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Abstract Winged helix/forkhead transcription factor gene 2 (FOXL2), as a single exon gene, located in
3q22.3 area, which belongs to the large family of forkhead/winged-helix transcription factors, is associated with
the blepharophmiosis-ptosis-epicanthus inversus syndrome (BPES), premature ovarian failure (POF), and sex
determination. Till now, the studies on FOXL?2 are still hot issues in related fields. In this review, we summarized the
recent research processes of FOXL?2, including the genotype-phenotype corresponding relationship between FOXL2
gene mutation and BPES; the roles of FOXL?2 in the physiological process of life, and the spatio-temporal expression
of FOXL2; besides, we also reviewed the downstream genes and their functions of FOXL2 as a transcription factor.
This review aims at helping researchers to understand the function and mechanism of FOXL2 deeply and providing
the related theoretical support in this field.
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AR IR ¥ forkhead DNAZE KIS A — 4~ 5 1t 43 5 (H
T fie i R ) B 1 2 5 T = R IK Bt (n=14), FOXL24t.
AR 1) 2 DR 41 v B AR S0 B A 6 FOXL 2
FIIAWIRN, EARENRRIZERNS S T 2 M4
PRI AR, BN, FOXL2AE SRR & R 5 EEZAEH,
MHJLTFZ25 TR KERIE B, HAE %
DR 716 A R A 1) R 245 18 2 P b 5 B 1 T,

KA R 2 2R Crisponi 2555 i 1 5256 4F B,
FOXL252 /NG 34 45 & ME(BPES) I 80U JE K. b )5
B+4E, W5 E AT SFOXL2A WHR 2R I BUE A %
IR, ST R FH % R DR e e B T B
WHEA . ARZ AT BRI G R LA TR I (1)
FOXL2FE R 977 5 BPESTE 5 [ - A (156 97 ¢
2, QFOXL2UMm #0772 5 1 MR A i i S
I 23 FRIAKE B, () i KT FOXL2R 2 (1) Jife it Ik
Rl K g

1 FOXL25BPES

FOXL2E: N B H R fEBPES R E AN KB, 2 5
FEl Se FOXL2 1) AE 5T K 22 20 5 BPESH: i #H 5% . BPES
J& T — B G ek BB AR, 28 E R IER
RAZ, 5 F IR G, 15 T B 1 B4 0 R
0.17%0. H#H FERIUNIEZP /N, LI R, 4
FER YR R, 500 BB I P A A B 3 5 AR S 2
BIMET KEIBZ. MM EEEE, BPESTE
IR B NP AL I8 AL SRR, MR TE 4, TR
IREG KB R oh, B AN E R, A5,
Ji RV P 46 Bl AT 4 22 S E IR TR A, BESEAE
KI5, REssbE, B BamlmEgr.

P H §T o~ 1k, fEBPESE & £ /D K L 7206
MNFOXL2HE R RAZ, iX LG A K fEgmtd X, I
H A R AR I 290 1% 85 LR
A5 12%H T8 LRAR, 44% 10 515 58 45, 33% 0 i35 7
HE PN %2 48 (in-frame change)®. De Baere%% i id %
FOXL2J IR 4 15 [X AR 7= A 1) ¥ 25 1A o i3 AT 40
KWFFL, WM T FOXL2 5 BPESTE i [H 3 7Y
Z I A R R, HIR A U REFHE RN
1, X SIMBPESH K. 1M R4 S84 iLE (R
(1) — 2 S A B e LU, AE 22 BT R X A A
(0 A AETRYBPES Y AT BE P fRr . 20144F, Shigs!H]
ApiggyBacifi NIRIE [ 515, B0 RAR S EGL R H
L E RS 1, W %2 B i 2 IR £ Tk % 72 6B (lysine

acetyltransferase 6B, KAT6B)[] % 4 5BPESH X,
e SR R B AL 42 N R IIKAT6B & FH &K & il
R CH, U0 HTIE S8 2R MR,
Chai "R I, — Bl BT M FOXL235E R ¢ & i 2R 28
A5, .19 _95del, HRIR77ANGRIE 5 T B 15 25 44 1T ek
B, FHFOXL2ME AR . hah it — B iEse
T FOXL2FE R 9375 5 BPES 2 [ 47 1F — 52 H Xt B 5%
U0,

TE b F:254F ¥t Vi = 2 B T2 40 BT 55 AT i
£ 7671 % & 13124 BPES & & 11 115 1K % K, 3t
K6 Bt 1) FE A 58 AP (Genebank ID: DQ089672.
DQ089671. DQ089670. FI589614. FI598615.
bankit1169075)3f & & Mt i& & I H33%~39%H]
BPESE 3 7K N R Kl BIFOXL2FE R ) RAZ . 1
De BaereZ5 M1 Hff 70 H R BIL, 7530/ HH B ST I
A G EL R EREIR BPES 1Y B 5 1R A I35 16 I 3]
RE 1% 350 NFOXL22: [ 5848 . De Baere %5 H
Ut RAR 5] K B TC AU EAR RS A B Ry B, 3 1T 5
HFOXL2% A% 51| & A~ /& (haploinsufficiency), 1 g /&
HEOR RN . a2 5, BPESHIEUR R R ALY 2
FOXL2E: R 5877, th AT G & Hof = ML 51 2 R IA
KPR A AR, B U R v AR A ) SR
SERAESE, RIRNIEFLFOXL2W)— AN 7 [ .

2 FOXL250RE%LE

FOXL27E B} §i kK & M Dy a4 #¢ bt K 45 &
SRR, BEFUUESE, &5 OP 5D RE R O,
FOXL2# H B AERTA B W 1 2 1 O S5 F50RL 28 i h
Feak, TEHB 3 A B A T R A R AL, Lamba
R I, FOXL2E H e % B ¥ 45 & 15 2 OF i ¥
% (follicle-stimulating hormone, FSH)BF. 4 3 [A] [
Ji 27 X 3, MO AR B0 2= (activin) 1 5 A2 B
T 2% B-subunit ) #% s ok B rh g B EAE . FOXL2
AL 72 G 5L RORL 40 M 985 AE 00 B0 R R 2 — 8, fE
N HR B 5L R0RL 20 B Y89 b B 0 24 M S DNA(ctDNA)
HOR I, FOXL2[11402C>GoRAFHE R, ghAtk, %5
DRI 7E 2 B 53 R00RE 248 B 1Y) 164 58 73 46 J D e 4E 4 vh
RIFEFERZEH, 20K E O 7F K RE T, ik
FOXL2) FFURL4H ML 2 157 3 T IR 17 3275 1% 41 ML (1
AL AR R, JoVE T B 2 51, 3k T 4 R L 1) RE
BT, Horh, B-3E 3 i H (B-catenin) I 7 4 G
HURORL 20 B AP A2 RSN IRV 5 SR FOXL2
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B[R, SR AL oA, SRR R 4 1R DR B R TR 2
SRYFISOX9, 15t W] T FOXL2iH 2 Tl 5 Hu 1) B 577
7] 73 A6 FOXL 2845 IR AR B AT FH AN S [ i A A R
T-1(SF-D AL [REHI IR R G Wi FOXL2AMH]GP 5
K B s il I FGFR2c(fibroblast growth factor receptor
)RS, FEFIWNT4, RSPOIMIFOXL2'5 5 6
KA A RPN H AR A (B

FOXL252 Wi .84 v e 5 % 90 1) 99 55 4344 1)
PR SRR &, TEMIRIR S Kot R B 2
PR FRU, 1% TR 1 T b 1) 208 0 T B0 B 44K
BB, 4RSI 00 8k B A BRI 12K )G,
At BEAS I B FOXL 233281, 5 BCAF /)N BRURIORL 248 i
[ FOXL23EAT B 2R A, o> 72 UF 5L b WL Ik S 45
P, i BRFOXL2, /INRAEF" 5 F B (PN)f#
F 55 R IR 5 B0/ B 2228, FOXL2 WU 2% 1) 58 4%
/NER(FOXL2 " )FEAE 2R I AR R /), [ 350 7™ B
W T, H IR R B A B R AUBPES & (1) R I,
T I P e R i o /1 B D) 5 L 1 O B 2 T s R (1)
TRELRRAEN . B FLE RN, /D BRI IR RIEFOXL21)
SR b AN, TR LB L I 2 —
AR ] 78 55 200 H, 368 3 e R 10 A S ke R B TE 4L 41
th % 15, ZhangZ PO 57 T FOXL2HICYP19A1
B Y e R R, 75 FEE(CYPI9AL) R 7 Tt
WMEW R G U B, R EHESI I OP SR B G, 6

B At I ) 3, 1K e gk S B T FOXL2H
LSRR E KBV MR U A
T 7 60 b R 1k IR L R (Gsdf. Dmrtl. FOXL2)PY,
A1) &5 SR AE M ER 52 AR Esr LRI Esr2 6k 2% 58 4% (1)
/N BRCHH TRDRE B WL 52 380, 158 B FOXL 2N ME 55 2% 78 Uk
11 it B B [ A TS

3 FOXL2EIERIEEEMRiHR
FOXL2FF AMUAX J B F- N BPES (1 £ %2 K] Fl
Z 5O, BiES 5ARIET . FOsmRL. g0
L JE JT R 1 4, 2014445 Bk BT T fiE 1 I 5 P
R0 M 2 TA ) BB, 7F B Al K, B
YR I, Fep3CRIFOXL27E 5P A= 4 v i 42 B9 REAH
() AP, HMGA2-FOXL 2% 5 XL y7 .1 8
1370 Ak 5 7% Je b B —18] 3 i AL (EMT) A 26 2R i e,
YT iZIERNEMANYEKRETEREKXR, Bl
MBS D, B R B PR KT, FSR%
LR B e S R ML ORI FOR A — AN 1A
FOXL2iE L% i FST. KITL. CDKNIB.
FSHBHE[H, 25 5 81K & G0 A= K55, Pailhoux
SEBTLE W 55111 £ (Capra hircus) ) T ff1 18] 14 25 & 1E
(polled intersex syndrome, PIS)H A 2E B $2 H, 1L 2
FOXL2FE DR % SR 4R 1 1 FF 51 i 356 TR F i =1
T, T AR 2 S BUL SEFOXL2FE R 3 55645
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ke ZPAIE L E RN AR, 4 A1
Z [R5 T 3 2K B 7 2R B K 5 BB PE S 1 kA %I,
FE L3 X RN BRORR S2 AL R BUAS I B FOXL2
mRNA )R IE, (H7E H AL H1 B #6002 %5 B
A=, Ak G AT /N RS 1) B9 B4 i
Fp R AR 400 HE I 7 JX 2 21 241 i R FOXL2A7 15 %5
B R KPR AR, AH LR AL AN 4E

FOXL2il ik ¥/ 4% "R W#SOX9. Gripl. Inhibin.
BSTAR. CYPI9AZERNMZRIL, Z EMEVEM: R e,
Z 5MEBER A . BRI 5T L B(CYPI9A) & 2K
[ R B OB A IR R I g, 87 DA IR A A
PR, FEBURI LR, FOXL2i 1t SFI a1 15 K [
T £ i il 2 S0 R T CYPIT AR 1 R 1, T i 3
[T PR AR 0 B SHE R B DA D0 O SR I A LA
BRI, 5 62 075 R e ) M 1) 5 4k
FH S B, FEAR B 28 7Kt SR AH I I RUER, 5 SOt
PE IV () R AL . FOXL2MISTNF-R1 . FAS.
TRAIL-R. BCL2A1. IEX]. FOSZ: 3L R () R ik,
5T, B 50 115 microRNA F 3 125 18 4%
BEAT 7 W AT, B 4, miR-133afmiR-133b33) E 45 & 7E
FOXL2f{13'UTRIX 35, MM 238 R I RIAE4,
b, FOXL2V) T it 3 DR 60,455 10 355 e )32 [R] -F~(SOD2,
SIRT1)FH 20 i J& 913 745 K -F-(CDKIN2 AP+ {2
)k 20 At R, TR (oleic acid, OA)E SR FOXL2.
ESR2. FSTFIPPARG., OAW] DL i 2 JURL 41 i Th R,
AFEA TR A S B s A R . FEFOXL23E K]
TR R LA o, Hanig A5 4H S FH STAT 3405 71
HIHIFOXL2JE 5 ¥, B K $& HiSTAT3 1] §8 & 5 FOXL2
(3 gz, FoR U TEAR R .

4 PS5 RE

BPES 80 5L K 1 B8 5 FOXL2HE K] 547 58 1
FEHLEI R G AR E NIRA BT FEFOXL2 (1)
—ANEB 51, H AT AR D) S0 45 RIE S

TE U SRR 20 P 2B 382 D TR, FOXL2{EE T 1%
OAER: ARSI E, 11 S5 IR R R
Do 38 3k 25 DR AT A U 5 9 SR A O 1 2 R SR A,
HFOXL2Z: 5 1) 2 /M5 5 18 B ] 1R 20 R W ANS 22,
Tt — BRI A

124 1k, BiF 5L 3 BN E T FOXL2AE N 3¢ A
T8 T U L R (R A, AR X RS T I B A
S X BRI, X JE X FOXL2FF LA /2 o XA

W7 ERIAS AR B 1 AR FOXL2HE IR NS E
fige, [N B A B AR AS B L TR A0 vR 9T /s
MR EAE P BB TR . B0 B3 AZRA
B B S A OCH . DR, AT R R % PR o
LB R R LR 7 T T 7T, JEFOXL2AA N
N AR 2% L, 5838 Hok ER TN RTZhEE, M
1113 29 W AR S 1R 17 16 4 (AT S8
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