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VAR, AP A 2 A A 2 BT H 253 22,
MR AFaERERN R B RIE D REEEEM, CCAAT 14
iR T 4548 1 (CCAAT enhancer binding proteins, C/EBPs)
A A C i s R ST 58 R PR 45 F i 5 SR TR 7 1R
FHAIE 6 A5 C/EBPa, C/EBPB, C/EBPS, C/EBPy, C/
EBPe )} C/EBP¢(H C/EBP [RlJ§7& 4 CHOP) . ‘A 1@ it
5 DNA 85 1456 X456k R sk R E A . C/EBP
B AEEMNEE SRR T, S 5 IS5 ik RENUR
WHRISERE SN« ASBFGTR 158 C/EBPR RS54 L AH B LA
FHAE I 2 R G 0 D e R IT AR .

1 C/EBPpEREZEHME ST

C/EBPB A £ I #x . 2 4& C/EBP #3641 2(C/EBP
related protein 2,CRP2), IL-6 [ #% A7 (Nuclear factor for
I1-6,NF IL-6) &##iF 11-6 ) DNA %542 1 (1L-6 depend-
ent DNA binding protein, IL.-6DBP) , # 5% [ 1 5 (' Transcrip-
tion factor 5, TCF5) | iF iF & & i 1% 46 & 1 (Liver-enriched
transcriptional activator protein, LAP) , o 1-li& P4 $ 2E H 1 51
F-454 % 1 (o-1-Acid glycoprotein enhancer binding protein,
AGP/EBP) . Iii. #k 5l 7 (Silencing factor B, SF-B) 4, C/
EBPR K 45 H AR 2L, To N & 1 PR PE R 3 7 LA K AT AR
RMRATTRACAL R TE NG 145 3 4 T A e 2 [ U5 91 H
Py X< TR AR/ B 4300 S 1038 bp 891 bp, C/
EBPB £ 5% A A LA LA T J B B~ v s B 3= 5k, IF L
AT MARS E RN SIS B B A
HwE,

2 C/EBPBpH#HRRERGEIG

C/EBPB ff) mRNA 76 AN B KB40 31k 2113 nt
FI1507 nt, FELEM b B B0 S 5 vk S I o a] 3 Y
DX 3 v DNA 854 Fss d iR hr st — B, T
T, PR H 7= A — {5 A% 5 4% 1R (Messenger RNA,
mRNA), C/EBPB ) mRNA A X} ARFaE , 7 2 5040 g v
W 40 min-2 2T, = A& 789 C/EBPR mRNA Afig
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A ANE TR E &Y ERA, Higmid 5 AR5 R
R&5E K ARE 2 454 AR R & 0T LUE I mRNA #
W20 sE v IR C/EBPR A BHIFRLEE . 2l C/EBPB B 1G
P, b4k, C/EBPR mRNA 1] 5 RNA 454 [ 1(CUG
repeat-binding protein-1, CUGBP1) , CUG = % & & J¥ 5| LI
K ZFh miRNA 254 . 25 RE, I8, 28 il D RE e g2 45,
F RS, C/EBPR 7 DL B B 3% Ho i 5% 3 AR ) 4+
5 C/EBPB Ja 8 F WA [F 45 & 6 S 45 6 34 52 i L7 5
C/EBPR A #3541 & 1 Wt B W p300 Fil CREB &5 & & H
(CREB binding protein, CBP) 5 H:AF E B sh 745 &, S8 H
SR L 9 B C/EBPR-p300 #H HAE 5 S p300 B R L If:
5 p300 LT KRG I S . C/EBPB B SR 18 i
B T i DL 5 S miE A 3 s £ AR R I LLAh . i A H
HAbBM . DNA AL R 5 st s i EZ AL . C/EBPR
FH P KR A CpG(CG R %) IX 4k, A 28 8 A5 53
X DL Bt s i i B3 600~1000 bp, FEAEMREIFTIL
FRA UG R W CpG B Ak X} C/EBPB % [K £ ik 9 52 Wi,
(R TE A T AN AE L ZE 45 0 2R A8 10 19 J8 3 T A B9 & R
48 C/EBPB Ja sh AL 3L pE % C/EBPR mRNA /K

THEE
3 C/EBPp RERBFEEN

C/EBPR# A 3 bt B DI RESS AL B . B Fe S i 45
FBR AT N B, & 2 IR 2R 5 P45 45 A9 8. 62 T rp [ Xk
RIEVER s DNA 454 K& — BAbg5i 58 67 T C 5, s
SARRPLEE S5 M WA I A5 #, C/EBPR W LI 53 3 Bl C/
EBPs Z5 H AR 51 DL g A5 45 A A [m] R ol S 5 — 2R 4k, 34
Jin C/EBPB X DNA BB FEZE S T s 52 AT B R AR fifi
% C/EBPE %t DNA g3 F1 & 1 W A . C/EBPB 1)
mRNA B J5 AIE AL 3 Fh7 53 5544 14 . C/EBPB 4K (Liver-
enriched transcriptional activator protein % , LAP % )& LAP1
(38 kDa) ATl 1% 45 4 (Liver-enriched transcriptional acti-
vator protein, LAP) (35 kDa) , Tl #1125 [ (Liver-enriched
Inhibitory protein, LIP) (20 kDa) , Ji5 % 76 240 g b o 48 SR
5%. 3 FPE G AR A 2L R B C s Fa 3k, H X DNA B
AR ER T AR EATEA R DIRE A N s 4 14 18
HARAHF (B 1D, BEsh. X 3 FilR o 54 42 B R %
TEVEAE o LAP « FI LAP 58 5 2 % St 1) i LIP hy
SRR SN SR TR 2 22 T R MR AL
TS50 ISR AR S BRI B A
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C/EBPB Bl )5 AT A 2 50 B35 1840 , 3 L0181 5 i 25
H e . R4k DNA 45 & 5t b iR 745 6 DL K
B AR S, EE SRR TR LB . LBk B ks
Wi BB 2 R B AR D A C/
EBPB i 3 ANgER IS4 Rl &2k (B 2) . F i st X JL A B i
HEAT IR
3.1 C/EBPp WyBEER fL A& 1

C/EBPR e LA (BB Ak A7 A TR 5738k 7 (Conserved
region7, LR7)I_iJJﬁV\]§|'§ 188 v (VINER, 188 v s A 235 i) I I
SR I M7 5 ] Bl 22 R EE AL 2R H I (Mitogen-activated
protein kinase, MAPK) } H.Fiif ERK 1 P38 it A1 & 1] &
FIAR 4 1 it ( Cyclin-dependent kinases, CDK2) B g fk, X
FhEER AL T LIsESE C/EBPR Fs stis o fnfa e vk, I Hismr
B 1k C/EBPR #4526 (H BEF i . 53 4h, 4k C/EBPR 7724
188 {37 P R AL L5 184 15 /R 184 37, A 231 fiD)
) 22 Z R 85 179 (i s ONER 179 67, N 226 030) (R R ib
n] Bk A R S Y g 9 BE-3 (Glycogen synthase kinase-38,
GSK3@) Bk , Hak Fh s E i (b %t DNA 5 C/EBPB (Y45
AERTEMN, HU5E &M, E H BB (Protein kinases,
PK)YA/C 1 C/EBPB 22 & iR 239 fui s (/MR 239 {37, A 288
ARy L2 3 C/EBPR 5 DNA %54, If % m C/
EBPB f# S i fH A% . kA, 78 C/EBPR 2 & R4k P
I 22281 276 AL UNER 276 3, A 325 £5r) T 85 I8 2K 114K it
P 7E 1 ¥ A ( Calmodulin-dependent protein kinases, CaMK)
TT AR Ak o 308 17 308 20 418 0 — % b ok 3 i 2 20Tt . C/
EBPB & [ LA V5 240 s 0T LU B iR Ak, il dn 22 &/ 176
OINER 176 7. A 223 fi7) (180 i 1 UNER 180 £z, A 227 f3)
PAK AR 217 575 OINEL 217 £, A 266 i) %5, 2 5 5 K
BOHG AW DNA 254 S 4,

3.2 C/EBPp Wy Z WAk &

W& s iR LB C/EBPR Z Wik & T DNA
G54 DX IR B / i R DX B A /N BT SR B 215
216 L CA 264 F1 265 D) BB AR . X 2 Mz si il CBP
DL p300/CBP #5¢ H F £ itk §:3 C/EBPB 5 DNA 4
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BRIREST TR . 5 — B & B, K EUES 216 1 217 4 41
HIH R R (R /N R4S 215 F1 216 M IR R &4k 258
A5 J o] A% C/EBPR 31 FI A -6 MG LA KR F B

RS X — 1S BT A O R A L. S
AR R B R  5 A B A B0/INBR R 58 215 i 216 £ Ay i 2 2
AR C/EBPB (55 SEHOE ™ . A #R Ay &, C/EBPR 1y
] — o7 s BE T LA & A BRAE SR LR A 2 Bk Ak . filan,
CBP/p300 W] L) Z kAt C/EBPB 45 39 fii UNER 39 3. A 42
) IR EBR -3 C/EBPR B 3 AHI0 A7 s W 4 8 1 5
2B Ak i ( Histone deacetylase, HDAC) # Z, it fk 5 <= 31 1l
C/EBPB Wy st . Fe IR Wi 43 Ak it 2 vh C/EBPR 45 98 i
ONEL 98 37, A 129 £i7) 101 2 UNERL 101 432, A 132 437) . 102
AL ONER 102 2, N 133 D) By ] #f 2, Bk, {H X 88 2, BE bR
=l p300/CBP fEH /Y. & /1 GCN5 #1 p300/CBP A5 [H
HPE XS mEk T3 C/EBP 2 3B » #E i fig
PERR S 40 B 4 AL . A B9 & B HDACL Xf C/EBPB 5%
213.215.216 fi s 192 S BT LIAE 2 C/EBPB () 5 5 1 [H]
PR BRI EAN]S DNA 45 G aE 0, R, Z B
AT 7 A AR P T 45 BB R 67 5
3.3 C/EBPB i H 3:ALB

C/EBPR f WL F 3EAb A7 507 T4 3 2 O
A 3RO 114 hEONEL 114 7. A 144 00 (kS E R L &
55 39 ML UM 39 7, N 42 60 B E R . 55 3 000K = iR
PR AR T-505 188 37 11 7% 2 1R A4t 1l R AR A % 4vr
SRR S5 IR P YR M B AR 3 DR 2 3k RN R o kY, C/
EBPR 28 39 i A9 #1 & R 1] Bl 41 25 11 -4 - N- Y 5 RS 1l
Ak, 5 2Bk A A B, B i H ARl T C/EBPB Y
B R R AR R B 114 (LIRS 2R & A s
SeAk, %) Ras % S0 C/EBPR £l % A 4 22 5 4%,
C/EBPR 7E K U 22181 2 R FORE 2R 1 23 AT 9 HH 2k, HE
HhoR SR 1) FR AR C/EBPR -3 2 B 410 il VR =
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FR180-117 , AN227-80)) 22 & R b & A W8 AL IETE it
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LAP N[ #RmeEx | ] X [ [onagis ﬁ»éziﬁz?ﬁ%élﬁ‘ c

LAP N ’ | PHTIX | IDNA%/:T FRHLHEIX ‘

1A C/EBPB ¥ 3 Ftfal 4y 544
T223T226-7 T231T235 T266 T288 T325

©

K174 2278 A 7R

R3 K42 K42 Klz%Kl?Q -3 R144 K264 5 &

s é SH g P ® ikl

‘ X/ |i M ‘ LI 217

B G X P X

DNA%; & Je R R X

B2 A C/EBPBBYHIEE &



Arp SRR 2022 4F 12 H 55 29 B4 6 )

A S ORI AL T AT 1 1247 A5 B3 1 JE Al 437 157 % 2 B P
k. IR C/EBPR 5 DNA 454 68 J1 #l 2 20805 15 7k 5
R AN o g 2
3.5 C/EBPp Wiz £1kL& i

ZEMENE ARG BT — A MBS 5E
F R e A2 TR T AR RE it R B . AR A
PR /N A ) C/EBPR 15 B 5 32 2092 234 B2 Y 34
i TR 3o A St /0N RS S5 40 A o i) C/EBPR T 7 41 1t 22 46
SE 5 FEIZRE B R (15 00 T C/EBPR UH AR 21K 2h 42 46 A b
AR PR OG5 RIRR T 328 T 5 800 P /0N G Joie 240 L A 43 A
VR Bk, 2 E B 0] 32 HoAb 2 (8 A6 BT
BIATER AT B 2 A SR 102 Al 211 £ 2 FL B
iR T C/EBPR{Z 4k, N5 T 2 (A B A9 B 1k aff 1 4%
INT ARG BT 2088 (2 WG 57, X RS 1 I R AR A
S
3.6 C/EBPR WIR ALk B

IR AR (Small-ubiquitin-like modifier, SUMO) 4% 577 & 2
RLER /NG 308 2o B4 T S 2 A A TR s e S AN ALY (5 51
FEM T . C/EBPR k24 s 1T LA 95 Rk, SU-
MO2/3 fifi/NEL C/EBPB #2132 i (N R-174 1) &
A AR o 33 ) 240 SR 0 1 D1 A S AT sl Bl
UEAh  LAP 7Y J 306 AL S5 A8 3014 95 A Ak T DL ZE A LAP it
ANEL T IR ELARAE P c-mye JERIZRA MM EHI . HAE R E
P, PIAST %} C/EBPR #1248 133 {57 19 75 A AL T A& 15 40 B i
oAb A SC T, TR MR SRR W Y U 2 AR & A DA K
Xt C/EBPR HREARE> . %340, C/EBPR #i4 M2 134 1/ 257 A
1B AT LIFEAIG C/EBPR 2 1 AR 2 1, 25 PARP1 B S0
WUIBJES , i 4] PARP1 .33 C/EBPR (495 A ALK 1] R AL A
BT OB E SR 2 —B0
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FIFEA LR SRE RIS b # T A L X L R G TE Y
J& C/EBPRTE M R G IRk
4.1 C/EBPRTEHIXMIZ R G A #L T B

C/EBPB fE#H 2T Hh e BARHAE 1A 2 2 51010 1L
FER UG P985 B rh C/EBPR (1 S5 F 2 400 ikl ok [m] sk i 42
PILEE AT 4% N C/EBPR 5 icAZ UL AR SCY . A iF
TR AL/ Z M0 C/EBPR i #6315 1T LA i 4 2
A TN THE RNA R sl mi b C/EBPR W 24 il i 22
JURNZE A KOF B IR R A AR R i gk, HE R ¢/
EBPR AJ A0 2 UM S 4 S A il IR BRIt A (5%
3 o 17 AEL R0 T A R LA R A AR AR E R TR
> . C/EBPR iR HA #4404 . i %3k C/EBPB & K
sl LAP ] DUGR 47 K BRI Ji e 890 35 5 19 J0HE 4t 28 O
7202 Ak, C/EBPR 3 15 R B -2 Al DG i 2 R 1) 26
I WO A B L R R TR R R OB TR 2K B R
45 2W] C/EBPR AT BE S 15 1 22 4 430 o Bl 8 1) 43 00 77
TAEHA , C/EBPR i n i 12 i 28 %% 53k PR - CRLI A KR 2
PRI 1R 2 558 b3 T 2 Ak CnARIs B 43 SR 32 44 1, 9%
oA HE S 1) IEE Ry (8 52 ) LA R ol 28 3R 4 4k 72 A 5 1 6 1R e
KYRERTIRER (a2 il B D™ 2Ry A B 58 & B
FER BRI TR I 5 40 i v ok 3R ik LAP W7 DA 25 Y I
R 38 5 14 (W DA JC R i 7 3o 636 LIP U HE A I 1
5ROV AE C/EBPR fl B /)N BUM I T 40 M b LPS %5 5 1)
FIA 218 M35 7K 7 TR B O HL &R AH G 1 il 25 4 1L 1
2 HIFIAR 3 E2 1 % 3K K 7 i F B ALY L 2% C/EBPR
TESRAE th R ¥ HZAEH
4.2 C/EBPR7EHXMIZ R G 1 3T e

C/EBPR 1E X #2528 G5 v 1) 95 B 37 R = 22 4k 0 18 3L
FEPRR 2 R G T E . BT C/EBPB 2 —Fh R4
FROG I T B S IR, ELRB VAl 23R A T s vh i) B2 3
R TR IR U ABIEGY 322 ik C/EBPR 76 JLFP & I Y
MZRATYEROR PRI (& 3D

| — #RbE
T

ApoE4 APP Tau a-synuclein BACE1 {2 R AR T
[ | | l l I |
5 R B e Wk
AD PD ALS

B 3 C/EBPB 7E LR & WL AI 2R 4 M5 H /R
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TE B IR P i BR 955 ( Alzheimer's Disease, AD) AF5E 3 &
B AD APy C/EBPRmRNA F1#E 11 Bk 44 F34, 3+ H ¢/
EBPR ] LA R B b 38 S M A 2 1 A AR 3 1 ( Amyloid precur-
sor protein, APP) | Tau & H .34 W i 1 (Beta-site amyloid
precursor protein cleaving enzyme-1, BACE1) .# gt H E4
(Apolipoprotein E4, ApoE4) 258 % (1) AD BUpg HL 5% ik
AT JRAE O- N 43 WA T 1) e SR RN 638 L i ik IR Rk Rk 5y )
APP J Tau 43 AD i BEE7 i # ] C/EBPR/&-14 43 4 fiff
PTRABE AD FEEECY . A BFST A B, il 40 8 it
15 C/EBPB/d-N 3 WABE-E B%-5 30 AD AH 3G (4 55 25 24048 I 38
ek i il A s B P . BRIk 41 C/EBPR 432
APP 5 B M 4638 3% R T 8 ApoE4 LB A5 ki
PRI B S 8 A @S C/EBPR/ 5-P4 434 iff
MokE 5 AD KPP ZE0A 4 %9 (Parkinson’s dis-
ease,PD) Ht C/EBPR il i FLIEIAE o 2 MllA% 8 AN AL SR
LRl B 5t T s o I EER BT Y o S Ml R 1
W s e v (2 ik PD Y R AENY . S A SE & B, C/EBPR
B R FT LA PD R B /DN I8 J5T 240 JH PN B 4 E 2 1 AR AT
PERGASS . FELZE S5 2R 3 1k (Amyotrophic lateral sclero-
sis, ALS IR BB ALS BB E R/ 4 ja ik C/
EBPR. | 3% £k 9 /I 58 5T 4 i, = 3500 28 48 0 in i A2 2
ALS KR 48R C/EBPR YT ALS /NI 5 4 ffd v v 78
P22 B FE R R R W A3 18 20 T, I T RB AL T 70 ALS (9
o

5 ZERiE

Fe Ay C/EBPR Uifie) & HZ k. B U I JLAEDFAE
AT s EAE A MG B T AE PRI S B A Qi v e 4
TR, fETP X2 R G C/EBPR A [a] W1 78 7= A (1 A )
PRV AT . HET T C/EBPR M2 I #22 L K AES
o B A T8 2058 (E0 T el 2 5% C/EBPR 1994
PRSI e — SR DL i 1 i C/EBPR LA K
C/EBPR A Myl RN 112 W AT B 41 3k 5 22 ]
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