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The role of retinoic acid in cerebral ischemia and post-stroke depression
SHANG Wen-Dou"?, LU Jiao"?, CHU Xiao-Jiao"?, He Zhi "**

(1 Third-grade Pharmacological Laboratory on Traditional Chinese Medicine, State Administration of Traditional Chinese
Medicine, China Three Gorges University, Yichang 443002, China; 2 Medical College, China Three Gorges University,
Yichang 443002, China)

Abstract: The pathophysiological mechanism of cerebral ischemia and post-ischemic reperfusion process is
complex, and it may be accompanied by mental disorders such as post-stroke depression after the onset, which
poses a great threat to human life. Current thrombolysis and thrombectomy treatments are extremely restrictive, and
the search for an ideal neuroprotective drug is of great clinical significance for the treatment of cerebral ischemia.
Recent studies have found that retinoic acid can not only play a protective role against cerebral ischemic diseases by
regulating inflammatory response, protecting the blood-brain barrier, anti-apoptosis, and promoting nerve
regeneration, but also serum retinoic acid levels can play an independent predictive role in cerebral ischemia and
post-stroke depression. This article will review the role of retinoic acid in cerebral ischemia and post-stroke
depression.
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kA > Ve A BoR S Bl v A R R A
MM BB T 2658 5%~15%, BB EE ik 50% A B,
SR AL PR A5 R DR 2 L, RO R EE &, KR L
WA A W, WS KR 2 I HURT B 3t R A o S R A
R TH g ® BT 2 008 B kst a7
(intravenous thrombolytic therapy, ITT) A& %1% 20 ik
B oA 2T F BN SR, TTT iR e 4
It B2 5% kB 4L (hemorrhagic transformation,
HD)"Y,  3E—25 gl 23 A dy Mg . i ke DI
W] FH ¥R IR M, (EAE 52 30 B3 ORE PRI 1)
I K FARERAE RS " N T AR K 421
Yo 32 LA PRV E R, ISR IS T 007G 97 ) I
B g, HZRH— BRI, JFRE XSk
L s 2 R e 2 AR R T 254 ) T RaaLE SR B

e R A YRR IR AR BT RE I A 75 G v 1t
HirE 2, 4EH IR (retinoic acid, RA) HFR A 35 1R,
e NRP4EAE 2 A AR A Tl =4 MY, AU AE 4
MR IEHE K. MO E K E SR K EEE
FU, R — R E AR SR L T 57 1. RA DA
Z Fh A o> S d AR 8 NAEAE, A4S 9 i X 4E H R
(9cRA). 13 it 20 4E H & (13cRA) A1 4 Je 0 4E H R
(all-trans retinoic acid, ATRA)"". RA HIE&¥HHA
AR TETEL4E 3R A (BIALEEET, retinol) A ™ 4,
LB T A9k W WG N I 5 () A0 3 I 45 5 5 1 4 (retinol
binding protein 4, RBP4) &5 & iz fin 2 Ji [l 241,
FHREAZ AR 2E R 75 5 82 1 6 (stimulated by retinoic acid
6, STRAG) — ke % iz B HL A0 i 1) i Jot 9 5 20 P #R
i 45 4 5 A 1/2 (retinol binding protein 1/2, RBP1/2)
gy, JERAFIRME RN AR RAMYY ., fE7EF i
TH ) RA BRBEAH AR A RO 20 (5 3% P450 5% 26 T
R ah, w4k R 2 A& (retinoid acid receptor,
RAR). 4EFER X 524K (retinoid X receptor, RXR) Flit
Sk AR 1S B A0 32 44 (PPARSs) B/8 455 5
[F] AR5 o B R R 42 X3 () RA O J6 A (RARES)
sl ALY Bl R BG BE ) I N e AT (PPRE) 456 3l
MRHEFRE, LRI FRTER .

BEAEB SR B, RA S AT A WA i e 28 i 1)
TR G R R PR RO TR P R I 9 A2 4
HE R A RS T 2 25 F RA G R AE T i E 5,
MAS 2 s 5 7ESARERISFIIA, RA AI3E 0 PC12
AEE =, dil PC12 i T Y. PC12 Z fiTBARE
B FAEWE ALk 2 M4 RGN (WE SR FiI/R
WHEERT ) FIAN AR, 2 K PC12 40 iR b5
Bl KT 24k (NGFR). BAEWRE R, K

W RA AT V53 K B S A 20 R 2R I A2 AL 5 AT B
REMRAR S B ATIR A SR 45 RS T WA RA R
FEGR IS5 0 S 26 B 5 SR RO o ASSR
235 6] PAY A1 5 T 24 IR L o i It % i 2w i 90T T
I TE, B R A RAE I R AL 1 509 v f) e 22 £
FE ML AT RA 7K P55 ik 0 S A< o $0K
IR AR

1 YRR 5wk

Harvey %5 ' ] 9cRA T4t H k2 1 v X5 4
I AE TR, L SR ALL B ATRA I /b il
FEARRR . B JE R E 2 A S vh 5 Jhik BH 28 ik 1 7Y K B
P S2I6 R 7R, AMUE A 78 RAJATRA # H A I /b
BRI TR S ph 24T AR & LR EH, A
PRI VE B 32 2000 K dR ST S By PR 47 I
B, 0 T RN a2 o 22 P A A L AR R LA 7 T
(1),

L1 BBRRERN

LA (SR b VR 2 i AN S 4 i K
EWEAI ) IR Y T, RAES 5T (B3 & R 4 i B 5
TR 7 AN RE B 37 ) o B 30K R B e O S b ot
T S I P I 3455 2 i P i L5 B AR B 8 T
N2 B eh b 40 P /N B B 4 /L 2 i )
AWM P, BB T4 S ROER MR, T N1 R
T2 0 E A 2 g hE P B AR PO 7R Ak i M
0 A% H /N BRI 24 hoo HEAT ATRA TRUA 3,
22 THUAL B /0 SRR v 0 R e A 4 e gk
R TRIA TR . WT5dat, ATRA AMUA]
s @tk e XU AR, 3 R I I 1 S i P
& 545 SHH| KT 1 (suppressor of cytokine signaling
1, SOCS1) [ 1, il 45 5 e T 4% A0 e S (4]
F 1 (signal transducer and activator of transcription 1,
STATI) KI5 5 ¥ T, /b ik 46 P A2 Y o 1R 48
MR, R MR B R A 48 1) N2 R A, JF
R R T A1 R B 2% (neutrophil extracellular
traps, NETs) FIJE s, ARk /N ST A M / 15 0 248 i 5
PRI R A AR, (B REAE D, MR T BE G
I — RINMRIEFLRY, —H MR SHE (INOS).
M EALREE (COX)-2. Z0E A 5% Wi I 2 3 5 20 4
PR P 3 o e o 45497 o R ) B AR R, G
COX-2, CHIUERIE 5 RAEAH < 40 i B PR ) B 22
Yo R 3 BY. Kim 25 B2 7R v U T 4 I i A58 Y
AT RARYT, SR BN, ATRA JGYT AR ##
2270532 IR LT 355 A4 403,  OF HLAT DASScas ok O
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1 4 FRER{E A T RN ER M A £2 GRFP L35 fe] 2]

FHR R Z 3R, #5505 F & H T ATRA BUE T
N R AH R T — A (NO) RSB T
(TNF-a) fl A2 6 (IL-6) HIR. % — 7
F B, RA o] LUE I I CCAAT/ a8 145 A E A
B (CEBPB) [f13£1A 5] 2 COX-2 (AR Btk /b ifi i i 5
M5 S R M54 B X s sz h 45 JL R B RA/ATRA
TR BELE 0 G R 100 R o 98 RE SR AT B A
SR E .
1.2 {RIPMBXFRE

IfiLfixi 5% % (BBB) Ly 68 B i 7 B R AN 5k ifi
P R R TP AR AT R B SR AN
VR, G B EIEBEMLEA S (claudin-5)P,
VIBUERER (1 1 (Z0-1)P RIS 5% 8 [ (VE-cadherin)™”
TE N BN Gk B (1 ek /b, & B BBB 1187 14 4
IR, HF 4R E AR 9 (MMP-9) /& 5 BBB H H:
FYVA M — M &R 48 B G 8§, 7T LAR4f# BBB
BRI LA R 9 R a2 (R R ke, S 5HHE
#3 B%, BBB 453 15 T AW S 31 K B ) MMP-9 RiA .
Il ARG IEE B, BBB WK 5842 5 HT A< P,
X 0 B R4 BBB AE iR A5 R R AR R S 1R T R
THEAPZE, £ S)IKHZE (MCAO) K RAE
H1, Kong 55 " 7EFI NZEFE AT 24 h 45T RA TllAbHE,
g5 BB RA JR4% Gk i 539 BBB % 24 5 FH Wy ik

I 28 A 5] L HY ZO-1 FiT VE-cadherin 7K1 A 2%,
(HAESR M B, FEAIEM claudin-5 fIERIA 5 HE—2D
XK RHEAT MCAO JELRI4E T RA ¥RYT, /R RA
3 2 PRI T IR I A 2 S 2 2R A I SRS Y
FRAN HT F2E R4 24 h J5 1 #04 Th g B,
Al A€ T RA AT LT K B MCAO ARJ5 ZO-1 Al
VE-cadherin [ — 0 B#AK. 2 J5 BT S AL 1
PRI FE B, ATRA W] LU I 47 3 o o oL 75 9 )
M2l 27 claudin-5. ZO-1 Al VE-cadherin f3R1% I
WM FEAK BBB (I8 IZE M, DL A4 7E G I 7 98 v 1)
IR E . C-Jun 205 A Ui G (JNK) #1 P38 2
A 22 245 75 A0 8] I (mitogen-activated protein
kinase, MAPK) i i 1 () S5 55 (1 Y, MAPK &%
W R T LT A e e A 453 495 F) A B E AR Y,
A PR TURIL, BRILEETE 24 h J5, MCAO
KR ZH 2R A [ p- INK AT p-P38 45 1 2% 34 14 i,
ATRA 0] DL B S 410 A 2 (3 ) 3k, il i
4 & A Bl 2 2401 77 (tissue inhibitor of matrix
metalloproteinases, TIMPs) [ 77 4 1fi [ MMP-9 [1]
FRix, FHHBEM claudin-5. occludin A1 ZO-1 f)FKIA
DAY A R BRI ke 1L PRV 51 2 1) BBB 45475
1.3 HIFPAT

FH 2R A2 A 5 14T PN 1A 40 B 0 T 3 A5 2 i I
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RAEJE R u A — R AR PSR T R 4R B Wi
ok LIS 3 Wl - 25 3% B (phosphoinositide 3-kinase/
protein kinase B, PI3K/Akt) 15 ‘5t I 130 5 ik ifi
1055 J5 B0 A 48 JC A7 3 AN LR T A A DD AR 9% T,
Zhang %5 ") 1 Huang %5 ™ # & B, 3410 PI3K/Akt
FR) 7 A RO R LA 0 U Bk = 15 3 B 4B IR T
R A J R B H B (Caspase) 2% B 2 & 21
5 5l P, caspase-9 NHIKE BT, BT
TN caspase-3. SRIMAI K AN, B k40 2
FH: Al (B-cell lymphoma-2, bel-2) Ui T2 8 R ik Ff
%, P2V T8 bax (bel2-associated x) ik i BY,
WA, RA @it RARa {5 5l # 11 PI3K/Akt/
Bad 1 Bcl-2/Bax i #%, T i caspase-8/ Bid i %,
PR R85 77 B SR AR 22 oA B B 473, BT Ik A T,
AR A5 B B T RA IR EE B2 Kang 25 B (1A
Ui FEHLER B RA T MCAO K RELFE cleaved-
PARP ( £ 3 —WEIR £ 5K / £ ADP- ZHER &
B ). bel-2 K . caspase- 9 Fl caspase-3 7E P
FIFEOCER 5 1M H RA AT i Bk I35 5 (R A 24T
DN BERG AYE/IN K Bz JEBEAE TG . DA i FE i B T
Y IR T IR T, s T T ML R R
PG 2H 23 e Sz et A A R AE FH
14 RH#MEBEFMMEEE

HESRAEERA 7 (BMP7) ()3 1E A 55 F X
S T AE . SR AR B fE K
Ik BH ZE K R AL, Yu 5 BIAER, 45 F 9cRA
FALER ), 9cRA FIEFENE LA Ifixi - BMP7 mRNA
MRk, HIRMABE . KNS — R R,
TE A AL e 5 (B MACO R =K ) &4 T
9cRA HJ & izt 38 hn A K BRI =T IX P A 22 e 2
IG5 TR RIEMEIEEER. S52A—
L, Jung 25 BB AT R OR RA R/D T B 5
Pl XN B R I A R T I A . (R
O 24 YA ok s I PR P R b R AR AR B TR IR
JoT 20 i n aE e HE R AR R R T R R S AR, A Re
HERR 5 —Fh T BE « RA W] a8 sk sk 2D J2 Joia 400 o 1 38
AT ET A £ T R OR R B R REVE FH

BRI ER F (neurogranin, NG) J& #1248 ] ¥ 14
EHZ—, EENMaIEPREESERN TS
P BT, FERFAERDNR A, it S SR X
40 B AR FIR S NG 1598 R BV, (ER AL
L XNG /K-F B, 2Tk, NG #I3RIEH0A
N 72 A 22 T 4 R FT AR SR 449 fE P AR I — T EE A
Pro Li%E B KB, NG mRNA Fil & [ 5 £ 35 )

8] 5 A Ak P Bl pH 22 D RE VT 40 1 2 s X SR,
NG fESR M X &b g% S, JFraes
5 e R BB 5 [N &30 AR Bk M S 4
DIRe sk /] H RS, {H RA 145 25 7] 2 2 3 hn
NG mRNA HEE [ RL, (24 D) ae ik & Ik
DIEAEARAR .

KA IR A 43 (growth-associated protein-43,
GAP-43) 5 — i £ EAFAE T #h 28 70 % ik 7 JBE 1) 2
H, H#4E R 2N, GAP-43 FIFRIEH N &,
HHFTCHR H GAP-43 7KV Th i i g 4 e A= KA
1 € T A TT R A T SR L A T R AL 2 — 1
Xing 5 VK B, RA Kb HE 88 0 1 R A6 A p Y A
GAP-43 [{1£ik, X5 Li 25 ' R U1 5T RA AT
R A AR A Y R GAP-43 mRNA FIEE (3K
B RAFF. Fk, RAMMERPIERTTRES
1 GAP-43 mRNA Fl&E [ARIEA K.

LINGO-1 7 Nogo 32i&E &b — > HEZ 15
PR, ARAMRAR P SEERAESE, LINGO-1 ) 4%
DRI R BEEHTE R A Te AR Al R
A IR R, RA VAT IEH] LINGO-1
()8 1 o e i, P S AP AR R 1

SRk RS, B REURTE N N A4 B (human
endothelial progenitor cells, hEPC) [ 545 ) 72 kK £
T M M Z i b, XSS R B IA iz ik
BB R, RN A N R AR DL 9 5 2 40
M [ A B B 58 M O AR Y . Ferreira 2
TR T — P BERE IR IR 3 AN B 40 W i R A ) e
T7 R E LA IR 5y 1, B 2H 28 B4k R 4 K B0k
(RA-NP) ; RA-NP {2 3F 1 P9 5 41 Jfa 5 B A if 55 1Y)
TR, XERITLEE SRR R 7R ER

2 ME4ERERKF

R ML) PR 28 RA Ab3E 5, REAEARFA. T
RS A EIEE] T o, HEWIMTE RA K
AR A 2 5 P KR, RH ORI R AT ATk I LY
RA JKFZE R AL, A6 Hh J5 T (post-stroke depression,
PSD). Z£H il SRS (post-stroke cognitive impairment,
PSCI) o — T = LR FF o
2.1 IiE4EREGK T 5 Rk T

PR JOR A BB L AR () B v, AR
RA &K T &KW 6 AN H N2
L MU BRIET 2, MR E . SHMAE
AR IR 1 JE 28 13 RA 7K P 5 #1265 A 5 90
AN BT (K RO e ¢ 7 Ak, 7EE
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FLE K R R g NI RA ZKF 7] PR3 oh KT R
) AR TN o 3K 7S 7E T R R 1A A P st I 2 24 v
B, RA ZKF AT RE & — /N7 (1) JRUSE T B5 1
2.2 [E%BRERK 52 EHIEB

221 AR

PSD J& KA T sk 2 5 ) O 5 Rlg, Kk
1E 20% ~25% 2.[8], PSD K7 il HHTE 22 R i Ja
(1) 3~6 A~ H, B8 I 238 0 A sefe ot i AR T XU
RERRZ AP e R AR A S E X I, RAES
3 % O X g 38 1 b v KT R Y. Yang 25 1
EEXE SRR A R, AR U & RA ILIE K
-, AE 3 AN H BV PEAE PSD, fEBEAE RA 7K
BEA%, %<3 W ) PSD K ZE . 7E Duan 25 7
Mg, SR AR R AR JE B R 7 R N B
(1) 3 A H I PSD B 20N 28.9%, AHELET
Y E A A R, PSD BB IR SEARFATE K, A5
HEE, HifliE RA KFREFAAMHIG. XL 53R
M3 RA KSR Ly — ANz f R U9, LT
BRI A R R 3 AN R AR A R S HAR B RT RE A,
I HANA S IA IR NIHSS $F43 7 48 b5 o] F) H o
—8, ERIME RA KV A g I 50 26 o 7 5 2
1 58X PSD.

RA 2442 A W A=Y, A IR
A, (g R 2RI HMAIORE A R R 4R AR 3R A K
Az T XK, LR Bl AR SR
YerE R A IS EA KA BN, RA KFEEARE
€, B RIR T AEA R S H0AR 2 P RA K
PG B, FEHAEBUARZGI6RYT 24 i )5, Il
FYEAER AKFE TR HlIE, XMgEERA
(e AE e Lotk s R R I

A, RILXT RA 502 H AR
I PRATBE T 27, R BRI 2 7359 RA AT A 2058
PEAEAT A T Hu 55 P R I I RA VA7 T 1
KRS RAE, SMEFAT AZ IR ;
Su % VR O'Reilly 28 " R ILZ T /N WANE 13cRA
By 38 e S AR A CAT A+ ATRA i 3482
/N AR FERTINARFEAT 9 U7 5 DL R FE R B RA
L {IARRE 2 (B AFEBR R, T AR ES 2 A —5
1) S 56 48 L R B R AH A 13cRA B ATRA ¥ H 45
B, AW SR m K R IGIEAT A 7, 1X
BERE 5T 2 R 22 e v BE V0 AR S . 1R 0 (/)
5 R ) AW R 251845 (IS
50 IR E as e g MU =) mER, B
LM AR SE 0. 3R 1 A4 T IX SR AL

BARNE
2.2.2 i EAE AN

RA 754 9 J5 S48 B A= 20 2 vp (4 FH AT B
J UL N 4E - (DRA BT RA %21k, RA H K ES
BT e % AT i S e R Y, AR AT LA T
A, dERFNIRIRARAS, S5 4 5 AR 105 A B
TR Q) AWFREN, NO ZEX/INR PSD R4 E
FH BB R T, 1 ATRA R 3G 0 A 52 40 i - NO (1)
AR Y5 (3) AN R 9 T A I R T T R
B o] S EGMAREE Y, 1M H ATET TR I RA X
A i 2 R A £ i g 5 LA R R O
(4) BCFhTINAR 2538 1 P T BMP 15 518 i R 1%
YEF ¥, 9cRA W75 BMP {5 518 . RA 7E PSD
W 2 R AL S s Rridk— DR AR 4
23 ERM

JUE TR RPN TE RA ZKSF MUK B L. PSD.
PSCI™ SR HAHICHE, $2oR M7E RA 7KF 1] E 2 5t
P2 B TR I TR S AE A 5, H B AT ETEE T 1)
W EZ P FE A AR A AR R 2 DL SR IR, AN BE A
i B R SR OC R T, SIS W P 35 A L3R )
RA /KF, &5 T i e 1fn e 2% w5 FIAR 3 il oAl
P RGIRYL, WA RA KR H A
AU s R, XEERFARSE T/ EAR, A
FEAE PR B AR HERR T 30 70 8 (e ZRAE
EARRHATEMNE ) R FEERRZE, &R
G ZE ARG RS, 5 2 H i HAR (14 B2 PR A
e, AT ABRTRRA, WERE AR
BAFEYEAE R A B Z BB AN R I REAE 58, AT R2m 2
M5 RA 7K HAd S B A N s, IX SR m] g 45
A s PR A R R AT LA, DAHERR I
Xf SEBG 45 =R T

3 NESEE

I35 RA 7KF 0] VR A vF-fil ik 8 I ¥ f 10 ST Fig
bR, SBLERIL S IR T RS 5 JF HoI7E RA KPR
I By ke i A XUER S B S S Y PSD KU 5 34k,
A SCRRIRIE £ X PSCI,  IfiLiE RA 7KF-H AT 254
FIFHeE . T HE S LI RA /K EAN R 4E AR A 2
13 AT BEAE PSD. PSCI &5 % i [1) 19 b7 A6 7 A i 21
ERA Rt — B 90, Al I iE RA ZKFAEIR IR B
B IR R & AT v HE S o R A XS T sl ofn %
SR 5 A G, A RA KT 3 B A U
71, FMLTE RA ZKF 7 681 RA KPR — TR
il i 26 R R I S TS IR bR, ARSI Y
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1 MBRAKF S 2 BNk MR 27 o IS R FI 22 p IR A FIBE RS RO A 5T B 40

T TR 1] HEFE A 25 FFT A LN QRIS R PR E X EE PN
2017.9.1~ MIGRAKFEPSD  HAuLHEIENE 339 Bl L A R () LS RAIMLIE KRl {E [70]
2018.10.30 Z I F FAZ B ¢ RAZKF A H i T8 S i A
MR, MWEBHRAK K )a 34 A it
SRR AR DG 5 i 1 R HPSDIIX,
PSDXU&: (P < 0.001) S T B A
2018.9~2019.3 IMIERAKF5PSD ZHORTHEM: 352 TESR LA R AR [ER/e=Yka IR [69]
AP BAF I 72 HIE3TNHW, 59 B HIRA
PSDEHFHEL, PSDiE KPREAICZPSD
BRI HRA V1) L BT R 3R
IR 2 B

2015.1~2016.12 MIERAKFESARE  ZH0RIEM 1530
Ja6 N ABETIR  BAAIAFSE
Z A &

2018.3~2019.3  IML7ERAKF-5PSCI
2 B AR DA

AL ETHESE 261
BAF 5

2019.1~2019.9 IM{ERAKF 5L
PR E3N H I
e AR

AL ETIEME 217
A FIATE 5T

RAKTAAEHURR  Hatksmtt [e6)

X, ARBETIERFLL A (B E HRA
ML HET 253 I BEAIG KPR R —A
55%F163% H7F B E
i AT R 2R
o R T
RAKFREARE3AN AR B a4 [83]
PSCIAHZ(P = 0.003), HERE T IMIERA
HENBE@P=0416)f1  KFRINATIRE
A FIA AP =0.117) 1) TR R T
Tk
MIERAK TR S AR RAFREZIEER [67]
TS (P = 0.001)F1£% s il L A R T
(P = 0.002)f) KUK 38 JE A ks £

UEES

YA, 27 A AR R s A s R PR A S
iR A 0 22 AR AT A A gt — 2B i 7

RA AJ i8I 2 P A 45 IR SR EH .
Z I 45 B R, OcRA I i AR 3 e 20 T2 A ifn
EBE RN ; ATRA A3 I 5 28 0 S 37 A
Pt v BE B R AR OR P E L, T 13cRA PR N 4E FH IR
) 73 o [ 4 S5 g At M B I 398 1O 9 L T
B, AR — P E E A TIEY U RA 1E
F sk LB R VR o AR HE RA M ECRIBIT IS BE,
W7 E VLT T RA-NPS™, FRT 4 Py B 4 s py £k
PRAE A ARG G B2 e i B2 1% . 2RO 89T F T Fl
PR KR, KB RA-NP (3 ug/mL) A2k
2 2 P 38 BE ANAE S, FF 48 NO AT ROS ZK-Fia T 1E
w M, B AN TRt — e, DL RA-NP
(SR FE R S AE MR G IR, (5 AT
FUE AT FIFH RA I 7 Sl M 7 B4 52 1 IR S
(LA, T A8 A SR L R R TR IR S it
2 W JCBE T AR R A s WAE R R R
ARG T Rl 1, 48 SR R RA &G

DAFEAR A 2 r (0 2 XAURE 5 RA 2 75 7 BE BN TR
v sk 1. BBB Ly B B i A 2H 23 1 21 7% Bilg J5L 75 5 1
H AL A P — BT IR IR T 254 5 BRR D e 2 2 i
B AN i L DX 40 J 50 T PR IS T 8 A 2 S, B I =
X AR 2 SO AR SR LA 45 T RA 2 75 AT REAE
T RRAT R AR S — AN BRI B 5. DD il sk
1 a7 SR I B A EEPUE T RA-NP ({3 7E K
L ARE T P e AR 1 RAFH 36 77 I i 29 AT g
AERKIETEZ . 5 TRWSEmRAE, H—DhE T
RA Xk 1ML (Y B 2R 7 M

(& £ X ®l
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