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Fa AP o TRABIGE LoV A Bl o 7 B AR BIL A, %oF
1) FFT R DX A B e e 1) o AL ) R B 0 o
Yy B AT L, 1997 4, Sterneck et al''! & BY
CCAAT/ a4k 1455 H B ( CCAAT/enhancer bind-
ing protein B, C/EBP ) G/ #5011 #e PR
SRR, T, C/ERPR B iA 250 S50
KB s N E M s A 2 — o Bl AR B U
Xf C/EBPB IR AW FE , HAE Lo Ve A 5l R 4 h 1
FERLT B W i 78 o 130K C/EBPR ZEZ P IR &
B RN K A S A B R 2 O LR
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CCAAT/ Y 53 145 5 25 1 2 Bl 1 58 20 IR 1z 5%
(bZIP) %% 5 K - G 0 38 5 ] 95— SR AR i 5 U5
ZRIRRIE GG PR e DNA, I 5 HAE A
AHEAE T, DT 42 FOAZ BE IR B 53t o A iz ST Al
512 —,C/EBPB TEAMI 1L 716 RE R ARG L S
JORE RER IR A PR GHEE . C/EBPB
H B S S DR G %, B A 3 I B < 38
ku B AT & HE 55 558005 & 1 (liver-enriched transcrip-
tional activating protein, LAP)1 34 ku fj LAP2 121
ku i & SRFE s s A (LIP) o =% HAMIE K C
K DNA Z55 30F — RAC S 3, (7R N I A7 7E
Ze5 o PR AR A 4 gk /b LAPL A LAP2
B B S 45 5 I, 7T RE 2355 A R A ) LAPL F0
LAP2 (%5 55157k, C/EBPB AJ A4k 45 Y o )it i JF
HCRS , 5 HAWEE 5 K 5~ U EIVE T, AT AR a2 22
K% 5%, C/EBPR WSS hid & 7 2B
AL, BRI AL SN T HEAL L o X 2847
S EET LAY C/EBPR G ME Fa @ LA b 5
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releasing hormone , GnRH) i i & {443 WAMIE BP9 4
¥ & (follicle stimulating hormone , FSH) Fl{/¢ 2544
Ji i Z (luteinizing hormone, LH) , {{& 37 5P 55 43 105 o
PPV VR 4 SR ORI K R AN N A A A
o

TESAE /N LA T, 23 W0 3R 25 1 3A2 (secreto-
globin 3A2, SCGB3A2) T34 7E FSH A1 LH 437
A, BB SR PE R R I E (L, SCGB3A2 [ 2%
it w14 sh e (R A A g B R b LH F FSH R
Fik, Mk, C/EBPR FERUAE /N R T4 d ik,
HATRES: 5 AR I o SCOB3A2 (1% st i 72
HRPRIOCR AR TR, HOR Uil i 5 GnRH B4 54
T I C/EBPR 254 HiEJH#% GnRH 3Kk, if Rk
O HLRURL 40 D ( granulosa cells, GCs) 7 Az Bl i
RPN T, 42 2R O A 2253 SRR 4B
FHR (2-2 K0 ) iR (DEHP) J&—Fh i 0L i
AT B5E " 491, DHEP 5% ) 5 30/ LR
£ il PR % 3 2 L RN BT R 48 it 261 8 11 H SRR Ak 18 Ak
557, T AR SRR T T00A] 30 X SR )R, HLAAIL
il AR EER BE LA C/EBPR 33k, [R] Iy fin J5i i
ORI RO B 1 ( LHX8 A1 SOHLH1) DL K 28
H AR B MR SCBE A (Smyd3 Fl KdmSa) B2 3K, A
TR I ORI Y & B R
2.2 C/EBPBEIREPAREFT INHEZINMAK
REWREE, GCs ME N IR rp iy = S 40 M R, il it
SIUAZ TS, SR DI K T A A 0 B A ) S A it
BRI . 23 GCs B FE 8 1AV 55 5 1 RS
XA I B R R

JA /IR B S B AIE B, 85 B9 L GCs Ry G/
EBPB [ 5 17 7 & 5 K e 3T 8 1 (signal
transducer and activator of transcription 3, STAT3) &
45 G IR U A S F B . ILAh, 76 PR IR
F (cyclic adenosine monophosphate, cAMP) JE#5 T,
C/EBPR REIS3R STAT3 Xt GCs 12 4% 58 F 4t 4 72
YERTe D5 LB 2 U0 5 GCs iy SRl , 5 PR
B E LA PIAR DG, Rk A4k
HIRRIE 22— J2 40 0 5, 2% P4S0 K 19 WA R A B
51 1 (eytochrome P450 family 19 subfamily A member
1, CYPIOAL) iy B IR, e T i 3R e 1k o EUAL
ARk E" . B R, RN R R A7
7Kk GCs 1, miR-326 ik 2% Fil]. miR-326 i
TS cAMP S T 45 4 B F (cAMP response
binding protein, CREB) {& #t C/EBPB {5 5 2% B [
7, HEMT A0 CYPIOATL f %% SIFFEAIK 17-B ME

IR, 2L GCs ThBE 52 451 112K ] it 2B 0%, de ¢
TE LR i SZ AR ARAS o S RS2 —Fh R §E GCs o
FRA R R BRI , AT I SRR T FSH G RN
43, Burkart et al[mﬁﬁ%ﬁfﬂ,ﬁ’f: C/EBPB fiBr /N
R BIIRE GCs w4 3R o WAER) mRNA 7K 8 3%
Fi,RB] C/EBPB REGSHNH] GCs HHM R o WAL
A, X —1E IS C/EBPR Xf HoH 8l -3 1k i i)
il VIAH G o
2.3 C/EBPB 5HiRFIEMM TEH LRI, 1
NG 76 DA B 5 b HE S A SRR PR O RO, X — ek R A2
FUMAPERCR W R . BEg W, C/EBPR RiRR
/NERI B LGk = B A, HLETS IR R N B &
fit 2 F1 P450arom (133K TCE T, 31 1E KB AL ]
SEE M RCR B, B PR RS

HEORAS 5T b —Fh JAE S . R RSE R 102
— S E AR O A0 i PR ¥, HK P AE R R AT IS T
Son et al " HFFELBL, 7E/NEL GCs A1, IRIBRSE
1 cAMP i o PRBERR i 1 WO M AR S A (cAMP
dependent protein kinase A, PKA) -CREB jili {155 &
C/EBPR, it—:Hf58 KB, C/EBPR nli a3 25 4 I
T VEMRETE 1 A3 (serum amyloid A3, SAA3) J3 3T
XA 4 AFESPELS S0, W ok SAA3 Y 5%
IR0 TIREST T s , SAA3 BEAZ ] cAMP 531
WEZBEE N, IE AR DS B AL CYPL9 15K 7K,
X— RN T SAA3 TEIEHEGR i A4 b Y A
Mo

TE N GCs 1, C/EBPB 1y 35323 LH i
M5, 5 E IR AN ME S 0 1 A0 2 (extra-
cellular signal-regulated kinases 1 and 2, ERK1/2) ¥4
J LH 45 i 50 A0 I fh i LA Bl Y e
HEGR it A rp, 2895 2L 1 (neuregulin 1, NRG1)
{EHEXNJE 2 H (amphiregulin, AREG) 55 GCs ;=4
2R, -2 3k BP0 A0 5 T BUIR L. NRGI
SN AEHEIR ) 32 1) ERK1/2 H1 C/EBPB ARSI 75
T, Al NRG1 g — 203458 | AREG 5511 GCs
ERK1/2 B AL o 534 B9 W] C/EBPB {2
300 o) 2R B A 20 AT 190 I X 8 T IR S B ]
AR IR T B A A G R . TR NSRBI P ik
TIPS , GCs H il 4 N B A K B (vas-
cular endothelial growth factor, VEGF) [T 5,
oy H 2 C/EBPB 5 VEGF Ry4h &3 m, R,
W SEAMTHIFR ) H3K9me3 I H3K27me3 )1k i
FFEAL, C/EBPR &5 4 X 114 Yl 45, J57 25 1y 78 45 B JnAs
[ QR R T SUR
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2.4 C/EBPBE5FEHIRLMEERBEN IIEHE
I OE AR ON A T SRS T4 TR U R IR, B S
Pk BT ESERRIREANAE T . T8 NI
S A W 2 R AE T Ak Sk 4 D TR 5 5 440 i, Ay
TN AT R AR S8 BB A5 5% A S S, X — 4
TR A W HEAL o

WFgE " W, C/EBPR 7 /)N B AN A J#
(1) i FEE A 5 O 2 L v 38, I A0 9 VR B o 4 2
PR M T, C/EBPR T W% WL 3h & [ 4
F, TN HAZ LB B AR 2R R LA e LAt A 7 it A
b, R T R T EBOE AN s 58 o4 sz 1 St
AL i o (e Ak A R v, C/EBPR 38 53 7 775 4
R iz 1 (GLUTL) Ji5 3+ X B H3K27 &
e AL FN p300 S5 4K, A2 PR35 Joit 20 i 1% 85 2685 4 4
W, ST RSy 0 R KGR 1 AS ZEBLIE AL
b AR i I, LSRR A7 B A 3 if PKA-CREB-
C/EBPR Jf f§ R . JZ A5 B AS Gk 2 1 il i
BEAEAR Y PriBa2 (15" . T NI i b Bz
EeAL R 2 RS TR MG LA A B B[]
i}, C/EBPR £ [ B 25 i I B e J3E BTG , A k35

LB E AN 8 M sk fE v A ], C/EBPR A0
WIRZAR o MFRIE, W5 PIBEAE I b 2 452
Perp R AR Y ik, C/EBPB 7E R Ak
RIS A 3o A 2 B R R (L 1)

3 C/EBPB 5% 44E &R

3.1 PCOS PCOS Jj&—FiA: 5 D RE ke f- 5 A5 )
REZEALITAFI N 3 WA , o WL T B W S Lo vk, oF
581 W], C/EBP it PCOS i BLHER o (1 56 Bk A
o PRLLAHMIAE R AE TN A7 (EPHAT) /E R
C/EBPB MY IE o) 4525 11, Homi iR 2 33 PCOS #iAY
DR BSOS o BB 40 i 5 il b 8 2K L M R i 2
WRE U, [ ) C/EBPR KIK T [, IAh, 4 42
LIM 45§ 2 (FHL2) @ 0] C/EBPB Kk, if—
A/ R SR . L EEW C/EBP Wy P-
COS f HLE AR ) B -2 —

3.2 EMs faFERALFE EMs flF 5 R4 &
B R AP0 , LA M 2 P RS 22 R R AE o
WEVCER B AE )G B2 1 o IR 3 2 1 s, B2 [
A B & Pk U 35 85 H (steroidogenic acute regulatory

E1 C/EBPRAELMEFEEELERNIER
Fig.1 The role of C/EBPg in female reproductive functions
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protein, StAR) FIJ5 & LM, 7650 1 5 N AL o
YL, PASOarom 3 i cAMP 3 45 1if 4] i 55 E2
SREUHNE, P A M . T C/EBPR 3Rk TR, 5l
it 44 CRE #1 ] PASOarom Jii 2h 164 o S4r
TE WL TN b StAR 8 A R H R IR R R
i 25 S or 202U MESOCR 19 2E 06 R, SIAR 195 3l 1
Witk CREB 1 C/EBPB B[ 451", ff o —
BRGS0, BT Je 2 JE AR R B AT A 4 ] 2
i1 ( myeloid-derived suppressor cells, MDSCs) 35
G340 S S R D RE SR G EMs, iZBIESE HE—
KB, 55 5 F C/EBPB 7E MDSCs [ 4 41 g 1% 5
et R Gk 2 B, JF B2 5 1E MDSCs
9 S8 I 3% 1 . Xiang et al ™ it 5 B WL
FO0S REZH )75 P BSEES T RNA Iy, & 8 C/EBPB
RIS FERRNEA G, W54 T C/EBPB
557 E RS =2 8] F) T A SR , (E R S 3L A 43 1
BTy 2 — 20 T

3.3 Fm WORERNE WA AR A S TR (M1 M2
FhEn) A 35 m F O R B LHE R BB, 51k R0 B
SR o WFFE KB, FAR T H 1 2 L B B
ZH 20 i 4 A4 K R T ( placental growth factor, PL-
GF) F1 Fms F£ 1% & 12 1 i 52 {48 1 ( Fms-like-tyrosine-
kinase receptor 1, FLT-1) ik T [, 7] fB 15 5 Wi I
E W40 fifd ( decidual macrophages, dMes) [n] M1 #£4%
ko HEZH PLGF 3o J38 FLT-1 24K, #7% STAT3
BERRIL T4 R C/EBPB 33k, i ifF M2 AH AR W)
(CD209 1 IL-10) FR3K, W3l dMes 1] M2 A4k .
it PLGF il FLT-1-STAT3-C/EBPR {25 #4 1
AR LA R b OB

3.4 EBEjf= Bjp=(premature birth, PTB) & Y N iT
% 37 JERTM . BFSEY W, 5 R ol A K
% 1 524K 2 B (the angiotensin I receptor type 2,
AGTR2) FRBA KBS I A 5 PTB XU 3 hn i
WgRRIAT % 17889204 J& PTB AH G (1) 3F g it 35t 1%
AR, S AGTR2 £ 3K 1Y G 5 50 & M AR 07 A, €/
EBPB 5 rs7889204 &% i Jt [N 11 45 & wik >, T 3
AGTR2 BRI, TITHS i PTB KUK

3.5 HHERZME

3.5.1 ‘& 3% (cervical cancer, CCA) CCA 2
NFLRIR 0 1 e 5 RS AR SR PR bR . CCA ZH 4]
C/EBPR 8 14635 1 FWe(E. C/EBPR if Feik a4
il CCA Zu3GE E R MR 22, 15 S 40 T-IFF1
WA R S Y . 5| ZAEE Y 1 (ATRNLI)
1 CCA ik [, Hul i C/EBPR #% 537 ,

AT CCA 40 7 7 3B A b i 1a) R 4% 46
CCA 54BhE T 41 17 (T helper cell 17, Th17) 2
SR SRESIIRITEAROC o o9 4 e 3 3 5 F 2T 4 4
Jf5% 53 W TL-6 , % C/EBPR 15 % i i, F M 4l i
Th17 4 %) 2 30, DA 2 98 i igg Jmy &R R B . €/
EBPB ififid B Th17 #afbA ¥ CC120 [k, ik
— PSR Th17 BHESE 510k, & CCA /%
Pk R Fas Jit {4 ( Fas ligand, FASL) & — i 4
Mg miE A, @it 5 FAS 2 ARZ5 4 il &k 4 i va -
rs763110 J& 5 FASL AH 3G 1 HUA% 1 R 2 A5 M (SNP)
fLiio #54F 1s763110 TT K& PR ALY 55 2 R0 8 XU 1
i BF5E R, AL B T84 1 (organic cat-
ion transporter 1, OCT1 )45 C/EBPB ¥ HAEH,
JAT FASL J5 3l B 5% 5% o rs763110 A5 438 3o
S C/EBPR/OCTL 5 Y {5 Jo 1Y 25 5 2 A1 ) i) 4%
CCA
3.5.2 97 £ 5% (ovarian cancer, OCA) OCA jH %
AR T DL 1 R A ) S e e A B T e
b i FEAEA, C/EBPR 7E b J 1 O &5 i g 4
Ntz b ik, HIHER B /K- Bl R 23 A0 72 B 1 i
TEs , AT RETE Mg 1 7 AN i v R A O AR . DR AR
J iR 22 e A% B RIS, T2 U K, ) J A 2 g 1)
I, C/EBPB 5 GATA Z55 8 H 6 fie it e i
A R W 200 A o) 8 1 M DR R B Wk 4 i
Ak, SR A S BE AL o A IT AT 25 1 2 OCA
UG AR EZEFHNZ —, C/EBPR i i) 55 4
DOT1 21 25 1 i 24 B2 Y Ak % 7% i e oE 41 25 1
H3K79 FEEAL, 4ERp T e 10 iR 28, 42 20 MU s
LB o /M RNA fig 3P4 SNHG16-L/
St 5 C/EBPB 455 M| GATA 4558 1 3 ¥
S, 2% OCA iff B FILEE 42 Wit 25 4k, ¢/
EBPR ity b [Fl U s 413 9 (4 BRCAL \BRIPI |
BRITI 1 RADS1) 4 ' PARP 41 i 5 i 25 o 25
|, C/EBPB HHEE(RIH:Z 5 OCA (13 e Ak s it
2y,

C/EBPB VN SR HERE SR IR P N 7, 7 Lo VA B
A B B AR R R R IR AT, R E
HESE, BB 5 IE A T R A HE O A B A
TE ARt A B A 3 T WAL AR RS
GEYRAH S 1R rp 4 TS SR A €0 A 2R 5 T, C/
EBPB 355+ W 15 PCOS EMs it /= \PTB LA K& %
FlECTRH bR 1) A A A R DAL O o X 28 5 B0 B
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LAEA TR 1 0 T LR BRI T E AR R
HRITHFTE A TR E 5, %%ﬁlmﬁﬂiﬂﬁ{” it
TEAH A0 2 ) A58 T P 1 i PR A A A 5 R X
C/EBPR AN[R]ME B A A B BEAS1F T 1 D BE 23
PENA K s 1135 RVE C/EBPB AT M 45 T 1)
AR (B A 5 30 R 90 AT A AT LA
Pyt — 2 B W, JE IR A A [ A L P 1

SEPERL o ARSI AT S SRS 7 T, AT R
PR 0 P S5 e 3 O AR 22 R VR 4 0
2%, T AR C/EBPR il ) /N 1 25 ) sl PG
JERRMS  IRABFI AL s e LB 2y 1
I & 22 Ul PRATEFE B e HA T D2 Wb s i
JRA N, i Z e RS, AT e
T b R AR SRR P AL, 5 D AR S B 1 B i 2 13t
TR , B AT T T
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Abstract CCAAT/enhancer binding protein 3 (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/EBPB 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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(scRNAseq). The association between TIPE3 expression and clinicopathological factors, prognosis, and immune
cell infiltration was analyzed. Results Transcriptomic and proteomic analyses revealed that among the TIPE fami-
ly, TIPE (P <0.05) and TIPE3 (P <0.001) were significantly upregulated in CRC tissues compared to adjacent
normal tissues, with TIPE3 showing the most pronounced increase. IHC further confirmed that TIPE3 expression
was significantly higher in CRC tissues (P <0.001). Kaplan-Meier survival analysis indicated that high TIPE3 ex-
pression was associated with reduced survival and poorer prognosis. Immune infiltration analysis demonstrated that
patients with high TIPE3 expression exhibited fewer CD8 * T cells and CD20 " B cells but more CD66b " neutro-
phils, 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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