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Explore the starting mechanism of cortical spinal cord remodeling in MCAO rats and the intervention mechanism
of Fujian Tablet from NogoA-NgR signal pathway LIU Wei,YING Zhenhao ,ZHANG Guoli ,et al. ( Science and Educa-
tion Depariment , Jiangxi Tumor Hospiial , Nanchang 330029 , China )

Abstract: Objective To explore the starting mechanism of cortical spinal tract remodeling at the cervical spinal
cord level in ischemic cerebral infarction rats and the extra-cerebral targets of Fujian tablets. Methods The right middle
cerebral artery of model rat was occluded by suture-occluded method. BDA staining of cervical spinal cord sections was per-
formed by immunohistochemical free float staining method. Beam walking test (BWT)was used to evaluate the motor func-
tion of rats. Western blot was used to detect the changes of GAP-43 protein expression in cervical spinal cord. Immunofluo-
rescence assay was used to detect the changes of Nogo-A and NgR protein expression in cervical spinal cord. RT-qPCR de-
tected the expression changes of GAP-43 mRNA in cervical spinal cord. Results There was no difference between the three
groups at the 1st weekend after operation,but after 2 weeks the expression of GAP-43 and the BDA-positive CST nerve fi-
bers in infarct side in the model group and drug group were higher than those in the sham operation group. After 1 and 2
weeks , compared with the sham operation group, the expressions of Nogo-A and NgR protein were all reduced, and BWT
score was also significantly improved , with the trend in drug group being more obvious. Conclusions After cerebral infarc-
tion , the cervical spinal cord spontaneously completes a certain degree of cortical spinal tract remodeling due to denervation,
while Fujian tablet can promote CST remodeling to a greater extent,thus promoting the recovery of defective nerve function.
Middle cerebral artery occlusion model rats;  Corticospinal tract remodeling; Fu-

Key words: Ischemic stroke;

jian tablet

PR R L P i 2 R R 22 I RE A S AL o AR

A NgR 2545 T Ao AR 70 i A AR G B

WA, T ECHALRIE BT O T 3 AR ok BRI 27 i
Al HRe B TR) BB 22— B2 30 4 R ( Corticospinal
tract, CST) BN HoAT B — E IR HEAE ] . A A
XA Ji A2 A0 R 2 D) RE A8 52 A Ik 35 b fie A
FAY AT LAGR o R A B AR E R A v R R
Jai 5 R A 8 S TR B A 0 PR o7 HH B CST e 98,
HILH B A2 sh D RE IR SA — & et A
FHY X BERR R T Rk AR ST S R T S
TEHRM R IIRERE R . DFFERTT, Nogo-A HHAZ

43(GAP-43) JZAh 5 AR R AT IBE B 7R BR A 5 i

Wi B H:2019-06-12; f&1T H #3:2019-07-29

BT A : WK A AR R AR BIH (No. 81273701)

YEE BAAL: (1. TLPY44 Mg B2 B B RE, VPG W 5 33002952, II ARt
B RAF R E B AE SRS B3, ILZR 3R 2503553, LIARA
Je I ot O BT L LR TR R 250117 54 1L 7R b BE 24 R 25 R
B2 e il IR BFR 250001)

BEIEZ . X {5, E-mail :lw_1369@ 163. com



FHEMAEPEAGE 2019 F 10 H 4736 £ 45 10 4]

ABIFFE RN ik b 3 ok P 2 (MACO) #6581, 73 B &2
@A 10T WA AL J5 2188 GAP-43 ik L)L & Nogo-
A-NgR 57518 B 1 23528 , LU 48 75 Jay b A i el
Fe)m CST E 98 n] BE S ShAIL I Mz 254 T FaL il .

1 SSIg# st

L1 SEsshy) e Sprague-Dawley
(SD) KB 12 Fi%,55 H, A 4EFR17E 250 ~300 g,
SRR B T B SL e sh Y B J AR A
A, HAAARAIE Sy : SCXK () 20140007, K Bl S 56
SRR v B2 24 5 S 0 2 Sl ) A BRI 25 D1 23t
HER & .

1.2 FBAUR  BSm e A O3 Z 4 BE R
., b)) i K- (Mono Bloc AB204-S) , 5 A fH
TR a (R IR BE Y7 # b THZ-92B) , 75 i 24
PO REAIL (VG 22 PEIR A W) ) , 3 ELAR A kA (B
MEREEA A A K2 BIOCNBR R 5 (1 E
Vilber Fusion FX7) , B -& 45 =0 )2 W ( PCR) X ( 3£
[l 22448 MX3000P SER 525 5E & PCR AYL) , (i) 2¢
SR ( HAJERRAH]) .

1.3 FEEEGH] 2 B 00 A ) 2 4 SRV Ji
( BDA) 57 & T Molecular Probes 237l , K B R #
PR R ET (cAMP) I 5922 73 At ( ELISA) 1205 & 1 1
BB KL P 36 BB R A ], lightCylerd80 SYBR
Green I Master, lightCyler480 Multiwell plate 96 {7
EHIT Roche 24 7], S e s il ) & W Takara 23
A, B R BYAE 5 L0 2 i i 0 T DU AR ) TR
ARAHE RGO E GAP-43 B4 T Abcam A ],
FHih TgA — 40 Nogo-A FLK NgR HTiAIg T b 5t
R AEYHARA R A A, FHRIOC I T In-
vitrogen /N ] .

2 ZEWAHE

2.1 BhBIELE 4 S A4l & Tamura™ 2 R
V20 AL 2 1) 4 A 00 30 i DA i 2l Bk A 2 (middle
cerebral artery occlusion, MCAO ) F#Y £ K B K g
TS5, R DR BREA Tt , G rh e A5 1 ) 1) R BRI A
DA ARUE (D AFE—30) = (1) X K Bl Ze 0 Jis A
PR RIBCTCACAR 5 (2) R B L A H AT
2 o] SR P w20 5 (3) oK PR w48 8 B4 s wh vt
Ze BB i e, BEBLE B 45 H 3 B
MCAO KEAE R A BDA 4 (RJ5 1 w FIRG 2 w
Z1) 1 BDA 21 (AR J72 wél) , Horh ok BDA 21 {04524
WILL R I ZE 44 8 FL ;s BDA 2 f 45 2549 41 AN i 21
%5 Ho SiBEHLIER 13 FA R, BRAS P 28 KR
gk, e BRI AR R, Horp 8 HAE SR
BDA AT AL ;5 KA BDA HAY T AR
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2.2 )ik BAHRKBREIRTARE 1T w K
HEATHER 29 R R 25 T S 4a i e 4 v (il LI AR
HBE 25 R E 2 BT = AR ) L 42 IR 5. 9 ml/kg 5 &
HEH  HARK B S S A MK, —H—&., A
MoK IRE . S A R e 4 W AR P 4t 5. 20161012,
Hp A 253 1. 53 ¢/ml,

2.3 BWT £ 2309 F MCAO R 1 w K,
2 WA, K Feeney 45" b AR (BWT) Xt 4% 41
KT S DREIFE I3 I IC 5% (2 AR UL, Herp
I AARRFHTED) o

2.4 BDA(biotin dextran amine BDA) Jlif7 7 i

ARJG 1w AXE BDA 20 114 3 2H K B Ao 2 M i
SR TE S A ) £ A B2 B % ( Biotin dextran amine,
BDA) . # K B LL 4% 7K A &/ (0.7 ml/100 g f&
o) HEAT I I T SRR e, T JRR IR 1 20 S R B 6 s
S TR B A5 He o DRl I A i S AR A L, 1)
TF3K B, 3 B By I, 78 o 2 R T X1 % A ) J i 3 B
Do AU AR X A An e, 4300 T F X s
1 mm.2 mm; ZZMZ2FF 3.5 mm. 4.5 mm &b, Bi( -
lmm,3.5mm).( -1 mm,4.5 mm).,( -2 mm,
3.5mm) . ( =2 mm,4.5 mm)4 NEALF ST BDA,
PSR H Al L 2 A B, 100 ol il i 02 S 4 TR 55
FEAMES A TEA 0.2 wl 10% BDA 3, 1 SHEE K
TR 1.5 mm ~ 1.7 mm, {FHEHE, 5L 1E
FE 2 min, 3 AT S K 4 TP 92 B T 4 7
ATk B .

2.5 MM BARBRATIN 4 A R BRUTE A I I
(] ASCBR R AL B , JJBCHS I Hiki A 854 ( C4-C6 ), Sk 1<
JEZ 1.5 em, Horp T TTC Je 5 0 & T -
20 C UK, & T BDA a5 I 52 1) Sl 2 24
T 4% Z T WERSE , %5 5 T Western blot | 5%
56 PT-PCR LA i) SR 2H 2 & T AV R n Tk
7T -80 Cuksl, &4

2.5.1 Hyg 28U )y I S5iE BDA 4L
B BDA S 1w 5 K EURBEALSE , W S0
HE C4-Co 15 B, I T 4% Z R WmEh, T i T
SEIRIGTET 10% \20% (30% eI K . 7
HARTIAK AT, B, OCT A3, vk Ul v
PUXEL R (0 28 20 2R 2L R DD i, B 7[R 2
40 pm, ALY F Y 0.5% H,0, 1 2 i 15 min;
TBS 7535 3 ¥, £:K 5 min B8] F T4 0. 3% Trition
X-100 () TBS(pH7.5) H1,4 CHFFH 6 h; TBS % 3
W, B S ming U1 F T O AR-HRP (kB2
0.8 pg/ml) 1, H i %, TBS ¥ ¥k 3 K, B
5 min Y1 T DAB W (WRIESH 0. 05% , N



- 898 -

0.5 mol/ml pH7. 6 Tris-HCI, 0. 1% H,0,) i
15 min; TBS 2% 1k 2 o %R, WT575% L BE i
K 2 min, 95% ,95% ,100% , 100% Z, 1% 1 4% i 7K
5 min, “HIZE T ZHZR2 PA&RK S ming K585
JE TR EE B, T8l DG B WS¢ BDA R
B BUR B 1A T A0 A, T R R

2.5.2 g i PCR KGN R B2 0N 25k ( C4-
C6)GAP43 mRNA K3k 5 St 2H U J5 <7 B
BT WRATUE, % A TRIzol i 7] ( Thermo Fisher
Scientific, Inc. ) fl1#& RNA , J-3% 8 Takara 396 7% 5% 32
R G U AT 0 SRR . B REZH Y cDNA B
— PRy, AR LIRS MR, I RIS 2 8 & PCR 1Y
Kt . HoAth A 3R F5 I Roche 23 ] SYBR Green izt 7]
Ul AR

2.5.3  Western blot & Jll & Fl #5i# ( C4-C6)
GAP43 HHFRIE WU 8, X 2k Tt | IF
P ZL A W, %5F B S s %) 20 250 S gk 4y e P
20 min, B0, RIS W, SEAT I E ;
HEAT B RE, JF I A TG (Y 8 1 Marker, i 47
10% SDS-PAGE HiJk., HAVKZS G F8 E PVDF Ji
B 5% AR W B A 1 b, 2 3 A —$T ( GAP-
43 # 1: 20000 #ike) , =ML HHER 2 h, BT
4 CURHE B 3B A2 1 h, 50 F TBST 5t 4
U, AER 8 ming iIT A Z 40 (F 404 1gG,1: 3000 i
B, E U, M E 1 h; TBST EE3E 4 K, &K 8 min;
TBS EEVEMIK , &K 5 min, DAB W8 [ J , fdf
FUsion AR, I Biol D 43 B 4> 454 1Y K 2
{6, IREAS K BE {H/ B-actin JK B2 (B4 2 09 LU 6 AE
AL

2.5.4  ARRETSG A K B 98 7K - Nogo-
A NgR EE RN 1 & BiE 20 SURUE IT
UKD A, B IR 6 wm B D) B T R R i
15 min;0.01 mmol/L PBS ¥k 3 ¥k, £:¥K 5 min, 1]
T TIRA N 10% 1103 1009E (RUABY L= 1 v
0.01 mmol/L PBS i) ik = RMFH 1 hy 2R
O AT Qe N R ) I i LT 1) | I
0.01 mmol/L PBS f{)—$i-f B 55 BEHi{& & Nogo-A
(1: 200) ; S sE BEPLAR 2= NgR (12 200) ; & T
4 CUKFEIRFE LB, B PEXT BR 0. 01 mmol /1L PBS
RE—$GRXEBHERE TERTEIE 30 min;
0.01 mmol/L PBS ¥k 3 K, £FIK 5 min, Y] i & T
M5 N Alexa 594 {HIK I BT/ B T1eG (H + L) #T
(1 400, PTIARR RO FE) | 2 IREEDEIFE2 h;
0.01 mmol/L PBS ¥k 3 ¥k, &k 5 min, Y] 5 & T
M E; T DAPT YU (15 1000, BZEK R ) i
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%3 20 min; 0. 01 mmol/L PBS ¥k 3 ¥k, 4 Ik
5 min, Y] 58 TG W N> 2 50% H b 35 3% 7
9O RS, I IR

2.6 HuHlERESN gt ik SR NI-
KONS5i i Bi 78 20 x 10 £%45% T % BDA Jea i) i
PEAT MG RS . W Tmage-pro-plus 6. 0 F {4 #E47
UGS BIT , 43 50 00 R A5 A6 0 K o)) 5 2% DX 3k 1)
BDA B CST £F- 44, & KR BBEHLIEE 5 1)
F L BOLTHECT A 53 MR R iz SR B SR A 4%
ANKEZE X ) BDA PH P CST F 4k %k, %4 % A
SPSS 16.0 GEit# Ao #r. R R Jy 22 53 itk

FFARIE] LA, S BRI ARSI = ARk 2 (y +5) F678%
P <0.05 RhZERAGIFE L

3 KGR

3.1 KA KRBEARE L BWT 35 K5
1 w2 wR,BZABFARA, B M2 Y 751
(P <0.05); HAWAH T ARG 2 w KKk & FH
RIZ(P<0.05)(W3k1),

3.2 FHFEAHW K ARFEAM St CST fif 28 2F 4 45

FEREBEXT I 4 ST f5 2% 1T UL HES ) 58 5% 10 30% i AR
T LT 4 o, 45 58 0N 39156 J 2R AT UL /b i Y 2R IR
BDA BHPELF4E(WLEI 1) o FHKEARE 2 w KL
SHZSiEE BDA PHIE CST 274k it 50 S LG+
B (P>0.05) ; HAHHEAN S f5 2R 5L 7 41 Fi 24
Y4H BDA PHPELT 4 BB B 2 TR FARA(P <
0.05)(MW#%2),

3.3 BHKBEARE 1 w.2 w RK#igE GAP43
mRNA e AFRE AJE 1w KRG 5/FAR
HIHE GAP43 1 .mRNA RIAW TG itH7 %R
(P>0.05) ; RJ5 2 w A, 25 ARSI R 20 K R i
JKF- GAP43 & 1 F1 mRNA 2k 2 A 4 354 W
WHETH(P<0.05) (WLEI2.183),

3.4 HBAHKXBAE 1 w.2 w RKHiFE Nogo-A |
NgR HARE ARG 2 w R B M54 K AR
FEMBIE KT Nogo-A NgR FH P2 1 & it 1 L[]
WIEER T AR FRIR D, Forp 2454 20 688 T
MWK 4),

%1 REAKRBWTIESER (y +5)

2157 i ARJG 1wk YNEFATEN
BFEARA 8 6.67 +0.42 6.58 +0.31
HERIZH 8 1.49 +£0.67" 2.66 +0.36"
ELES 8 1.66+0.74%4 3.66 £0.47**

HREMBTF AR AP >0.05, LGi#E X, =P < 0.05;5
[RIIFE I A L % P < 0.05



DRSSO 20194510 ) 536 % 45103 " 899

F2 FEEIIEAEILM B AR BDA RELWER RF2 wk
M 4T 4 . S1 M1 S2 M2 A2
BE I'E :F E'Uﬁ()( ié) GAP-43 = amms " &% s 46 KDa
4 I] mﬁ( 7'(}% 2wk Beta-actin SN S e s 13 KDa
2H % '
FEFE X FEZEA]
BFARM 5 2728.13£142.06 7.68 +0.58 §257
TRAIZH 5 2758.47 +82.27* 15.44 +1.60* u-: 24 .
254 5 2719.93 £101.19* 39.56 +7.03 %4 .;_51.5-
SR T AL P >0.05, TS5 1 X, #P <0.05; 15 g 14
BRI L AP <0.05 ;?o.s-
a.
g o T
EZ?EXT 1&'] O fFA 4 EEEKE WESEE

K3 HAKEARE1 w2 wKHHE(C4-C6) GAP43 T [ K
WAl SRBIEE T ARAM LLE « P >0.05, THH 228 L #P <
0.05 ; 5 [FIHI B RIZAAR L4 AP >0.05, B H 32 X (1 w. RJF
1 wA 2 we ARG 2 wiks SHBTFARYMAERILL ;A 254)

F 1 FiEFm e R X BDA [H%E CST 274 (200 f55%) . i
SKFTRH ERAEBE XN CST 1255 4% 55 45 300 4 8 /5 2% 119 BDA BH 1 4F 4
(AARE2 wiBFARA;B. ARG 2 wHRIA C. AR5 2 wZ5W4)

3_
§ 2.5
5 2
&
E 1.5 .
g
2 0.5
0 -
1w
oEFAR afiR wziy
B2 #HEHRBARE 1.2 w kK Sl (C4-C6) GAP43 mRNA # K4 ARJG2 wARKMZEMIHE Nogo-A NgR 3 H KK, Alexa
ko SIE R T ARG L E « P >0.05, T& 2% HP < Fluord88 #RC 1) NeR & H 2 40 (56, DAPL Fric Al % 2 i 00

0.05 ;5 IR BIALRIL B A P > 0. os,j?:zmirzé,%ixm wikfR  X200(SLAE L w EFAREMLARS 1w BHA;S2: A2 w il
1wk 2 w:RJE 2 w k) FARA ;M2 RJF2 wiAIH ;A2 KRG 2 wZ54)
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4 iF i

4.1 PHEEXTE A B CST B ¥ A IA IR
Sl A SUPRIRAE Y, 1200 2 I R & DL iy ke i 14
IR LA 99 ,  OLT 4R N BRT, 48 R 280
B ARG IT T 1%, 3843 It R R i 48 &2 il
P20 A EAVERAILE L R BT S AT R A Re i 5 1Y
KRBT RTGHE ., PR CST & ¥ R4 i I
FENAR B ST Rem R " o A R R, R A
HRE 2 Y CST = ¥ W] 12 i Sl fit iz 3l D hg i
WE R, R R B R RES S T
MAIReER

BDA J&— P 28 21 4 7 5 51, v] DA R A M P4
CST MO A5 . 8 BDA # i m/R BR A, IF:
23k BDA Jeta B 52 )5, nI W52 51 2 99% 1 CST 7
HERSE SUREAT TR BB A R e R o A
fF5EAd ] BDA A 736 B ) CST, A 3045 2H K ik
S0 = 3T WU R IE AR i, H CST 2174k
ST S H KR Z BT Je 22 5, vl & 240 KRR
KRS TESLRTHE T, L RCHE AU S48 BDA FH P
CST £h 4 atBOE BAR2eME, IEH BT, D8
(3 CST 23 28 S Z X 647 XU S L, A B 58 TR
B ARG 2 w AR BFARAK B 5865 %
AT LD R A AR ZOIR Y BDA FHME CST 274 i
TRVZ 1 245 1 21 K BROARE S A 351 5 2% BDA FH M
CST 24 S i 2 T R4 . HT T 238 4%
2R B FE XTI Y CST £F 4 B B0 A K A I AR
b, OB AL 2 | 245 %) 40 K RRURE BE AN WY 8 3 22 i) CST
PP 2T 4k, 1% PT g 2 i B 38 I X CST 21 4 28 A= 5F
5 2 AR AN %) T A A 4

GAP43 Z—Fii e s MR E N, 25
P2 AR A A A B 58 B A L A PR, R
TR TR R R, STk E Lt
R, GAP-43 WA R E Bl o8 i A KK &= G L, AT
YERRARK PR F . A EL 3P, GAP-
43 [ FRIBARRAI , FLERIE I T w5 W v 2 Sl 22 1Y
PR, ARELIRARFEN ARG 2 w K, 25 4 AL
AU K BUAESEMIZ8E GAP43 I R IB B Z BT A
HIAWIRIET, X —45 R 5 BDA 8 1B 5245 A

AL X R, AR AL 5, (@ CST nf & A %2 &

2 B =X, HIRATAIARSG 1 w R,
AU S5 FARAAFEFEM SHE GAP43 8 Rk FHF T
B 25 X UL AR IS 1w A 58 M #5458 7K 7 CST
AT R A R, 35 B B R Jy kP A E % A
Jei , FEAN i 2 J5t % M i) ST rp £ 58K 5 2 Bisf [ia) T
RERAETEARE 1 w KREARJE 2 w ARZIE], HBOWM A
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Ja1 w2 w RS2 1 T B2 AR KR E R T
FIK AT BB R M G B R T 9 1 SR

Nogo-A J&:—FhERENGE 1, I IE 5 2 26 I I
A 3cE BE 53 WA 1) Nogo-A S22 £ K iy =22
£ Lindau 21 BF 58 3E 52, B il 4 I A 5L )
Nogo-A & [ ] 4] CST 4544 M ThRE ARGk &2 , {518 i
HT Nogo-A JRITIG , sl 2k 32 28 2 240 B2 )
MILF A M2 Z /Y 2 ~ 3 %, ARG et 172
REMITR A o

NgR J& Nogo-A 324 , —Fh {37 T4 28 704 1 1Y
PEIRLBERE NG 245 & 8 A . WFFTIESE NgR W45 e JR
BEN TR A UFSEIESS, i NeR1 (4%
PORAST IS , AT 400 ) et v 40 0 L T
R 458 B TR, e R4 G A e a3 T i 4, DA
T 3 e L3 T R R R B s L T AR
8, Nogo-A 5 HZZ 1K NGR 454 )5 , il i H T HEEE
PO N T IR DY Skl g e 7 L Gk
TR S5 SR 57U Nogo-A 5 HAZ 1k NgR AN fE Ak
SER TR AR R 45 4 i LR A, 24T gl 5
A A R ARIVE H

4.2 REXTEII R P GRS e b
RZBUE B T X s, b BEIA Ry Ho A 76 A, A
ThES R RIE LR CEREE, B E TN,
B S5 AP T HUARRGEZE S )RR 5 IE 5
RO REAREET, O TR R, IS DL SRR
B 7 1, AR LR T, IRE TS LA R, KA1
iz shTIge s w , vl &k A R DRI, I R X A5 Hr ol
Ja BHVR 2 36T N B A s RS e A s H o

A 5T e FH 0 2 fd R B 25 RS S8 2 T 2,
W S R4 R R A, P
1 38 AN S5 I, S ECRA , S 2 v R R
TR AN B BH A RIS ST BERERE 2 W, S il
LR LA BB XURN Z 2 s R AEAMIFE iR,
() s ST R HEL AL, ST A A 5 o e B 25 B KT I
S, AN, I R Y I YA R 2 T A
B, AR I, UK B SR B2 She AT W, i
Z U 2 A R 52 T 25 TR R 1 DO RE L 2
ARG AR . DFFE R, &2 48 R % v XU
JA AR IRER G A 5 B E AR SR AT
DA 1 Rz s e om0 T EL, A A R
A R F1) TS JRLRG DX A — 2 B AR i T LA
IR K GAP43 [k,

4.3 RS AR AH, ARG 1Tw2w
R, AU 2H A A6 55186 (1) Nogo-A Fll NgR FKIXAL T
R TF AR AL, Horp 25 W 4K T R BL R A . i
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BT LRSS, RS2 wAKE Y 2 25 W) 4 A AE ] 25

IKF- GAP43 H F i 2 ik B Rl ) - R 4 1 35 1

5, HAz S REVF R IR TR AR 3, 3l

AR ZEE RS , R JE 1w 2 w R BRI 1254

ZHR B AN 2556 )2 1T ) cAMP  PKA-C Rk 1)

TR A AR T AR AL, HL 25 W) 4 305 v T [A] A R

A S B AR SO RSB T 45 5, Hm Je kb

LG , SCBCHT IS 3 (14 S Hy 26 A 28 S i

IR IE] 87 cAMP-PKA 3 %, #1 #] Nogo-A-NgR 15

E SR ) A2 5, DT A By {00 A i B Bt S 4 B Jot

HHERE TS 2, B K 58 il — E FE B Y B2

JH A o 9 T A A R eT At — 2P A A A SR

ik P cAMP PKA-C 4, #1 ] Nogo-A NgR %

K, R M S D REVERY CST 98, AT fie 1

BRI RERIPK ., 1X AT RE 2 I REAE 5 CST H4

FR S SAIL ) B 52 A+ BRL R

ABIEFTE TR T LA A% O B IR AL I o 22 D g

PRIZALH BT R, MIE 2S5 0 FoA Fid T o b

SASWL 1A R T U SRk R AN R AL JS 56 2

ML RS E AL, O R G M5 75 JRy Kb I

SRR ZAE AR TSR AL T IR SLAY SR LA . {2

AHWFFEIAFAEA R Z AL (1) BEA TR D5 (2) AR AT

S KA P Z )2 AT A B R A, e

[F1) ) [ AL 1 R 9 B, 58 R B o 28 T BT R TR

W

[ &% 30Hk]

[UIX) 4k, 5% 82, SEE, 5. IIRPBRRRAR T 2 1 ME-A (538 Bk
PRS2 A o i A K B BT K 1 B T34 i o o 28 1 1 FH AL )
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