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C/EBP 3 APPE R BIFRIEFIZIER AU R

KO FAHT O Fma’ k% Lok’ Huichen Wang® I #F gEF-
(5 LU T A S 5, 4 03 R 5T SIS 0 7 A, )11 750004 25 B I A2 SIS 25 B, 4011
750004; 23 [E 355 B K= Winship MR RIFTUIT, TEUR IR~ IFFT S, M4 22K 30322, 26 )

WE  ZHARRAMET CEBP ,Bkii 1% 9% F K, RSP AR B 28 FL(HEK293FT)
AT LEOR RN i B 2 A mIR(HT22). @i R L F MRS A E & I5’)(lu01felrase assay )t i)
C/EBP B3t % 45 4 AT 4 & @ (amyloid precursor protein, APP)F BT E M Fen, B R AT E
PCR(Q-PCR)* 42| C/EBP ,BXTAPPﬁUSPIEff?i*—T“J:é/JfUV Wi EG R ﬁP 7 47 (Western blot
assay)t | C/EBP f5F APPA=Spl & & R X 4915 A . R X EBESHT4E R R T, C/EBP p3tAPP /&
%) F 4 & XA B 4E4E B Western blotf=Q- PCR/\#}’T é’J L & Bf, C/EBP B3t APPFaSpl Jk I 64 & &
A IERAEAER . C/EBP prAPPE R &k 6438355 F 4904 7T 4442 T C/EBP LA T MRS Z
FSpleg A Ak, mSpl L B kA 6930 3% HAE-F 3 T APPR A &k 49 L.

KHIA  C/EBP B VERFERTARER 1 Bl /R AKIE BRI ; Sp1; BRI ik i

Effects of C/EBP f on APP Gene Expression

Chai Juan', Li Yongling®, Lu Xiaohong?, Zhang Qian?, Ma Lin', Huichen Wang®, Sun Tao', Cui Jiangi'**
('Ningxia Key Laboratory of Cerebrocranial Diseases, the Incubation Base of National Key Laboratory;,
School of Basic Medical Sciences, Ningxia Medical University, Yinchuan 750004, China;
3Department of Radiative Oncology, Winship Cancer Institute, Emory University, Atlanta 30322, USA)

Abstract The C/EBP f lentivirus expression vector was successfully constructed and the viron was pack-
aged by virus packaging kit in HEK293FT cells. Rat hippocampus neuron (HT22) was infected with the packaged
viron for the study. The luciferase assay was performed to evaluate the effects of C/EBP f on APP promoter activities;
the effects of C/EBP [ on amyloid precursor protein (APP) and Spl gene expression were estimated with Q-PCR
and Western blot. The results of luciferase assay demonstrated that C/EBP S could up-regulate 4PP promoter
activities, and the results of Q-PCR and Western blot confirmed that C/EBP f could increase APP and Sp! gene
expressions both in transcriptional and translational levels. The possible mechanism for C/EBP f to upregulate APP
gene expression may lie in C/EBP f facilitating the endogenous Sp/ gene expression, and the increasing expression of
Spl directly promotes the 4APP gene expression.

Keywords C/EBP p; amyloid precursor protein; Alzheimer’s disease; Sp/; regulation of gene expression
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AN . APPYEADI) R Io L R b 3 5 A kg 22
Mt AWUTIRTINN, APP RIE M INT RES
XTAD R B Je A A AR IR, 9 th ke 5k ph 42
HAMHFY o e IRFERY], APPE—Fi 2%
IS IR 1, 7RI R TR B R PRy, 1 H
SAMTE B R R AR B VIS, /N AR N, APPERIA
(1) g5z 1 7K H AR /N BRUVR G 55 — A, 13X AN I 38 1E
ST ST R ) e N B, b i FLER IR KT 8 T B,
FECARCAE N B B K. APPHY Z M iR IE A, 12
TR, RSB LS R G, X L8 ) AT
RIETEAIA L —W0 . KZH06T APPHIAT 5T
HRAE TP AEAPRT AP 2 RGE I T AR T, b okvE
APPIEARI AW = DR A S EAE A R YR B IR
HRAPE M, ARSMIT DR UESE, APPRE(R HEFIZ5E
fik (%) A RN Tl T s, U 75 A 28 2 gy 1 R S ] B
P, I BRECRY PP e Jo fe T4 N B 4 55
CCAAT-3 5% 1 4% & & HB(CCAAT enhancer
binding proteins B, C/EBP B)/&#% 3¢ X C/EBPs K Ji%
PH BN RS . e g b, 7 2AME Sl ] Lo
WIEC/EBP B: 51145 7 4B % FIMEK-ERK g 422
5 ph 48 o0 58 142 1 R T AK-STAT I8 2%
J« CAMPZR I3 % 551, C/EBP BAE /N Bl & oo 4
b T2 3RIE, 25 KRS X S filn] B, 7k
BRI s A AR, JF B2 5 R 285 1
A0, C/EBP BRIk IR fift /) Bl B2 J2 P AH 4 i 234k
JSCRRZR AR U, A0S B 22 40 e vh o 221X C/EBP B
AEVE PHNZ LML . C/EBP BAEAIZS RGP (1
FH B sz B AR, T2 AR i SR W B 1R A 9
IR T B A AN RE 2R . AU, VER
FE R AR S A 0T o C/EBP [RIE £ 1 T8 3 1R 2%
TP 5T I T A AR M R AE T RV e Y A
AD) &R I R 45 B AR, AR, R
PERPSE 1~ A= IBs MR SEI o N300
T3 9 #E(HIV-1) LA K IR 2 W 34 0] 51 C/EBP BAE S JE
R AN B 2RI o FERT IR SO ER T A4 AR TG
5 S AT SR IR 1 R 8 N R PR A2 T e Jo 4 i v
BRI 2 7 C/EBP B AN, S WIC/EBP B2 5 1
PR LU RN N, 5 002 A 2R IR AT 1 05 AR 1Y)
RAARER, XL A ERT R S ERE, B O
K () S 30 B U 5 8 P S . 5 AD IR R AR A K
AW FE 5 AL e 5% K1 C/EBP BXfAPPXE
FEIR PRI AE ML R L XTAPP A 8l ¥ 3 s 3 1 11

s, SR AEAD R FE R 4R, S AD
TS RGBT 1) RSB

1 MRS
1.1 #8

pGL3 basic/ii ¥  H 52 [E Promega /A #; pGL3-
APP170/147 th A SZ 5 =% ) 15, pCDH-EF1-MCS-
T2A-CopGFPJ H 52 [EISBIZ wl; AR B 41 fg293F T
(human embryonic kidney 293FT, HEK293FT)fl \ i
IR A1 JI(UBTMG) A A S5 =5 T R A7 /I Wit 55 i
2 LA MI(HT22) B M35 JE RK 2 75 AL 2% 9 1 3%
A& KR 76 T-SBIZ W ; C/EBP B, Spl HIGAPDH¥T
1A T 2& [l Abcam 23 75 APPHL 44 I F Millipore 23
Ay 96 P HLI-CORZA ;- 75 5L A I R 4t
A G T 55 [ Promega 2 7] o
1.2 #J#EpCDH-EF1-MCS-T2A-copGFP-C/EBP B
s RIE A

F) FHPCRH; A LApCDNA3-C/EBP B B i,
AR ELPCRAR A & (pfu PCR polymerase) Xt H 3L A
C/EBP BIEATH 451 WA 1), ¥ 35 453 1 [IDNA
v Beatifh, R 4 DIl§BamH TR EcoR THEAT XL
BED), (Rl b P BE, I o B 380 TR P9 D) R D 1
pCDH-EF1-MCS-T2A-copGFP# #A |, #)%:C/EBP B
183955 B 51 %15 344 pCDH-EF 1-MCS-T2A-copGFP-C/
EBP B.
1.3 B%EFS

Jod 73 1) £ B 3% SBIA w1995 B 0, 8 1 771 45 13 A
PdbAT. M52, KL C/EBP Bid KA 18 i
B AREE Y FIHEK293F TN BB, 24 h)i 5 o i 5% 5%
B, AREERTFR48 hy 72 hiG o BRI B . 9 2
WS PEG-itl &, Y%L, 1 500 xg2 0030 min, X}
T4 BEVBOIEA T HRAR, TR0 SRR 43 22, fRAF T80 °C
UKFE A
1.4 KA EIREEE LY (Luciferase assay)

¥ C/EBP BEL 1% 3K i % ApCDNA3-C/EBP Bt
APPIRAE i kipGL3APP170/1473: 8 YL 3| USTMG 4 iy
L, 6 HE 21 pCDNA3 7S 244 #.pCDNA3-C/EBP B,
B FR48 WG 7 L BE IR, TV (MPB SR 56 Hh vk i
S a2, IANT00 pL(6FLAR) 1< 2R fiff v 22 figd 4 Ji,
12 000 xg &5 La15 min. % 44 T, W HS0 pL I
TEIARI96 LI . B8 A AUERE AR 203, 20l A
50 pL Luciferase Assay SubstrateflIStop & Glo™ R ll, H
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Table 1 The primers used in this article
519 il Hli&
Primer Sequence Usage
Primerl-F 5'-CCG GAATTC ATG CAC CGC CTG CTG GCC-3' Constructed C/EBP [f overexpression plasma
Primer1-R 5'-CGC GGA TTC CTA GCA GTG GCC CGC CGA-3' Constructed C/EBP [ overexpression plasma
Primer2-F 5'-AGC GAC GAG TAC AAG ATC-3' Q-PCR for C/EBP 8
Primer2-R 5'-AGC TGC TTG AAC AAG TTC-3’ Q-PCR for C/EBP 8
Primer3-F 5'-TCG CCT TCC TAC CAA GAT-3’ Q-PCR for Sp/
Primer3-R 5'-ATT ATT GCC ACC AATCC TT-3' Q-PCR for Sp!/
Primer4-F 5'-ATT CTT ACA CCA GGA GAG-3' Q-PCR for APP
Primer4-R 5'-GAATCC ACATTG TCA CTT-3' Q-PCR for APP

Centro LB 9601EAT &, 546K FH 2 [E Promega A 7] 4=
77 [\)Dual-Glo® Luciferase Assay Systemilf 17 ¢ <k HL 5%
FEERBEHE LN 2, FRenillaft: Ay N 2K B8 1EFE Gk
1.5 EFEEXRKXPCR(Q-PCR)

¥ 3% i Th 1) C/EBP ik 3 15993 55 70 % B A4 095
B K QL HT2240 i, 157748 hjii FH Trizolk $2 B 41 f
A RNA, HINanodrop 7yt 't B AR MIRNAWK JE, 4
DioasofE2.070 47 W HE 4T 5256, H Thermoidfi 7 5% A1 5¢
FeMix i AT Jz % 5% A1Q-PCR, HJCFX96™ Real-time
System il % A 7 ZEFmRNAJK P L (%% . PCRX
NS 1) Wk 1, FHGAPDHAE N 2,
1.6 ZEH % JZENZE(Western blot)

AL ) ) C/EBP Bk 432 3 75 FH % 2 A4 T
B YLHT2240 f, 155748 h)o $e 4 g gz 1, AL
SR A . HN40 pg i 1 HEAT SR A B i

(A)

Marker  C/EBP j8

;&.:m

bp
5000 &
2000
1000 F
750

200
100

(B)

bp
5000

3000

1000
750
500

eI ALK, LUK 45 oS AT B, 5% T 2F 9 ) A,
—PUiF B IS, TBSTHERRESIX, BERS min, RGN
AHRY [ e, E L ¥ F 70 min, TBSTYE S X, H
ODYSSEY CLx#FAT K1, — i bbfil1:1 000, P Z
GAPDHLLA1:5 000, %66 —HTEi4511:8 000,
1.7 FitEDH

S5 K B DA 3 Hebn ik 22 (xs) K 7k, HISPSS
200 AT et 2 A0 B, SR SR R T =0T, £
Y1 W) b 42 HLSDYE HEAT ¥4 25 1m] 1) W 4 LA, P<0.05
NERAG R, LRI 3R .

2 HR
2.1 FINHEPCDH-EF1-MCS-T2A-copGFP-C/

EBP pid RiX 18R E A
T PCREAMNNY e pEEA K T C/EBP

Marker

CIEBP B

891 bp

A: PCRY" W C/EBP 4 KFEPK (891 bp) 4 H; B: PCDH-EF1-MCS-T2A-copGFP-C/EBP Bisk i 1 5 4 14 WUl 1) 8 72 45 4
A the results of amplified C/EBP f full length gene (891 bp) with PCR; B: identification of the overexpression lentivirus construct pPCDH-EF1-T2A-

copGFP-C/EBP B with EcoR I and BamH I cutting.

E1 pCDH-EF1-MCS-T2A-copGFP-C/EBP BIRAIHI3E B K E 45 R
Fig.1 Construction and identification of pCDH-EF1-MCS-T2A-copGFP-C/EBP B plasmid
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W APP170/147 T w5 Rk Bk, ZlgY) % E S R sert— (&),
291 OO0 B ey IPASHIAFRORR AT AR, LA
.g 2.04 % R
£ 15 22 SR EMREEERR
3 10 Fe 9% 't 2 W4 5 URLpGL3-APP170/147 J5 L b
= . e Ly N . — v
2 05 BUAN 5 C/EBP BIT AL A8 B4 [ N I 4 JLUBTMG AT
0 4 Jf1, 48 hJE SCEE AN I, I 5E SOt R M. A5 R BUR,
El2 USTMG4RRE+ C/EBP B3$pGL3- APP170/147 5556 B 2 A LE, AL B APP)S 8 F—170%+147)% 51 [
= S HEy i N . . N
_ JRENF IR LR R o pGL3-APP170/147 5k 3L i ) 13% Pk 7T LL 4 C/EBP B
Fig.2 The effects of C/EBP B on APP promoter activities i
when co-transfected into U87 MG cells L (.2)°
@8 Control
(A) 4. P<0.05 . (B) N @8 Control
4 &5 Overexpression-C/EBP B 4 P<0.05 53 Overexpression-C/EBP B
——
34 39
N
P 8 2+ 5
S = ;

A: Q-PCRAIMC/EBP pid ik ; B: C/EBP il 430 % A PPHE R 6 1 F) 54 o
A: Q-PCR results of overexpression of C/EBP [3; B: Q-PCR results of APP expression when C/EBP [ was overexpressed.
[E3 C/EBP pid Rk TR RKF EXFAPPEFE FIEHIF2M0

Fig.3 The effects of C/EBP f overexpression on APP gene expression in transcriptional level

(A) Control Overexpression-C/EBP f

37 kDa S S\ pDH

(B) 8 = &8 Control . (C) @8 Control
P<0.05 €23 Overexpression-C/EBP B 4 5 53 Overexpression-C/EBP
: P<0.05
6 4 ;.
3 .
2 4 Z 29
o
21 1 -
0 '—_ 0 ._-

A BT P ENIZE S BT RN C/EBP Bick A X APPHER Rk (K46 ; B: C/EBP BAk 11 ENIZE /3 AT 45 I Gttt 40 M5 C: APPER [ ENIZE /Mt 45 R Gt
IhT. S R4 L, C/EBP Bid A XTAPPE 1R 1A W] WAL HEEH] .
A the effects of C/EBP B overexpression on APP gene expression evaluated with Western blot; B: statistical analysis of Western blot results for C/EBP f3;
C: statistical analysis of Western blot results for APP. The results demonstrated that compared with the control group, overexpression of C/EBP  could
dramatically promote APP expression.
[El4 C/EBP Bid RiAX APPE R RiZHIF N
Fig.4 The effects of C/EBP P overexpression on APP expression
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Overexpression-C/EBP 3

Spl

38 kDa S S G APDH

(B) am Control ©)

200 . =3 Overexpression-C/EBP 3 50 - P<0.05 ; ggfrel;re(:clpression—c JEBP B
P<0.05
150 J - __ 40 4
2100 | <
. & 20
20 10 A
0 0

A H A RIE N BT I C/EBP pid #e5dext PUENESp IHE DN B I B: Spl ik (A EIE /M e vt &5 2 C: Q-PCRAINC/EBP BAERE /K1 Lkt

SpI LRI IE 1 5 o

A: the effects of C/EBP [f overexpression on endogenous Sp/ gene expression evaluated with Western blot; B: statistical analysis results of Western

blot assay; C: the results of Q-PCR for the effects of C/EBP f overexpression on Sp/ gene expression in transcriptional level.
&5 C/EBP B3 ZFRik ¥ MR ESp1 2B RIZA M
Fig.5 The effects of C/EBP f overexpression on endogenous Spl gene expression

2.3 L EERIPCREL(Q-PCR)

g T 3k — B 58 C/EBP AR 5 KT E X APP
FEPRIZRIE 1A AE T, AT A% 4T () C/EBP B B¢
JERYLHT2240 M, 48 i $2 BLA1 i S RNA, J8 2 Q-PCR
SERC KL C/EBP B APPIETRIAE e /K1 IR IA
SEIG R BB IR, C/EBP Bid ik 5t APPIE R AE# 36K
P EEEHE3).

24 ERRKZENT

AL LT (1 C/EBP Bk 3258 995 25 Rl 25 2 4R 5 B¢
JERYLHT2240 iy, 48 hJm $&HAL (47 % Fi Western
blot, £ 41 iy -H C/EBP BFIAPPZEE (1L . 45 %
W], C/EBP BXTAPPHR [ 15 A7 R B 1) 1E T # 1F
H(El4).

2.5 C/EBP B33k 3t SpI1E F R iERI 200

AU L (1) C/EBP B 15 LU KR R 2 84
I BE B /N RO S A28 o 4l R HT22, 48 h)s skl
J, 43 P E AN M B RN AR 41 i & 25 11, #E47Q-PCR
HIVER (1 o BN I 53 AT LAAS N C/EBP Bk 2 155 40 i
W SpIRERI Rk )58 . &5 R 3R, C/EBP pid#Rik
A DL I R 40 i N Sp 1R IR 26 18 7K T (B S) o

3 it
ABYE AL B UL A b A FELAD K L

—ANEZWRER . O, R 2 Ik B
FSCHLA, XTI 8 6T ADI J ik H AT ) =
o KIHRLR, AT GE 2 AR~ A HHLH . AR
FEAR KRR JRE bR Y1 L 44 2 1 APPI) 52 3 7K,
P IX — A5 19 2 APP ) W [ (APP secretase) [ i
PE; Ty — ORI KU E 5 APPHI S A %, 9T
TE AT A R ZE W ATAPPI & S . A SRR,
APPI) 3k 5t 1 5 ADIY R B A A AR D) ) K &R
RumbleZF I T A B, J PG 4R G Ak SR 1) G (0 i
S A BANAPPEE RIS DL, A& R B
T HWIADF A .« JohnsonSE ! RHITST AN, 1EF 44
ADJR AR, BB AT APPI I [ RIE .
A IXLLH L], APPIFRIA K- 5 ADIF R A A7 4 %

APPJE — Bl 1695/ 2 Kk M2 21 B 1) 195 15 i 1R
WA, fEaN — R E A MK )G, TR T
42~A3N T IR T 22 IR, I Tl b M PR 7K A 52
K B 1 HT BAL 43 i I 1 (B-site APP-cleaving enzyme 1,
BACE 1) FHy-73 Wl Wil 525 W) B 705 o y-70 WA 1 1) 3%
PEJE 2 2 MG o ABTE R T XK i it 28 41 21
A5 A — AN S 28 B RE R, & mT DA R R Ja]
oAt 2 75 P Y 5~ B0 VE D, T G R R S b, 1E
TN JEIDRE R 2 A 21K 453471 . Hattori %520 4T it
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APP promoter with binding sites
for transcriptional factors

=500 —400 -300

l l l

—200

0 Pur elements

. Egr-1 binding sites

| GC box

—-100 +1 +147

There are many different binding sites for diverse transcriptional factors such as GC box, a specific binding site for transcriptional factor Sp1.

El6 APPRE N FILimEHTRER
Fig.6 Schematic diagram of the characteristics of proximal APP promoter

APPI) JE )7 7 511 09 147 bp(-9000/+147). Lahiri
SROVE VR AN BT 5T T APPJS B) 1 [R5 PR X I, Ak
T3 29200 bpHBAL AT B EEA I 4E 4T i3 3 1 DI RE IR
JettE. &4 Rk, WHFURIN, X APPIR 8§41 1F
PEAE FH I BRL 1~ G 455 A2 R PR R 980 T 40 i X1 7~ (T
NGF. bFGFAIIL-1). Goldgaber 452!, Lahiri 4
FGeZEPIG it T 1k iX BE P 7 1] DAE 3E A PPREDA 1) i
SRS . T BT AR R B, AR
--1(early growth responsive factor, Egr-1)1] UL |
WAPPEEA IR 2235, PRk & ) L4 & BIAPP)A )1
S'UTR b REIR &5 G AL A BB, i 53 A — L6 R 7 4
Pura, MXTAPPIIZRIEAT S E Y AR SEG (1) 45
S KRN, C/EBP BT APPHE F 32 156 1R 35 1) 1T i
PE1EH . Luciferase assay4h HE 5L, C/EBP Bid K ik
0] _MAPPA 8+ 1935 1, Q-PCRFIWestern blot4
R I3 € T C/EBP BAE e sk MBI 1R K F X APP
BEPRIFR AR E AR, H AT AR 2RI R T
CCAAT-4 5% 1 45 &5 & 1(CCAAT enhancer
binding protein, C/EBP)Z 5 A il P - 2 R 7 %5 2 11
FM ) — A S, L 55 e R A FEC/EBP . C/
EBP B. C/EBPy. C/EBP 3. C/EBP eflIC/EBP (4
. C/EBPZR G Jik 01 1) 3% (R RGAIE & H 8 B i 40 1
AL E 3L G A 4L 2 CoR g (P2 IR P BE . NoR
Ui 1) e S WO SR v ] IRIDNASS & 489, C/EBP B
FEC/EBPZ G I3 52 VT I DL, & 2 M AR ) o
Lifie, W LAY 42 2 M i i 1) 234k, TG PP o4 i
(R34 R, 23 5 I ) 15 AP S e AR, JF 2
B G e U629 5 fitvled P i A B R0 S DL K g g
(R P G &, HDhRe AR iz kIR 5T

RKIL, C/EBP BLADHIRAEHEEVINIK R . Taka-
hashiZEUSIJF 5% 2 1L, C/EBPR P 45 114 3 1030 % 2
5T APPJIT 5 | S 1) P9 5T 9 S 380 5 BT A B A T,
KOS HR T 05 76 45 i 3 5 -3B(Glycogen synthase
kinase-3B, GSK-3p)7t AL AR 41 i th /- 3 {IC/EBP 811
Bt I A P LA /) IS 5 41 /1 e 4 1) 3 A% R
tt.. Strohmeyer?5PYFIIF 57 & I, C/EBP BAEADY A
R B o v ) 26k 5 3R R R M 22 4 N (nondemented
elderly, ND)AH LU W3 . 25 LTk, C/EBP Bl
T RPED 7 DA J— 28 5 e AU A Qi B B
FIRIIK o 28k DRI W] DA 05 1A 2 50 49 1) B R 4t L
FIN B 5t 4 B v 75 3 C/EBP B3R IA, 13 BFHC/EBP B
HADIWRAEMERAAS MK R Frid, #5c/
EBP BX APPIE PR 2 (1) 1 42 ) B A S B 1) 35 3, 6k
TR ILAEADIE B B2 B4 AL 1o 0 22
i

C/EBP B Ay s A 1A T e S ok, mf
LS AT 8 30 7 EICAAT & 45 2 M T %ok B 22 38 47
(PRI T e sk 4% . AR, APPIA ST B =
CAATEL, AT 5545 R L], C/EBP BRI
HAEREEM ERER, X308 T §e /7 7E 4G JLAb )
WL 3l X APPJE 31 1P A REAT 20 e ke
L, HT s AF AT KR IGC R (K6), X4 11 o
KL 1-Sp 1K & 45 A7 1, 1T Sp 12 APP A 5y -1 1) 1E 1
PEDR 7, XA LUAT SO D2 i 3. T2,
BATHENSpIAT AT 6 S 5 T C/EBP BXfAPPIER %
KPR E T o S BE B0 I 43 A7 R0 S I 2 ' i S PCR
(145 B 12 W], C/EBP Bid 255 fie 51 kS 40 Jid A Sp1 1)
FIEIKV B2 N, Ui WIC/EBP B4 W] g L ifSp1 i)
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Feak, iy SR APPEE PRIk (1) 1E WA H . C/
EBP B5 Sp1 P [A] 4 FH i 428 = S0 k5 Sk JE PR 1) ik 2
ZHRZ W kIR T, WPaytonZ50018E 4t 5:C/EBP B
55 Sp1p [A] 45 N34 B PR 2844 3 3)) ¥ C(human re-
duced folate carrier promoter C)[11%% 5% % 74:; Foti%l”
R T — M s R 59 f7Spl. C/EBP B
fRIvk B4 73 35 R K% (high mobility group, HMG)I-Y,
TR AR 3R 32 AR FE R A sf i P . X e 5 SR
$27, SpIAIC/EBP B DA 38 i 42 T 1 A7 46 [+
YEM . 2 L Ear b, AT THENIC/EBP PRfAPPHEDA
FIE ) FARAE W] e AE T L Re A 1 A U Itk Sp 1 5k A
(R 2k, miSplid it 5APPHEA )5 ) 1 1 i GC &
R4, et T APPSR B s PR Gk o 1K) T
FEADI IR L, JCHRAE A B AT )z R /E R
C/EBP B U, A EEME . MR, 1EA
PEIX A — DR R, A AR AL T A 2
TP RE ARG 1 TS fi B, G SE R 2 Ok R PR 4R AL AT
A E T2 T
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