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C/EBPBRIEM/R% G m P RIERA

R, & =%, £ %, o F, B %
(BERIFTEHRFEMEFIR, B RIE 150040)

WE: M REEKMm(Alzheimer’s disease, AD)VEH 2 KTEE N £i8 AP Z2RITHER, LEARF
FAIL RN AY 2 K g mABSR-IXHAE & G (amyloid beta, AP)FEH VAR By i B A BR Ltaud & H & 69
i M AP 42 )3 4T 2 48 25 (neurofibrillary tangles, NFTs)% . Fi& 2RA 0 EH LRG0k, ADLE T
AE RGN ET A, RIALTFRELEB N R RETET KA R, B, RAEZMBADL
RmMEEXRETE, L5k, #FHTC/EBPBIEA R E K IE, BBANKM. ABRM AR tau® @
O RBRE, B2 KE. RWAARLIEELY, C/EBPRTAE N EHEABE mALF Htaudk & id & 5%
BRACB S ) RS TAEA., AL R %I T C/EBPRPAADRIZ A P % Ex AR, HatiediR
TR TG E LT T HAIEIRE,

KBEIR): FTREEZKK; C/EBPP; APEKJE; BRMARM; APRM; tauZ AsBRI; ¥er &7

Roles of C/EBPf in Alzheimer’s disease

ZHANG Xinyue, BAI Yun™, JIANG Ling, LIU Ping, QU Ying
(School of Basic Medical Sciences, Heilongjiang University of Chinese Medicine, Harbin 150040, China)

Abstract: Alzheimer’s disease (AD), a prevalent neurodegenerative disorder worldwide, is characterized by
hallmark neuropathological features including neuroinflammation, extracellular B-amyloid (ApB) plaques, and
intracellular neurofibrillary tangles (NFTs) composed of hyperphosphorylated tau protein. With the
accelerating global aging population, AD has emerged as a significant public health challenge, while current
therapeutic interventions demonstrate only modest effects in mitigating cognitive decline. This underscores the
critical importance of elucidating the pathogenic mechanisms underlying AD. Recent scientific attention has
focused on the transcription factor C/EBPB, which serves as a pivotal regulator of multiple AD-related
processes encompassing neuroinflammation, lipid metabolism, AP homeostasis, and tau pathology. Emerging
evidence reveals that C/EBPJ functions as a critical molecular hub connecting AP generation mechanisms with
tau hyperphosphorylation pathways. This review systematically examines the multi-level regulatory roles of
C/EBPp in AD pathophysiology and provides a critical evaluation of its therapeutic potential as a molecular
target for AD intervention.
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AEREH LSBT R 2 —, RN A ER
H 2 ™ 08 1 A 3 TAEPRR . FAT S0 R 0,
ik TR, ADIIRIR ML R AE 2 A E K
BE FFHEHARM B R AN11.30%, 7EN9.20%,
RN 5.18%%5) %, AbdelnourZ P 545,
] R R SR AE L e A 0 T 5.6%, B
BT ARKLT% M ER R, XMEKBEHR S AN0E
U Al R FE B YA L. AD R Hi R 35 P S5 B R E
FEUERFEEE [1-B(amyloid beta, ARB)BELRfrIFR AL
Ff A taw B 1 3ok T IR A T ol 119 Aot 8 i 4T o 4 &%
(neurofibrillary tangles, NFTs), £ Ff 4 % 5E
W R RS . R T R 2L LR N I
WAELZMRELE, RAFEL Iz,
PR b, 3EAT N R D e 3R 2 AD I AZ O SR IR
LR IR H PR BE AT (KW 38.2%) . £EIE
(29.6%)~ F12C IR 4 LA % R HIR e 15 55 4o 20 K HORE IR
HHr2160% %2 FE N ARG B3 278 AR kR
ADVl, BEEAEMEE, BERIH I E A
ek Z)E ZAREER RS MOREAR, AR BLE
A R I S A RAT RS, AR, B
TTIRIT 7 R BAEE I Z AR AD RIS REIR, EXHA
MR CE SR A IR . R, RABHTADII K
AL, A L AR G AL, B
B TR B VR I A 1 G

YT =, kBT CCAAT/HY T
455 H(C/EBPs) XK %, F¢il/2C/EBPB, TN
ADHF 745U 1 24 7E 5t R U0, C/EBPBJE T
SERMPIEEF W, MG . R
DA e G 58 SN R R B A B . JEAEOR, 2 T
FL# 7~ T C/EBPBYE AD Bt F2 b 1 £ E AE I ML
#l. WIFCIEH, C/EBPRIE #4241 (n
IL-1B+ TNF-o) i) 238 B0 /N B 5t 40 i A 3 ) pi 2
JOE SN b B A VE Y BE R 1 (B-site
amyloid cleavage enzyme 1, BACE1, MFRB-7ib
B ) RIAEEFEM T ARE A R F Y, FHAB
SOy AL i | S BUR RN L A DN
(asparaginyl endopeptidase, AEP){E{fitausk H &4
B D)E], AWM R au i B, 3E 26 tau
HAMBRARED, xerw it EERE R T
ADIRE R, FF H 3R C/EBPBA] fE & ADJ HE
IRE R RSB IR BN N 7. eAh, C/EBPBRIZEW

TGS B 2 AR A R R, BE R AL
LRIz RS, X2 2 VR 4% 0 2% 4 LA
AF A EUR A T 2 hfe R . C/EBPRI
R RIE LBISTEAD B H KA, o2
Vg T R 7 2 5 5 N N T R U O 1 X ek 75 2
TTzRaE™, Eitk, C/EBPRMA I RIS @K
CRCAADRITEEIRITHE S . SERER, Ml
C/EBPBII 55 BUE NN BE WS R R A 22 S0, I8 W]
BEDCE ABUTR Rltau 2R (1 1R B AR 4k, AT 2E 2% 5
BH1E AD 5 FE AL,

AR NIR I C/EBPBAEADH ) 22 4 45 ML
B, MR HAERZ KR, TR, AP K tau
HAMAARNZEREmW, I P58 S e/
EBPBIIT T HNE, RALLZADIE I ). Wil
TNIX —HE SR P IR A IR N 4%, AR SR A AD
(IR ARIRFF 75 R0 YA TT R B8 ) 8 11

1 ADHIZ /Ll

X2 AR U B D B AD I RO AL, 4R
M, ADRIFHLH A IR HELL MR N, X
ATREVA N TADMI R 24t . B 7 ABAItausk H 195
BAEF AL, — R 50 H A F 2 0T e 2 L AD (1755 21
AR, B LBEmEE . ML RAE. AR
AW E R . REIR KM RS R
Jo 8 A YR . R AR A AR . 2Rk T
RERRAS . SRR & DL F S T R &R
FLFERE A T AD AR AL B BE A, B NADIZ
W R T S 1 B AR HE S AD R IR S A T
TITRIRN, Rl R F SR R 2 M E 4 1
HAEF, IX0K 2 A 3 ADBE A9 [R] 24 A TR ) S 2
T B,

2 C/EBPBHILSH. SR EIEINEE

C/EBPBAIE T2 K & C/EBP K R 7S KAl i1 2
—, EFKGEILAIEC/EBPa. C/EBPS. C/EBPe. C/
EBPyMC/EBPL(I A AC/EBP R JHE A,
CHOP)PYo - Jl 74 75 CoR bify JL 22 9 A i3 B AR <7 1) T
Refsidl, RIDNASE & BORB It 55 2 IR hr 4 (basic
leucine zipper, bZIP)Z5EH438, T 1ENA b i 4% X
AR R EE R, C/EBPREE R B AT SR (1) 4k
Brait), BARNEMRZANE T, HEREAEFEME
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JA B 1 RA] AR AR R AAT s, BLAEAS R AR
(R E R G5 A7 AE — B 22 5« C/EBPRIEIRE N2
FIgmin X K N1 038 bp, T 7E/N B A N891 bp,
XA ZE R EER TR R MUTRX AR R . C/
EBPB) Z A T2 Mpaif. HAMBEES, B
FAZANN . RIgNM . REARBANML. W& RS HEE
Wl FEWG4HZ. s BF. B . AN EREDS, ¢/
EBPREE AIEL & = A F EINRE A5 M3 Ny (1) % 5%
WOE S5 IR S 2R ) s ] (1 U 428 25 #3867
TR INEE) ;s LR CHIDNASZE & K =Rk g
Py, B X seE ), C/EBPBAENSIE T B Kt S
H & B HAMC/EBPRIE R AL &, TR IR B 5
TR, HRRXTDNARISEA AP R T R Ak
i, C/EBPBXIDNAMISEFI /)R F#(K. C/EBPBHI
mRNAFH B J5 ol A R = F R o Ak K
LAP*E{LAP(38 kDa). JFHEGE S (35 kDa)Fi i
JEAIHIEE (20 kDa), HAEPiE fEAf & 32 2
te >,

X =R 53 SR R R COR i 5 A sk B A
LIIDNAZE AR 7, HINSmiH S X g5 0 7Bt S
IR R A FTE =R A 5 A A & 5
SEEE W 1, HerPLAP*RILAPIE & 1F N S
WG, MLIPI 78 4 5% A7 . C/EBPBIHFE I
IR B BB T AR SRR RS B
LB R B 1 S 2 Al R R I L R R0 RS
BIREIERERN . OB, L. B, 2
FILMSUMOAL, CL IS e 5 3% 52 C/EBPBIY)
FaoetE. ik, DNAZ &R Bt
Rl 7 25 5 DA B R R i o X A I 4 L A7 1 2
T E AN =AM, HAEADAH B

T v (Um0 8 98 SR R4 3850 9 46 ) EL A Y 7 R 4%
fEH .. & C/EBPRRI R fEAD 1 I B AA Th g
MRS, HOAMRIEL, BERRA. 26
Az R ALEAS 1 T B8 38 I T C/EBPBIFIIE 1
BB ADAH R PR EAR A, WABIIFL R tau
B A B ER AN 22 A RESEDT,

3 C/EBPBIEADER

C/EBPRIEAMIE NI IEAE Z HM A, Fenl
TEYH A5 P AR ALAAR 980 I BE RN 4 F7 AR i A
A fEdRES CEEN. LRHEER, £
3xTg-AD/NRAER H, C/EBPBIImRNAFIZE [ 7
RiLKTVEZFRS, HHAEADEE KNAL
KRBT FAE /N R AT AN i R 4T A K
SPRIEN, RN ROE R VIR RIS, ¢
EBPBREMS 115 AD 1 (1) B B K7 3Rk, @k
PR BN BIAD R B AR, X AR Y, 32 AL 5 f
ZRAES NEEBEACEN . ABFItaus F 95 B 22 1 4%
(.

3.1 C/EBPBIE#HZRERRIER

TEAR T C/EBPREE A (AR IS, B FCUESE, 40
il LRI T DA 25 SR MR I 5 XA 8 AT ] B, I
TG p s R AR 1R I S Ak mT S A, R BAC/
EBPRA fig & — NG JT ADFIETESE 5P, 43 FHLH
JETH, 12 R IEBEEECOP LIl 1 B AR/ i 57 40 B v 1)
C/EBPRRAMAI pp s 2 . phah, 72 A 4N
A, C/EBPBIIBUE 1IN S A — A A &1
(inducible nitric oxide synthase, iNOS)JKIE, i
HE—4% b R (nitric oxide, NO)JF=4:, M 5| & f#
2R REN . B TR A B B EE S AR 28 B 4

IL-6 [iNos | [NFxB
— [TNF-a IL-1p — | MERE | T
- N g
‘ e O |, (D] fncal (Fea MR AL —
’ | " fmce] b froRq B
| (‘((r:((( - TAJIL) fit PR
E ( L 5
?;r)r%{zﬁg) *)m'f)m J|_ [ave )28, [ave | (APPEYE:— (CABSERULR | —
etk i) o ) i
\ . ¢ L 8t [ tauf B |— | taudEEGE | —
N - BERRAL
L— [TRPCl :
CAMAK I

taufl (3
Rk

E1 C/EBPBZEADFHIERA
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HC/EBPB. Spil flRelZ5: 44 5tAFIR%h, HATA L
AR S D T B AR R EL AR FH 25% 100, 5 4,
BDNF/TrkBA{5 5 [k 2k 2@ 1 JAK2/STAT3 i # I
WC/EBPRIIZRIE, MIMRHFIL-6. TNF-aZ{iE 75 A
TR, WEEIADKREEHEFEY ., AHR-NF-kB-C/
EBPBA5 5 i AN AN I 42 T 4H i A0 B 5 R 4 o 1 %
R, FH]RefE & IRAT M R B T2 1)
TR, C/EBPRIEE R f1 S 15t 15 Ik B-aK T3k
EHINF-xBA XG5S, Xt HNSHE
RIER BN 2~ 2 ERTiR, C/EBPPLEFH
8 JORE (R R Py T Ok AR AL £, 2R
ORIERR N ORISR B SR T 3 510
3.2 C/EBPBSRERA A

TERS R A Kt e, AB4A25E A LA =
a7 i F C/EBPBLH, FEApoEFIAEP/K
AP ERERNZ, ML ICT I ApoE4 R E
W5 C/EBPB, IE5ES-/ WAEE TG YE, S EAPPAI
tau ) 2L N . BLAh, ApoE4ib fEiE L hn & fh 4
RAEFTHRABAKT, i — L BEC/EBPRP, X —
AN IR T ADFESREEE, Thyl-ApoE4/C/EBPB
/N B R IR B M I TE R R B TR L tau R AR
PREARE . RALTIAE AT AN IR, ApoE4 5
277 JH L[] e [ B0 #h 22 7 R 1) C/EBPB/3-473 1k
ffE5, N SFADIIKTE, % R TR & 0oy
WA AR A JE A AR R 71,

ABCAUE N REMNERFEE N, FEMR
15 JIE [ 9 2 0 5% 35 25 ApoES 3k IR a1, 4E R4
e fig BT 5 . I WE LR, LXRZABCAL
[ BB R 7, C/EBPRH] fitilid HLXRE#E 5
WA EAE R, (e #EABCATIRIAP .
il C/EBPR ] BE I ik 521 LXR 306 B AH 5% A5 5 18
e, LR ABCAIRIRIE, BEinsmfig iR
s, AR, H AT E LW C/EBPRIAEABCALLL
BT ADIPESEA A A IR, Rk 75 B Z IR A B0
FORABR 3 Z A AR R

gk ERTiR, C/EBPRE i 4 2 v A i BT A R
L, {EADR B FE p R R AXAEH . @it 5
ApoE. PPARyMILXREEREES ¥ M EAEH, C/
EBPB 1] §8 JEUKIX L8 53 ¥ 7£ ADJod BE A B B[R] 2008
RIE,  FT 850X — B VR R B/ RE 65 7 0@ ) AD I
P B

3.3 C/EBPBSABKIEHEE

VE M BEBE He T BUE 9 AD R 25 105 BEARAE
FEHABIKA . ABHIAE S ANF R i B-Fly-F7
BN S I APPRLR I FE AT IR S, M B EABMIIL
B BN R AD RIS BT, RE iR
AR AR BEBEHR T B~ 5 R AP E e 445
25| Rl Th RE RS, 5 W AR 9 iR 2 figh ] 9
M, WASEENMTRERELY. RN TR
B, C/EBPPIEE A T-#EAPHItauds [197 H I FE BAN
B EE R RCEEMEM . C/EBPRRIBUE W
SRR E A BFAEP(S- 20 W) I B4 5%, TTTAEP
H— VIR APPHItautE 1, fRBEHUTAR, M
) AD P55 B HEFED,

C/EBPRIE ik Z FiobfLii| 12 AR S L iR
1%, C/EBPRIEITAEPIHTTARHEE. AEPZ—Ff
VB R R B A, 7R R MR PR R R R O
FEAERE E (1) R ATk % 7% 2R (N3 73 FINS85) Ab ) &1 ik
PIAPP, =L [ APP F Br(N373HINSSS) T 45 &) 4
B-Fly-r v AR, AT IR ABRY A2 BV, T APP
FB(1-373) s ph 22 o A Bk, ik — 2 nEIAD
PitEHE R, BRI, EAPP/PSIHISXFAD/)M R
B Y o G B AEP AT i 25 0% R Al 2k . ABUTAR K
IWHIThEERERS, IRAF T AEPTEAPA: B #2156
SR,

It4h, C/EBPRICIELL LIBACEIFEN KK L
TEREABRIAE R, FEE ik A 15 4 4% 1 gl B IH 1
TNF-a. IL-1B)EKAE RAE N, HE— 25155
APPRR, HEBIABUURRS), (HEEEMRE, MK
RN ABRITE BRI FE P R E EBEAER, fiC/
EBPB AT e i ik $ il /NI R 40 B is bR Thig s (23 AB
DORL, FEIESRRE R PRI TE B AR R,

[Rtt, C/EBPREIIAEPFEAPRAAL. &K KA
R RIE L IVE R, A A AR EL I T O A
Wt CEEER . BN — RO XM, AEPYEADH
() LA R P ML) 75 8 0 5 22 14 S Bt — B 3R,
{EILAE AR T S OB YIPIE S, SRR ] R
FCH ADYR YT I — AN E B A5
3.4 C/EBPpStaujmiBfyias

tau i [ 7 BERR L S R AR R AD I 73 — A% O
PURHE . tauBE ATE IR IHOL T F ES 5RHE R E
PEIEE, TR R B L S R IR R T, TR
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NFTs, AT Il wh £ 35 P 5 4 2 AD [ R AR ik
JRIT, BRI, fEtau P301SHEHEE RN BRAE R o,
iR AEP AT 2 2% G2 i tau OB S ac iz e, ik —
A UHIE T C/EBPB-AEPHH7E taudps BE A () H ZAEH .
Ak, C/EBPREIT /S TRPCIFEH Fik, fEADH)
RERBYREEEEH. TRPCLH RIE AT
CaMK Il #FR A /KTt &, TiiCaMK 1T B #E 1] tau
B FSer262 (IR 1k, I ADG ELEE R, B 7T
FM, IFiLhtaufe FiHC/EBPRRIL, 4k
BETRPC1 mRNAFESERIE [ FE, MKz, Cf
EBPBH ¥ 7] 98> htauifs T I TRPC 1 1) 5% 35 1l
o htau )it 355 38 o B0S 7 5% K C/EBPB %
HTRPCIH 3% /K FFt &, T C/EBPR-TRPCIME 5 il
B 00 IE S R 2 R T ADJRE Y. kAL,
C/EBPRILiETp38 MAPKFIINKAE 5 iH M, 5%
GSK-3BFICDKS%5 il ig M, (2iitaus B 1) 75
L

A& CEMIESZ, C/EBPBHA|i{Ep-tautk A
MR, HH RT3 BN RO AR A S
X H 5 H Abtau 5 BB (WIMARK . PP2A)[H] [ A
AR FAMLEMT 5 33— PR %R

4 C/EBPBIEAD&ITHEIEH

bt 7 % C/EBPBAEAD A I L il h BF 78 AR N,
HL 1A C/EBPR A JLAH O A5 5 38 8% ) T TSR s 11238 20
JONHTPEIRIT T o C/EBPRAMNAE #1458 43 0E Fl 2R
PR R & R E ], eIl R AR
B tauBERR AL I BTAC B LA B R EREE,  IXE)
ADJREEACSE % . Rl #0HIC/EBPRIIE BT
W N5 S, W RE NV ADIRYT 1R R
P

% Il R Hi A 7 2 58 U C/EBPBAE [A] T TR V6
JTH 71, BN, Secukinumabi@iLIL-17RA/C/EBPP
A0 ) R i R AR M A, oS el
Pruni Cortexst— kK H H ATk Prunus
JjamasakuraBiPrunus verecundat¥f [ %2y, H
J%5r Sakura N IC/EBPRREER 1L, ik #h 4 4 hETY,
|7 I Re W W IR IKC/EBPB S AEPER L, 14
APBEH TR Fltau s A FEBERR AL, B ADRE
RUNRINEI S RET . Bhabh, 2R JCRI3RETA T
EHEEE, BSLactobacillus salivarius3ix, A0

HIC/EBPR, 2o Hi i il T FA DI 37 L L,

BARE TR A C/EBPRIRFE LI M AT K, H
/INFHERNA . CRISPR-Cas9 Kl 4 #8255 0 CL R 3
HORE HE A2 C/EBP R FE R IA . #iH ABAE i flltau
SRRV AU, T s A0 A Y B 5 S
S, BEiKtausE AR EMABTURL M X, SR,
C/EBPBIENT 22 54U ThREMI #5356 K 1, HHE
T 90 T O e e 5 2 M Pk o ] A fRAIE 24
VIR RIS, 8 et IE R AE B Ih A T I, 2
FEARF AR (RSB AE RS, IR AN, C/EBPBIG AL
ZFIADIE R I, RBEHAEA RN B i
FERAY AR 22 5, B O e TR A B R 4
(1) SR M AR

JUETH G PR, C/EBPBIRSR &M E AT 5 HIAD
YRIT B . B E C/EBPPIT T T 5 M AN AT BEFT A
ADI “RIE- PP FE R Rl BMEEIR, &
A 40 2 AP 23R AT PR VR T . R
K (I 9T B 5% A T A0 A0 B 1) S . A I R 3
EMIEAG KT R, HES)C/EBPBEL [A) - T5 M 5216
HERIGR, NAD K AR S5 B2 AL H B i
BT %R

5 FitS5RE

C/EBPB&—MZ Dyfieke kN1, fEA Mg 5H
O UL B R 5 AL AR 98 FAR i O TR R 5 5 % O AE
H, TR CCA ADBI LI B SR . LR A
L ARG, ANFEAIC/EBPRS] K I 4 i R4 B A7 AE
B 2R, LB AR 5 I AR e v R 5
LfENT. C/EBPRIF FANE B MES- i B G 1k, {2
BEABE NS tautE B R W BERR AL, BKB) “RE-MEA
BT OERBIGH, MRS cHihG. [, Cf
EBPB5APOE. TRPCI. ANP32A%5 B3R ()54
TS, BE— BRI B AL 5 A 5 R
HESIADFRHBAL . R C/EBPBIMEUHR ML )25
o, HILEHRE S . g s
PE R R B BRI R e A e WY, PR 1 AR
NEE A IS 770 ARSI AT N 2R £EC/EBPR#H
JRREMR T Re BBV, RN PR RS E AR
R MR B BE 1) T TR MG, 4T AAD 2 3l B& 00k
WA R BRI R, 9 RETEVR YT SR AR R .

JLE C/EBPBIEADYHREE H /EH 10 B 3K,
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HHEEERE R IREMN %53 D ae 47 /£ 8 K
RIRZ K AR TN IR AE T35~ C/EBPREADA
[F B B I TR 2B 14, e ) 2 A i G A B Ak 2 £
B 7] W S R B AR ) o T WL, S5 G 2 R
BERA Rk, BERgpe e 57
R AR, REGERLZC/EBPBIEMEATT. £
TE 5T 20 L /I8 Jise Jo3 4 e 5 O 4 e e o 1 I
A EEE, RAHIEADIEE B “Thag@E ™y [
RN AL OB M5 AR, AR
73 S5 AT TR R AR o

i — IR R C/EBPRAE A HE MG T S F1 (1)
JEA B ZIRRE R . 4HTHE [ C/EBPB /I
S FIRTFIIAE TIRE M B, AR R 7 vl i B 45
A 2 5 ATIR B (1 259 v vk SR mE, I R e 20
R SRS (1 C/EBPRE UM BRI BN 71, K T T
HAEA R 40 M B v K D e 2k . RIS, 45550
i) 8 I PR R RNy TIREAR, R R PR EC/
EBPBIFEHE VR 56 0E, NAD TRt s R g,
R e T B, C/EBPB B S 12 i (post
translational modifications, PTMs){f NI IhRE %
M ZAENE, MR A 1240 . AR Nk Bk St
eitia, BT RS 2 RV R A0 1L AT
DL BRI 2 S AR (n LB . B2 AL S ) TEC/
EBPBIE MR H FEEAEH, #ERHPTMs “%
7 I IKEADTRRE A R, SRR “PTMsZ:” #1
AT B BT TSR B

BT ADRB I ZYE S 1, AR FT R R
R R AR IR R N R IR, HEZh s R
AiA, BAEMaRE, WAy, 50
BT HOR, W2 A0 EAE M2 B, f#ETC/
EBPRTE 4 £8 7T - 11 it 24 fifd - e 9% 48 A b o 70 A% 00 1
ERMRAAE R, 8 7~ o AE 21 P 25 I 26 B 4 2 A 1R 1
ML . SR, Sa2mEaRAHsS 24
R G T A, @ C/EBP R 42 HH [ B A 5 1 ==
B) e o 1%, PR AD L HIH [E BEASAS R 1) “
BEC , ZIMEAEFZWMER TR R EAEY)
FREW” AR IS W b T PSR e B A B
W RRIE AN 467~ C/EBPBLEAD
I ThEEA T, BN MRS )E S 2 H 5,
1 52 C/EBPB-JIH [ B A 5 - #2898 0 bt 1) D) 8% 1 4%
BR, RRHAAADWESR “KshE” 5 “m)i

FH” O, RASKBINIER T TR HE T 1B
SN

e TIRR AR :
SRERTE: BTHIRSCHEZR, JBFIR S W AR
Kt 5
H =: MESEEE, RSR5I030ER:
£ e Bt
P R
BB HRdE.
FEPSRAERR : A SCAAFAEAE A 25 71 5
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