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C/EBPB 11 2 Pk Az i b it 11 H B FEHL I E 58 2k i

XL AR

ik T FR

("IHFESZRFBAESR, S 330004;° 2l/ T EZ R PTER ZHFHLN, &S 330008;
THIHRYEHRXFWEEREA, BT 330006)

ME  CCAAT/HER 7457 1 B(C/EBPR) AN —FiiE SN 7, 2 S AN MU G SR A 1 RAE AP S W 2 2 A Wpid . LA
GREL T E LM AR SR AR B P A A S A VAR A B I RE RN 25 i A BE AR GBI ) G BRE I N R 2 — . 130k C/EBPB 1
U R E T WAL S5 A SR I RE AN 2 SO LR A AL 7 P IS (S R B SR e R S5 L A BRI A AL
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mESES RTI
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PRIEREE T g A0 I ) 35t 4% 25 2 8 R R 1Y 5%
M) , 2P A B A BRE ) T H 1™ W, 2 B 2R G0 A
RIS, HE A AR ER AR M EmH
REMAETNRETR LN RG 4 E Moy 72w
KPR . IRAMIETE L1 A B e R 0 R AL, %
I B R O £ B I R 1) i AT A K IR A P 5
WE A EEZ X, 1997 4, Sterneck et al''! %
CCAAT/ 5k T4t 5 H B ( CCAAT/enhancer bind-
ing protein B, C/EBPR) BB /I BLS& 3L ih 38 4
JEFVEFE A, R, C/EBPB # Ay S b &L 5F iy
RE R R T2 — o B 5 B 7 45
Xf C/EBPB AR WIS , HAE LoV AR 5l 2R 8 v i
TR B W s 78 . 130 C/EBPB FE L PRI &
B RN R e IR AL S5 A B R 2 DN B LR
fi. ( polycystic ovary syndrome, PCOS) | T & N7
JiE (endometriosis, EMs ) 14 B} i g 55 A5 5 95 1Y)

2025 -09 - 17 2k
4 W H: WE A RIS (% 5. 81560783, 82060880,
81860865 ) VI P9 4 & 4 BF % iF % (4 5
20223BBGT1012) 5 7175 #7245 K 2 1 41t 4 R4 01 47
P BASE 300 (4t 7 CXTD22013 ) T4 44 30 ST AL B A
BRS04 GII2200015 ) 4 TLP4 FARFE 364 (4
5 :20202BAB206073 ) 5 I 7 44 1 % 0% 4 31 H ( 4
5 :20232BAB216115)
FEB A XV, &, oA
SRR, ), SO, AT B, e O 3 £ 0F %, E-
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WFFE AT 2RI LUIR I SR e S8 e
1 C/EBPB ZAKELEMFHE

CCAAT/HY 58 125 5 B 1 72 Bl 1 5 2 R 1z 4%
(bZIP) % 55 R 5~ FR R 0, 38 5[] 9L — SR A = S D5
ZRIRRIE RS G PSRk DNA T 5 HoAl A
FHEAERT, T 8 42 AL BE R e 5% o AR i KRN
R Z—,C/EBPB 14NNk A7 (RE AU s
RAE TERL RN & Ak P e . C/EBPB
H1 BRSSP G , T3 A 3 A 1 B 2 - 38
ku AT & 2245 38005 2 [ (liver-enriched transcrip-
tional activating protein, LAP)1 .34 ku [1¥) LAP2 f121
ku JFe S5 SR E E (LIP) . =F BA M C
A3 DNA Z55 S8R — SR ALZ5 0 38, (B 7E N 35 4718
Ze5t o FFE S S il &8 (/b LAPT A LAP2 B
B B S 25 5 I, W) RE 23 5E P I A i) LAPL AN
LAP2 ()55 5% 1% 1. C/EBPB AJ LA4EHF Y €4 Jog i) HF
HCRES, 5 HABEE s X 5~ AR T AR ik 22 A ik
%5, C/EBPR ML hid & T 2Bt
WAL, INBERR AL SR FN P AL A i, X 284
SRRl LAY C/EBPR 136 1k FRE kA K 5
Hofth 2 P R AR

2 C/EBPB 54 EEETTE

2.1 C/EBPB 5HiREIEEEK T - Eik
— DS R R A 2 R AR B T RE I R N 43I R G
T Fr A 43 00 B AR T R 2 R O R ( gonadotropin-
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releasing hormone , GnRH ) fig i T4 43 WA I I A= K
¥ (follicle stimulating hormone , FSH) FlI{/¢ 2544
Ji i Z (luteinizing hormone, LH) , {7 5P &5 43 104 o
e ECE YR U MOV A= R i AR R VB
o

TESSAE /N BT b, 23 WA 3R 25 11 3A2 (secreto-
globin 3A2, SCGB3A2) F%/p 4 7E FSH F1 LH 431
b, RE S IEIR MR L E L, SCCB3A2 3%
Pt k14 sh e (R A QA i B R b LH # FSH i
Fiko A, C/EBPR 7E AR/ B K E Rk,
HATfeS 5k HT 0 SCGB3A2 fy#% St 2™,
HR PR A TR, HOR U 3 5 GnRH 358
T X C/EBPB 454 H 4845 GnRH £k, iLfE
TP FEIURL AR L ( granulosa cells, GCs) A= B i
FER AT R R U0 22 5 SRR T 4B
R . (2-2 560 38 ) B (DEHP) J2—Fh i WL Y
FAAkl, BFFE W1, DHEP B 8% 0] 5 800 U015
200 M e PR 2 2 2L AR ) - 200 2 2 1 HY BB A sl
55, AR R T W] Wi 5 X S6 RN )2, BLARAL
T B BB 2 RE L C/EBPR ik, [R5
YRYIE MO H A 1 (LHX8 A1 SOHLH1 ) DA K 4H 35
AR B i AH S S IR (Smyd3 FI KdmSa) Bk, A
T A3 S R Y ) K B AR
2.2 C/EBPBERERAXE INHLINHAK
KA . GCs AE B If rp i) A0 OB, Jd
S3 U2 RN, DR BN A AR A 0 B ) o A
WERIEE . 23 GCs B FH I8 12 A1 55 5 1 RS
XA IR I A B R A R

JE /NI Y S B I W, 4 0 S GCs Ry ©/
EBPB & H 5 15 5 18 5 L ¥ s s 8 B (signal
transducer and activator of transcription 3, STAT3) J3
BITFES A IR A SRR . BLAh, IR R
F (ceyclic adenosine monophosphate, cAMP) JE#%E T,
C/EBPB fig i STAT3 X} GCs {2 3 58 M B 4 T
YEM o D5 B ALBER 00 55 GCs Hh iy SCRE N , 5 MERR
B IEE T LA DIAR DG, IRk & Ao A
MRFIEZ — R A0 (3R P450 X0 19 WK R A 1)
51 1 (cytochrome P450 family 19 subfamily A member
1, CYPI9AT) iy 25 A, M A ME 80 3R i A O E L
R T . B R, RN R R 7
MK 4 GCs 1, miR-326 ik & F#, miR-326 1@
AT cAMP 2 TG 1 45 5 8 E (cAMP response
binding protein, CREB) fi¢ #f C/EBPB {5 5 2 Bt Jx
i ST CYPIOAT fiyfe I WA 17- M —

IKF-, T B GCs T RE 32 401 12 ] it A ik 2, Je ¢
T 2 AR . M) 3 J& —Fh DR 5 GCs v
FRAE I R BREOR , rT R FE AR FSH Y5 A
43y Burkart et al'" BF57 & B, 75 C/EBPB #iiBi /N
U R L GCs Hh AR o WA mRNA /K- i 3%
I, W] C/EBPB BERE I GCs Rl R o I
s, X—A1EHIS C/EBPR Xf HoJE 8l -3 1k iy 41
il DIAH G o
2.3 C/EBPB 5HeopfnEMdL 1A &AM d, K
NG T6 DA B L b S A SRR AR O HEDE X — it 2
BURUEE B B F . W9 W, C/EBPR FER
/NERA B Lk = B A, HLRTS IR R A AL e A
fitf 2 1 P450arom (¥ FRIXTCIE T, 813 1E S AL il
SFEULPERRR BB, BRI RS

HEBRAS 5T b —Fh AAE S . IR RSB 12
— S E AR O 20 L IR -, AT 7EHE DR R S T
Sun et al " BF5T & L, FE/NEL GCs H iR RAEIA -
1 cAMP 3 i PRI IR 1 W L A (cAMP
dependent protein kinase A, PKA) -CREB il f% 555
C/EBPB., #t—:MF5% & B, C/EBPB W] i i 45 4 Ifil
TS TEMREZE 9 A3 (serum amyloid A3, SAA3) 33T
) 4 A FESTPELE SO0, B 0R SAA3 (5L 5
IR TIfEI T W7 , SAA3 REGZ ] cAMP 3551y
WE W5 8, JF BRI D7 A AL CYP19 )RR KK,
XK IHER T SAA3 TEJEFEHEGN 1k 72 v ) B 2 A
Mo

1E NI GCs th, C/EBPB 31532 3| LH 344
M5, 5 IR A AME 5 8 1A 2 (extra-
cellular signal-regulated kinases 1 and 2, ERK1/2) f4
Ji LH 8 HE B9 A0 3% 1A (b i o 25 Sl s . e
HEGp b A e, pi 225 22 1 1 (neuregulin 1, NRGI1)
PERE XA H (amphiregulin, AREG) %% GCs j= 4
2P0, IEAR 3 B0 B) A0 O 3 B iR k. NRGI
FERTEHEDR BIIR] 52 3] ERK1/2 #1 C/EBPB #8175
3, [Ali NRG1 #t—25348 9% T AREG 551 GCs Hp
ERK1/2 B AL . S3 4 W5 W] C/EBPR i)
SP-308 3 A AR A A A LT 14 AL D 2% T SR G R R
(O Sy ST R EI NSV R U I N e <Y i T
2 TP R BUS , GCs Hr il N B2 R B - (vas-
cular endothelial growth factor, VEGF) i3k T &,
whar I R & C/EBPR 5 VEGF W45-& 8. [,
W SEAM T FR 5% H3K9me3 I H3K27me3 [ 1A 2.
FH AL, C/EBPR £ X 1Y e 40 Jou 45 44 A8 45 5 I
B A s T skt
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2.4 C/EBPBE5FEHIRLMEERBEN IIEHE
I OE AR ON A T SRS T4 BT U R B0, B S
Pk B2 E SCU IR AN T . 5 ML
20 E A U R A T Ak Ry W R S RS AT i, Sy
TR AT R AR S8 BB A5 5% AN S e, iX — 2
TEFR A M HEEAL o

WF5E" " F W, C/EBPB 78/ BURE A VR J# F
(1) 58 FEE A S T 20 L v R 38, T A0 B8 VR B 5 o 4 i 2
WMEMNHE T, C/EBPR T L3 & B i
+, T A% LBl 2 AR BB R HL 2 26 DA AR A i e
b, HZFRIR T R o P EOE T4 3G 5 | o3 Ak sz 0 S i
AL Rt o AE W A i R v, C/EBPR 38 2 0 755 /i
KW 2 A 1 (GLUTL) 3 8 F X 3k i) H3K27 &
e AL AN p300 S48, At i P IR Joie 200 o 1% i 265 4R 4k
B, SE3b R . B EE E AS 7R AL
T R i S, FLER R A7 ¥R 38 5 PKA-CREB-
C/EBPR i IR . 2 A5 B AS f 0% 2 3 il did
TEALAR Y PriBa2 (iK' . T8y PIBAS i b Bz
AL R Z RS R MG A A B B ZE A, [\
i, C/EBPR FENIG & R B B e B U0 , £ i 56 o

&R E OB 8 MLk TE R R I, C/EBPR JFE A
BIRZAR o MR, WA B WIS I bR 42
Perp R EE SRR . I, C/EBPB 7E R Al
N FISE A s A ke s DGR R R (T 1)

3 C/EBPB 5&i4EER

3.1 PCOS PCOS J&—FiAE: 5 D RebE i 5 1G5 2
REZRBLITAF I N 3 I , o UL T & e 0 Lo itk F
587 F], C/EBPR J& PCOS i #LE A o 11 56 B
¥ ARLLANMIA BR AR RT AN A7 (EPHAT) AR
C/EBPB MYIE o 454 1, Homik 23 3 2 PCOS #i%Y
R Bl B S v O RE A0 0 B o b 2R R B2
PREDUL, R C/EBPR Rk T R, LAk, 4 4>2F
LIM Z5#438 2 (FHL2 ) i i C/EBPR ik, #f—
B SRR RO . L] C/EBPR S P-
COS S HLgEFE ) B R 2 —

3.2 EMs fIFEBRAF EMs 115 BRI 102
WEVCER AR , LA 2 P PR AN 22 D R AE
WEVCER 1) AR )G B2 7 o R T 1 A B S
H il & e R 5 85 [ (steroidogenic acute regulatory

1 C/EBPBEELM4AEERSREFHNIER
Fig.1 The role of C/EBPf in female reproductive functions



- 2178 -

ZHEA K FFIR  Acta Universitatis Medicinalis Anhui 2025 Nov;60(11)

protein, StAR) 175 & AL, 78 7 ¥ 5 N IRk 5T
A, P450arom 3 i cAMP 342 Bl jif 1) i 2 E2
SREUAE, P A MR . T C/EBPR 3Rk T, J5E
w454 CRE #)4fi] PASOarom Ji 2h 735147 . 47
T E N ERE AN b StAR 25 Y SRR Rl RE R
i S 6L 2 2 MR (9 AR ) 6 8, STAR 1S 3l
Wt CREB 1 C/EBPB Bh [l 84517 o 4 g — Fb
B ST BT JE R TS A A A AT A 4 A 4
il (myeloid-derived suppressor cells, MDSCs) f{# 5
34, S S I A S REK BGE EMs, ST i —
R, 5L 55T C/EBPB 7E MDSCs [ K7 41 g i 25
kit BRI B3 1, JF H S 5 MDSCs
A G BEAM B P o Xiang et al ™ X7 5 IR ALY
AU HRZL A 75 N IR AT RNA Iy, & B C/EBPB
FARWIN S T E IR A C, WH5EiEaRs T C/EBPR
5B BRI 2Z 18] 4 98 1R O HK , AEAH 5 g B AN 73 1
BTy 2 — 20 T

3.3 WS WERELU E v RO A R R (M1 M2
T ) AT B E A S A LR R ROy, 51 & R A
SRFLFE o WFFECY KB, B SRV He 3 A 2 L S
HZH H AR 78 4 K IR T ( placental growth factor, PL-
GF) #1 Fms #Ji% 2 BRI 52 {4 1 ( Fms-like-tyrosine-
kinase receptor 1, FLT-1) 23k K &, 7] G155 Wi i
E 20 it ( decidual macrophages, dMes) [5] M1 A&£Fk
fbo FEZ PLGF o JJ8 FLT-1 324K, 4 1% STAT3
WERR AL IT 4R & C/EBPB Rk, i i M2 #H K AR &
(CD209 A1 1L-10) Fe3k , B dMgs i1 M2 B bl AL,
I, PLGF 5 i FLT-1-STAT3-C/EBPR {25+ 1
YEFr RO P OGS

3.4 B7= 7= (premature birth, PTB) i X N iT
ik 37 JHir . DIRERM, 57 EPIE EKR
I 5% & 2 A (the angiotensin I receptor type 2,
AGTR2) FIRXAA AL HE R 55 PTB XU 35 im0 i
AR A, 157889204 S PTB AH IR 4 ihist 1%
A, & AGTR2 33k Y O B A & PR 62 4. €/
EBPB 5 rs7889204 4 fii P 1 45 45 ik /b, 2 3K
AGTR2 KWL, ATTTHE I PTB K

3.5 HERGHME

3.5.1 ‘g # 5 (cervical cancer, CCA) CCA &2H
NFUK TR s T I e 5 RS ) SRR g . CCA ZH 41
C/EBPB Kk W F KR, C/EBPR i ik nl )
il CCA MRG58 AT 7% TR 28, 175 5 40 M 0 T 0 FHL
WAL T S 1 WS | BRAEER T 1 (ATRNLL)
TE CCA ikt T [, Huli i C/EBPR #% 5675

AT CCA 40 ffa 3% 7 3 B 01 B ) Bl
CCA 5551 T 400 17 (T helper cell 17, Th17) %
S SRE IR GEANOC o I 200 M 308 5 15 JL T 44 20
Ja 55 o3 TL-6 , TG C/EBPB {5 =i %, 7F 1M g it
Th17 4 432 0 , DA 25 98 i g Jmy R i R B . 7
EBPB ihii ik i Thl7 &fbH -+ CCL20 [k, it
— 4R Th17 BHE 55 515 AL, e CCA (3%
PEE R Fas fil {4 ( Fas ligand, FASL) & —F 4
MEEEE, @it 5 FAS 2K 4 b & 400 T
rs763110 J& 5 FASL Jic {4 AH 5C 9 50 4% 17 1R 2 5 0
(SNP) fii i, #5747 rs763110 TT K& A A4 11 J 5 B
KBS I . B9 B, A AL B T 4558 14 1 (or-
ganic cation transporter 1, OCT1)iE 45 C/EBPB #H
HAE M, P85 FASL A 5 3l 1 X5 5 Sk
1763110 A5 (Kl i 8 C/EBPR/OCT1 54 & JF 1y
4G SR A CCA ERE,

3.5.2 97 £ J% (ovarian cancer, OCA) OCA @ %
FEECTR T U0 55 b R 20 0 %) SR b e, 2 O SRR e
b R C/EBPR 7E I B 1 O 51 ies 41
Nz R R, HHR IR K B R o3 AR 13 5 i
THEs , AT RETE bR G 5E AN e bR AR O T, DR AR
i 5 e RS B TR I Js T UK, ) J e 2 g vy
WL, C/EBPB 5 GATA 2558 1 6 fe ik fu e il
)P R IS i 200 e ) 2 9% A DR IR R 5 i 4 L
Ak, SR S R AL T . ARIY YT 240 2 OCA
e A RMELEFEHNZ —, C/EBPB i i) 55 &
DOT1 A 41 25 1 #6 2d R HY % e 7% il 2 F 41 46 1
H3K79 FEEAL, 4 45 I il 2 (0 SR 25, 402 328 051 01 it
PRI o /M~ RNA 15 13 H SNHG16-L/
St 5 C/EBPR £5 54l GATA 4558 H 3 #
T, R OCA HEJERIE BN 25 0 Wb, €/
EBPR i3 5o b [w) 5 51 20 5L (4 BRCAL (BRIPI |
BRITI 1 RADSI ) 45 PARP ) 5 fif 25, 45
b, C/EBPB F a2 5 N 5L 0 7F e A0 AL YT it
2y,

4 £5E

C/EBPR 15 S B 4% s 9 12 X -, 76 2 M A A
A B B AR R AR D IR . B TSR E
WESE, EAMUS 5 I A T R A HEO A A
T SRR A B A 3 AT WAL IR RS
GEYRAH S 1F P 4 S SC SR A (5 AR BIL T T, C/
EBPB (3 1k 5% 5 PCOS \EMs it = 7= L &k %
PRI JRE ) R A R R R VIR O o X 26 K B0y B
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LAEAEFEGEN 1) 4> F LR PRt T SR, AR,
BRI RAAEAES T R IR 85, 280U 3
FE4H JEL N By A5 TR 2 I I R e A AN 2 5 LR, %)
C/EBPR AN [R] 02U 754 i A5 3005 B A& A4F T (R Dy g 43
RN L s 1, 8 C/EBPR 145 [ 2% 1 94
od s  AH ARG 538 B RN T I R ) A ELAE
FAATy R it — 20 BT, 0 R TE A [F) A= FE 2 H R
SEPERL . ARAIFIE AT I SRS Oy T, R
L2 3000 A5 T v 3 Y A AR 22 ) A R 4 Y
% JF R W) C/EBPR % /N 25 W sl 5L R
FEBHEmS AR HAE AL 5 Ak E 2 0y 1,
o T J& 22 oo it RBIF ST 36 UE AR iz Wik 9 36
ST, B 2R R A A T A
T b i A B R AL L 5 A A S5 1 B T B 4k
WFEAKAE B R T
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Research progress on the role and mechanism

of C/EBPg in female reproduction
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Abstract CCAAT/enhancer binding protein § (C/EBPB) is a transcription factor that plays a vital role in diverse
biological processes, including cell proliferation, cell apoptosis, inflammation, and immune regulation. It is ex-
pressed in female reproductive organs such as the ovary and uterus, and it serves as a critical regulator of both
physiological functions and pathological conditions. This review comprehensively summarizes the significant contri-
butions of C/EBP to physiological processes such as follicular development and decidualization, as well as its in-
volvements and mechanisms in reproductive disorders including polycystic ovary syndrome, endometriosis, and o-
varian tumors, aiming to provide a potential research target in the field of reproduction.
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cing (scRNAseq). The association between TIPE3 expression and clinicopathological factors, prognosis, and im-
mune cell infiltration was analyzed. Results Transcriptomic and proteomic analyses revealed that among the TIPE
family, TIPE (P <0.05) and TIPE3 (P <0.001) were significantly upregulated in CRC tissues compared to adja-
cent normal tissues, with TIPE3 showing the most pronounced increase. IHC further confirmed that TIPE3 expres-
sion was significantly higher in CRC tissues (P <0.001). Kaplan-Meier survival analysis indicated that high
TIPE3 expression was associated with reduced survival and poorer prognosis. Immune infiltration analysis demon-
strated that patients with high TIPE3 expression exhibited fewer CD8 + T cells and CD20 + B cells but more
CD66b + neutrophils, suggesting a correlation between TIPE3 and unfavorable tumor prognosis. Additionally,
scRNA-seq of CRC tissues yielded results consistent with the IHC findings. Conclusion TIPE3 expression in CRC
is associated with tumor immune infiltration, and its upregulation predicts poor prognosis, indicating its potential as
a therapeutic and preventive target in CRC.
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