 4, ANP32B 5 [ o L e 40 it 384 4 () 4k 3 Bl L B0 AKT 5.

Yang %5 AW FC[65]F#H, ANP32B X p-AKT f1E M, K IEE 9N IG5E i = 2R i EH . 78
AT SR, ANP32B [RR S MM ES K E; MIAAREAE =T, ANP32B [E K NAT
Pt R AR KR Ak . AR RS, ANP32B 7EFLE B TP A I 2R 8 m, Rl ANP32B A 3K
TR IR T IR A

4. NEERE
L LTI, ANP32B fEE T NIRRT b, 195 SRR AR T AR SR
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R IR S A AW R . IE R IR U IRIE SR, ANP32B AT R Ry St () 20 A i B DR 7 sl R 1) X1 -7
Z 5 Z MR NRN ISR, ST, MERTHTZMAEYEThEE, HET T ANP32B 78R kA
KB EA L. A IESERE, ANP32B nlE 1% #IM <& A (40 Bel-2. Bad. Bak Al Bax)
SREZA IR AR R TR s tkAh, ANP32B 1] R MARK /% PI3K-AKT 15 5@ B AH BAEH, MM
e R A R ORI . FETIX SR EL, ANP32B B H A R ST g 1 AR b B S B e 2
YIRITSE s J) . SR, ANP32B 7E YR AR K J A 1 BARAE ML 75 8 KA. 2 1 B HBR N
R UL B o Rl R TE IR R 22 5 R . A AR i DL A B s 2 it 2 PS5 5 THT, A OGH FE MR N
CAHHIEAN AT R0ARZS 1, AIIR2 W I6 7 R0 TR S BT S 3T i R4 45
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