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[ Abstract] In recent years, with more and more basic research on the POU family, it has been found
that POU domain proteins are related to cell development, replication, growth, and cell cycle blocking and
differentiation. POU3F2 not only participates in embryonic development and differentiation of central neuroendo-
crine system, but also has wide expression in malignant tumors, and regulates the proliferation, invasion and
metastasis of tumor cells in different ways to affect tumor development. Based on the structure of POU3F2, the
review expounds the function and research status of POU3F2 in common malignant tumors, with the hope of
further studying its mechanism and preventing diseases.
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M It A5 b5 5 T B R AR RN, LR R IR ) K A
KJE, WEAEWFSE £ 56 IE POU3F2 7 3% bk M8 (0 0
( malignant melanoma, MM) HV[#) 55 238 M el F:3(
ISl SR JLAEBFSE B, POUSF2 JR5E R
Tt Z2 Bl L R B9 A AT, IR RGN
THICR G MR FZLIR AP 55, HAT, ¢T POU3F2 7k
AL e e v P FH AR DCAIFSE 0 i i T R G gridk, A
RIS 2 5 e i A i e R AL ok B F9UJ 1 52 )
XTI BTG BA B L, AT POUSF2 (45
FFINRE, FEIGEHAE 5 DLW i rh i 2 R A5 AL
PEATIIAE , SRyt — 2D R AR R v i e i i
B, A A R R YR )T SR A B AR

1 POU K%K Brn2 L9454

=ML S E A (Pit-1, Oct-1 1 Oct-2) FiI
75 W B FF4E HL Une-86 & 74— Bt HAT AT 1) |
K2 150~ 160 P2 B IR K 1Y XS 7k O POU 4544
B, POU 53k R B & WA B X, 50k
POU [FIE S5 3 FN POU ¢ 2 45 M1, WA SRR IX.
H—BUNR R SE R LR 7 ) i 3 R E X
[ )5 51 R POU [ 15 445 449 35 17 22 56 iy 5 22 o 7,
POU FIEM G AT 40 T ~ VI 6 2612 Hop T, I AN
VA N\RIKLGS ST (IR OCT &), I
A5 VR 1K DNA J 7 [ L4 /5 5] ATGC (A/T)
AAT] mJEER, 4546 X5 POU [R5 25 #4 5%
(5 55 F A %) F POU BSR4t (5 3/ ik
PR il ShniE NIk DNA JP51454 (F 1),
oy, OCT & FUE L M/ R B 4540 55 DNA L7454 5
L. VAV TS5 R 1 B M A,
R R A ARG AT

: POU-H| A
ATGCAAAT Il] |:| B

i ] jc e

B 1 OCT &M 5/\%K DNA B3 HiEss & m EE

Bm2 J& T OCT FEH M &, H POU3F2 A
Gk, LB E AT NG AR 6q16, H im0 &E
H BT LA SRR B I &5 5 AR 1Y /SR A& DNA L7 48
SEENFEL, TS5 TATA 455514 (TATA binding

protein, TBP) . %% 5% % # 1% I F p300, Sox- 10 Al
Pax-3 $55k 7 (7RO EARIE L h i EZ/E)
HEAE Y U SRR 249, Bm2 YR Fr i #1 26
PRI AL SR RAE R BN, sk nl 80T i
(1058 SEA% R A% TGV 43 A JS 3 I il 28 D 43 0 i 446
g6+ Nakai 27 BFSE & B, B2 DhfE B 1/ B
i ToRAMATE B AT 10 d INFETS, 228 T/hERT
e i H M0 B R 7 2R A 2 1K KT S B A RN BR A —
e KW POUSF2 B3 T i A ik i % & ok
PR A, BRVE T M2 R G T RE AL,
POU3F2 if ] 17 2 5175 Z R0 WAk R 4 % 1 K e

2 POU3R2 EEMMEBLZEAXEHHIER

2.1 POU3F2 5phE4mm+ 14

POU3F2 Bk 75 a7 A o A 5 o 38 41 A
T, BRI ( glioblastomas, GBMs) & TR
R 25 R G R R S, R A T R
XHAR 2R HE 1 R A HEAE N, DP9 & B Bm2 1R
GBMs TN AH G 5 H 1, X T 1 98 B 4E 55 GBMs
Z0M T PEAR Y EZD, Bm2 [ 5 SOX2, SALL2 A0
OLIG2 ¥ iz 0ot 282/ B 4% 5% ¥ (transcription fac-
tors, TFs) , BIMEIAE IS 20 R i e 1 58 40 i
(tumor-propagating cells, TPCs) B 4F 5 PE# ¥ 08,
B3 AR GBMs 4 o 2 A2 o A A e e 5 B ) 1 4
MR, Fujikawa 551 % S92 111 1K 2 R 192 1t
ZAK 7 F (protein tyrosine phosphatase receptor type Z,
PTPRZ) 7TE4ERF GBMs 40 i+ Jr i e # 5 24
#1) PTPRZ FI40H] GBMs 40l i iy T-#: AR v, i
%ty PTPRZ RYJER T AEE B2 MRS 22—, HIbiE
Wr Brn2 4E4F GBMs 4 il TP i AL Z — & /E H T 1
FE R BEF PTPRZ,

POU3F2 i i35 MM A 40+, ALl 4
o HeskA T NFAT2 bR Al S B4 4 i i SR AL A
F--a (membrane-bound tumor necrosis factor-oat, mTNF-ot)
FiK, FEMIE c-myc-POU3F2 %, {14 POU3F2 %
B R, AT A /)N IR S AR ¢ %% 5% ¥ (‘microph-
thalmia-associated transcription factor, MITF) , LI{¢
MM 41 25534 (FAnEbe &4 CD271 B3R O 4
fiE) ", WIS R, mBRE s R F YB- 1 3 R AT REAIR
FUIRRARM TV, YB- 1 B[R 2% i L MR8 T 40 o 7
RSN N BORRE J) 2 W ERRAK, T 4 4> (S0X2,
B2, OCT-4 A1 OLIG1) ¢ 5 4~ (SOX2, SALL2,
OCT-4, Brn2 1 Bmi-1) %% 5% A 14 [m] i) 3835 AT 1k &2
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YB- 1 K i S SO PR T A0 AR

T LVE Y, POU3F2 5 i 40 il + 4 25 DI AH 56,
A3 S A [RATL A 4 5 s A R 1, AR ELAA (53 i
BN FE ik — W MR, XA BT & 3
BT RS LG Ak e 19 1297 s
2.2 POU3F2 5pE#Z R i

POU3F2 if 2 55 526 [l 1) 1 28 N 2 B 2 Ak LA
TR PR S, HUSARJE  ( prostate cancer, PCa)
FEEETZERE, WEHERKZH 60~70
5[]3} s ﬁ;i{ﬁi@?ﬁ?fiﬁ{%{%%ﬁi (androgen receptor,
AR), MERER 5 BRIT Ik BT 0 M B KRR, E
AR BT HOR T F8 e AR BT LT S I ( castration-
resistant prostate cancer, CRPC) Y%A, MARRFLA
FEAE AR SZ I FRST 5 nT ] AR A8, RAR PR
BE SN2, R R — 2 ke T a N
Sk, SRR ML NIRRT RS (neuroen-
docrine prostate cancer, NEPC)[M , HohE$i AR %
PRIN I H A CRPC 54K Bhagirath 551V B 9% %
R, 2L S b PR PCa 41 AN /N B i POU3F2
mRNA & {30, H POU3F2 5 AR My £ A 55k
RN, B AR A ELEEA0H POU3F2 BB
AR SZ AR 590 (6 H B8 968 40 L POU3F2 % 2K FlRE ik
L, USBUR MG N sk, FTAH Bm2 J&
NEPC (R 2 N3 BRI 717, B#5 % POU3F2 ff
FERIRA, K ILHEGE T WK 5l PCa & A #2844 Wb
b, ESHAR ZERMFFIFIER PCa A H BT 25
B FEERNRZ—, X POU3F2 AYHL [ 30 o] GE K 1477
ol 9 75 T 570 e A Aoft 28 P 3 U0 P AR A — Fh SR

2B N R /NI il %E (small cell lung cancer,
SCLC) FH 28 PN 43 0 R A0E 1T A 2 3 S50 i 0 v 1t i
Iz —8 SCLC 4l & POU3F2 1Rk 2 5 Hip
2N 43 A 4B Tshil AEUYRFSY R B, Bm2 Xf
SCLC G 1EH 5 1 F ASCLI #1 NeuroD1, AKX
2R WARICAT T (AR ARG R 27 1L 28 M
RHERRE A) MERIXBCEZE, 4 POUIF2 7
SCLC #i M gt diBRA, b b R F 3k /K i R A,
SEMEA A KR 2%, $ER B2 TTRES S5 S 1L
S PH T (05 S N TTBE I SCLC (4 80 25 P 43 IR 1 . I
Hh, BFFE K IR IR 3¢ K7 (thyroid transciption
factor 1, TTF1) 2% 7E SCLC K%Kk, HiE
SCLC 4l g H i POU3F2 #% @i bk, TTF1 Fik W F T
P, DR 20 A0 % R e S ST B2 W] 4
£ TTFL B3 792 5 HAE scLe iy &is™, it
AL, POU3F2 35 SCLC (I 28 N 43 M43 Ak LA 5
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RN N AR PERE R, IR POU3F2 Rk A B h
SCLC M AERT LR

ks Bt v ( pancreatic cancer, PC) BEAEEEZ
WP O R e =, FARUIBRARAL, HE5EAEM
BB BRI & B, POUBF2 T %W e IR 5 45 I IR
( pancreatic ductal adenocarcinoma, PDAC) K £ A
SRITE RGN DFFEERIT, R 1 C-R L
£ (mucin 1 C-terminal subunit, MUC1-C) W5 MYC
JE S W LB B F M5 e P s R 7~ ASCLL, #f
ek B2 R A0 4% 5% 97 NOTCHL/2, %+
MRIF T L RENE S BRI 28 N 70 I 5
AFE—, DLRE PDAC H £ P4 43 W % 2 1 R
PR POUSF2 AT R AN HL A b2 14 43 WA 2R Xy
1 PDAC 1y ¥ 75 i 77 #E 45, {H POU3F2 4l fi 52 iy
PDAC FHI 2 N 43R5k B ARl PC I TER T HEAR 1)
T SFAT o H PR AT ST i — 2D B IE
2.3 POU3F2 5y MER

POU3F2 [R5 M [ 88 4 B 14 A0 4 22 A 238 1
LRGSR e i) =222 1A, 34 ml i aok HAB AL 30 5 i
ST e 95 A L P (R 2R N AE RE RE 1, POUBF2 w5
MM F{ZZERE T, MR8 REDE CDKN2A XS5 i 2K 7T i
R POUSF2, fE#f B O KRB, IR,
N IR A CDKN2A (45771 pl6INK4A
B BR S VFRE S I F E2F1 BS54 POU3K2
B LI Fe s, 4k 300 MM 4 R 78/ BRUA
WEIEE R B . Fane %12 BF53 K BL, POU3F2 it
FEIRAT FEUZA F 1B Rk &, MK 1B H3EH
IEEEIN EZH2 f 2k, ki fe 2t MM 40 R S e
RAEFER , WM, fENBEANET, POU3F2 &
FIRA 1) NADH A ALEE b V8 ] fd 40 i S - 0 55 33
fi# (extracellular signal-regulated kinase, ERK) F12Z%
T/ N Rt Akr 50 DT A2 a0 firh Jed 4 i 42 22
FRS  Li 527 W A UE BRI, Bm2 iR
TETEFUIRIE KU 72— DFFEIESE, BE R o3p1
A Akt [77 8015 758 % 7 B2 LA 58 = Bk
FL IR (triple negative breast cancer, TNBC) RIZZEH
FERSHRPE ) T L, POUBF2 7E SRR Y % A %
RPN EEE A G, {1 Bm2 0 TNBC 2R AL
il M 7 i — R

POU3F2 LA [a] 7 2 ot [ 768 240 L 14 £ 22 RE 7
B HTHEFE R W] B2 L a] 2 MM 20 i i 40 i Y 5
RYEVER ., Hamm 55V BE9E & B, 76 N Bk MM 41
fr, POU3F2 BLA5 {7 B[R] (19 22 8 i 2k 3 3 10 5 ¢
R FER R BERR G AT 5K 1 & R IR (phosphatase
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and tensin homolog deleted on chromosome ten, PTEN)
2GR (B2 RIKEARILE QL5 T2 3 PTEN
Fesg ¥ ), LAEL PIBK {5 %5 % 3 14 58 (PTEN Jy
PI3K-AKT 8 % 0 i 5] ), #E 10775 S MM 20 i ) = 2%
RS ; [z, B2 ZAGPRIS MM 200G K 2 2%
fiX, "IREJEAS POU3F2 Bk i i A% PTEN 7K-F-fi2
MBI MM A0 ML L B BOAAIE A G, BARBL A
FE— TN LARRAIE , BEFE X POU3F2 5 i3
KR SRR B — 2B, AT BB IR IR 7 1Y
WL, NIRRT e e 2 ke
2.4 POU3F2 5MEHRHGEE

Brn2 £ MM 41 g ) 483 05 16 &2 vh R 4% FE AR
Herbert 5 A7 & B, B T 3058 #1405 b 19 MM
20 MO 7 0 MR S AR A BL, HERE O Bm2 5
DNA Bl A5, BRI EE G DNA 4505 (7 51
flEH#E DNA 5145 5 7 Ku80 fYFF4E, LI i 4i 2 DNA
PO Brn2 38 AT A0 P8 TR OCHE I RIB R Y
HABT A S 2 A i MM 4, REIHAE MM
A0 AR e A T A

3 POU3F2 £ E 4B RILIAE

POU3F2 75 7] fib 53 48 i v i) 26 35 52 B AN [] 7 =X
MR, Cui VB A BE, 1E GBMs 41, ik
A miR- 146a 1] § [a] 4545 POU3F2, JfiilH A,
MRS GBMs M4+, R miR-146a-POU3F2 i
HEOTH0E GBMs By B T ANt BE, IR0 GBMs
g LA AR 2B St 250, AR Dl MM ) — Rl 78 i
AP H -, miR- 107 2 2 35 7T 45 & O i 48 a5
POU3F2 FHifi 3k, 7 FEAIC MM 40 i fr) 348
BRI ZE ), 78 MM 40 b, PR S 5 % T 2
5075 POU3F2 B3R, 40l MM AH G 22 24503 4k
HEH B (mitogen-activated protein kinases, MAPK)
{55 H A Wnt/B-B- R {5 5l #%, 151k BRAF T
it iy MAPK {5 5 1 5% J& POU3F2 3 3 Ay ¢ 5 3 1 4]
T, MAPK {5 % i }% 1 #§ RAS-RAF-MEK-ERK %
Be1R) R AT 5 o W 45 Pax3 LLJE T POU3F2 fi4 %
ik, {H MAPK {5538 8% 407 9855 Pax3 8 HAKF
W — WA ; A, PI3K/AKT-Pax3 fli7R8 2 5
T4 MM 4 POU3F2 253k

WHFE I, 7E 5 Ji 40 v BRORSUER 3 a4 o 2 S
K7 Brn2 &3k, MM I8 il A 5¢ NADH A AL LA
T bR 4= 28 g 20T Chen 255 & BLTE 45 H W
FRARML T ARTT 259 B VD R AT R B T M 4 ROS 1Y

Az AN pS3 AL SIS, A B EIVE TR 96 POU3F2
(FZ i ROS-P53-POU3F2 %), M i # | NADH
AACERM R, REEAME T, LRFRER,
POU3F2 2 BRI EIGYT 45 B i HL ) A9 G5 3L R 2
—, {H POU3F2 7E45 B ke vh iV E AL T35 ik — 20
IR R, BEE F 2 A SR oe 9 I )&, MR
POU3F2 545 5 i A= & J8 B T 19 0% 200 B3 0 i
b7 I A

POU3F2 7 /45 41 i v 1) 2 35t 32 20 A L 5
A2 K, LncRNA T2 L5 RNA 1 ( LncRNA
Brain Cytoplasmic RNA 1, BCYRN1) n] B 44FH T H
FEELIAl miR-490-3P JEAMHIHRIL, FME B2 £ik
# & (BCYRN1, miR490- 3p il POU3F2 JE il — F
ceRNA #LH) , FESFFE A0 B3G5 . s Ie al . 2728
TR BE 34580 ) Fan VR LB, R RNA
cire_ 0031242 7] 255 TR0 £ miR- 924 FH4M | H %
ik, POU3F2 & miR- 924 11 B 2288 25, UTER cire _
0031242 7]l 0 H 5 miR-924 454, S3 miR-924 i
FARLLUN I POU3F2, AT B ARIER A 2, 2 2 JiT
TR T, ATLAE H, POU3F2 (Y &A1 F &I
S 9 0 B A B AR T, R A R 0 R A
JE R SCEEE TR, T R R A [ TR T SR AR Y
Tl

4 POU3F2 5pygEETE

POU3F2 AMUAE gg 40 s ik, H 5 M
BEBUSTHEYIME, Ding ZKHE TCGA (the cancer
genome atlas) K04 B W EE 5 IEH AW
POU3F2 EikfHL, HETFTIEH AN (n=50), POU3F2
TR (n=375) HEEEE, KA Kaplan-Meier
FENF I 370 51 R 9% A A X ¢ B A 9 BB R AT AR
50T, K POU3F2 m&Ril & WURHZE, R, 5
Brn2 VRS AR R 2, A 2F 3 il i TCGA 4
PEPERER T ARk MM 568298 (V1) & POU3K2
AT DU, I —2K L) b R AR S R e A
FEHT4E SR 2 W POU3F2 Bl ok s (% 26 315 5 s (k2
AR RIS HE, 0 POU3F2 i) £ A 7
5 DR M g £ 2 ) A AT

5 hMNEERE

2 FRTR, HisR T POU3F2 MUTEIRIA & B 1t
. PRGN LT R R RIS S
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TEVF L2 I Al i vh Tz 3k, POU3F2 75
(Bm MM, NEPC %58 e il o A [F] 3 A2 42
R e A K e, AR H AW AT R, Bk
B2 2 5145 GBMs . MM K 2 i 4 25 N 43 DA 98 114 20
ML, Sk R s | T (RZERE TR
iU, 25 PCa, SCLC K PDAC 45\ 2
WIS A, S AR e UM 06, B
POU3F2 7EVF 2 B ) 2 2 5y, (HAH G
%ﬁﬁ%ﬁm Xof FLELARAE FIAIL ] B AE DG A5 -3 % 1Y
INHEATERE, 57 2R RIRAIRR

POU3F2 ‘ﬁﬁ%%ﬁﬂ’]éﬁz%“ TR TS A O,
BIREARKME & POUSKF2 AHOCHE 1 25, 905 e 4
HILE AT R, AR R 240 B | 4 P o 2
P4 EE AL A BRI 5, DATICSE i jR 3 RO )

EERE: LRI R vk Lkl
CRIEE, RRAE, R, BRY
TR P XAEIT
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