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FZ . BB R CTRPY X2 5% Al o FAL 2205 UAR FLAE AL K R0 WLk ofn - I S0 AR 47 69 AR 47 1R
Frik  IR40 RAEMSD KR, ML A 44 BFRA(NSL) , SMskdh F#EA(NIR 20 ) | B FRA 2240
(NIPost 21 ) B & dn FA4L 22+ CTRPY 47 F 48 ( NIPostl 20 ), H4110 2, KA F AR -4 & & R KX R an
PRILFTA, FIRALFFAAMNKABALATHT . KENFREA, TUNEL EEM K FIHLLR 0 i
T, Western blotting #] X &5 UL p—AMPK/t—AMPK, LC3 | /I A P62 & G kik, R (DHEFE%
REBF, NSAZBHHZTIRETHFE, HEAH, S5 2hE, 274 LM EF; NIRAWZETLE
MZM, SHARHE, LRI, BAZES, WikeRILT ELE; NIPostLMfsEMR S EET, X3
SAYG OB R, MAEWT T L, NIPostl 412 CTRPO 394 4| FHUS , T4 254 % . QNIR 4.
NIPost 21 % NIPost] 4 i 2842 Bax, L6, IL—8F&iA/K-F&FH T NSL(P <0.05), Bcl-2, IL-10&&K-FILTF NS
20(P <0.05) ; NIPost#8% NIR 28 Bax, IL—6, IL—8 & RKFHEAK(P <0.05), Bel-2, IL-10 kA KFFHZH(P <
0.05) ; NIPost] 2148 NIPost 28 Bax IL—6. IL—8 &k K-FHA 3 (P <0.05), Bel-2. IL—10FkiAk K-PFHEAK(P <0.05) .
(BNIR 48, NIPost Z17= NIPostl 2152042 B =481t % T NSZL (P <0.05); NIPostZ8A= NIPostl 2145 NIR 2874 T=48
BV (P <0.05) . NIPostZ84= NIPostl 2BIbE:, £ F K 4itF &L (P >0.05), @NIR 20, NIPost 8% NIPostl
285 UL 2R p— AMPK/t—AMPK & & 485+ & i 3K T NS 28( P <0.05), LC3 [ /1 A= P62 & & ast kit 88 T NS
28(P <0.05) ; NIPost 145 NIR #1 p—AMPK/t—AMPK & G a5t & ik &A% (P <0.05), LC3 1 /[ F=P62& & 48
* ik FHAK(P <0.05) ; NIPostl 2825 NIPost 21 p— AMPK/t—AMPK % & AR & & S HAK( P <0.05), LC3 1 /1
Fo P62 B G ABATAA T EH (P <0.05), LG8 T s b FRALIL 5T 45 A% K oo WUk s B A2 02 T BUBARA . CTRPY
T T AMPRAZ Fa8 8, AL 12 3% B fn TRAL B2 5o WUk f -8 2 P RO ARG 69 4R 373342, CTRPIR-TFIT3

& T Gris S AR IE,
KEER . S SIUESE ; B TR ; CTRPY ; AMPK %42 5 B3 4EH; KR
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Abstract: Objective To explore whether Clg/tumor necrosis factor-related protein 9 (CTRPY) is involved
in protecting the cerebral injury induced by myocardial ischemia-reperfusion via regulating the adenosine 5'-
monophosphate activated protein kinase (AMPK) pathway in rat models of myocardial infarction treated with remote
ischemic postconditioning. Methods Forty male SD rats were selected and randomly divided into 4 groups,
including sham operation group (NS group), myocardial ischemia-reperfusion group (NIR group), ischemic
postconditioning group (NIPost group) and ischemic postconditioning + CTRP9 inhibitor group (NIPostl group),
with 10 rats in each group. The histopathological changes of brain tissues were observed by HE staining. The
expression levels of apoptosis and inflammatory factors were detected by immunohistochemistry. The apoptosis was
measured by TUNEL method, and the protein expressions of p-AMPK/t-AMPK, LC3 I/Il and P62 were measured by
Western blotting. Results The histopathological examination showed that cortical neurons in NS group had
abundant cytoplasm and round nuclei, which were stained blue by hematoxylin, distributed evenly and arranged
neatly. In the NIR group, the structures of neurons were damaged, and the neurons were distributed unevenly, with
cytoplasmic vacuolation and nuclear pyknosis, which were stained reddish by hematoxylin. In the NIPost group, the
cell structures were basically restored to normal, and most of the neurons had intact membranes while the nuclei
were clearly observed. In the NIPostl group, the protective effects of the postconditioning were counteracted by the
intervention with CTRP9 inhibitor. The expression levels of Bax, IL-6, and IL-8 in the brain tissues in NIR group,
NIPost group and NIPostl group were higher than those in NS group (P < 0.05), while the expression levels of Bal-2
and IL-10 were lower than those in NS group (P < 0.05). Compared with NIR group, the expression levels of Bax,
IL-6 and IL-8 in NIPost group were decreased (P < 0.05), while the expression levels of Bal-2 and IL-10 were
increased (P < 0.05). The expression levels of Bax, IL-6, and IL-8 in NIPostI group were higher than those in NIPost
group (P < 0.05), and the expression levels of Bcl-2 and IL-10 in NIPostl group were lower than those in NIPost
group (P < 0.05). Compared with NS group, the numbers of apoptotic cells in NIR group, NIPost group and NIPostl
group were increased (P < 0.05). Compared with NIR group, the numbers of apoptotic cells in NIPost group and
NIPostl group were decreased (P < 0.05). There was no difference in the number of apoptotic cells between NIPost
group and NIPostl group (P > 0.05). Compared with NS group, the protein expressions of p-AMPK and t-AMPK in
NIR group, NIPost group and NIPostl group were decreased (P < 0.05), while the protein expressions of LC3I/II and
P62 in these groups were increased (P < 0.05). The protein expressions of p-AMPK and t-AMPK in NIPost group
were higher than those in NIR group (P < 0.05), while the protein expressions of LC3 I/Il and P62 in NIPost group
were lower than those in NIR group (P < 0.05). Compared with NIPost group, the protein expressions of p-AMPK
and t-AMPK in NIPostl group were lower (P < 0.05), but the protein expressions of LC3 /Il and P62 in NIPostl
group were higher (P < 0.05). Conclusions The remote ischemic postconditioning can alleviate the brain injury
caused by myocardial ischemia-reperfusion in rats, where CTRP9 may participate in the process by activating the
AMPK signaling pathway. Therefore, increasing the level of CTRPY is beneficial to the prevention and treatment of
myocardial infarction.

Keywords: myocardial ischemia-reperfusion; myocardial infarction; remote ischemic postconditioning;
CTRP9; AMPK pathway; protective effect; rat
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T Ak R LA BB ASE 280 WL B iy P 3 500G 952 47
BRI B B 52 o R B AR F 5 2ot 52 o
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1.1 W

111 a4y HEPESD KB40 2, SPF %%, 1A H
220~250 g 0 AL TRALEYEAR BN ARAFA,
S B A PR AT IE S - SCXK (31)2020-0001 , 52 56
g AT IE S - SYXK (22)2021-0002.

112 E&XA JREHZ AR . CTRPY )
il 351 LiCT( 3 [ Sigma A A ) , TUNRL il 7 & (£ [H &
FE/ZA ), p~AMPK (1:1 000, 4t 5 : 2535, 35 [ Cell
Signaling 7~ & ) \—$T LC3(1:1 000, it 5 : 136F3, 3
[ Santa Cruz 23 ] ) . —¥HL P62 (1:1 000, L5 :8G10,
2[5 Santa Cruz A 7)) \INZ GAPDH(1:1 000, 41t 7
AGO19, B A RAEVFARGIRA ) , 5K
LY R A R R (G 2 A
AR IR | AR IR A (b o AR RS 4 Ak T i 3R
o)) B R BUA R - LY L SABC a5
£ DAB 03 & L 40 i/ % -6 (Interleukin—-6,
1L-6) £ w PR (11-8 2w BEHUIR (11-10 £ wpE
Poik (R 184 ) TR FRA ) |, Bal-2 £ 50
Prik  Bax Z e BEHUAR (AU A2 &M AE B R AT BR
NP

113 E2ME @K ERF KT pHit(PB10)
( 18 [F Sartorius 2~ ®] ) , B W #% . & O ML (5 H
Eppendorf A 7)) , Y1 5 AL ({2 Leica /A 7] ) , PVDF i
(% Millipore 23 7)) , e W s (il Axiophot 7N
Al ), 4 8 sl A Ak 4 B AL (36 [H Beckman 22 A )
Image-Pro6.0 &ML E AR 0 R (8 Media
Cybemetics 23 H] ) , BE B BUAR R 50 | HL VKA (38 [ Bio—
Rad 24 ®] ) , ¥ 3 O 2% W G 5% . BX50 W il 46 5 R 48
( H A Olympus 23 &) ), V30 F1 1% ( H A& Epson 2y
A ), =70°C AL IR VK4 ( H A SANYO /22 H] ) |, Bene
View T5 B Wy 0 A (b [ 75 %2 B BT i 45 A PR A
Al ST AL (i SRR A R | | SR e
PR A AL C R P8 3 AL A A PR R, TGL-16G
Rl 5 B O LR RS ).

1.2 FHik

121 ZpEAEH B M A REIEE IS,
A2 0 LS I PR AR AL R, B T TR 52910 min,
S0 1] A o] A 38 A6 R B 07 PP IR L T g 45
458 43 B B s . 07 1 el AR o S 56 1 1) X Bl 4 1
Qb YA P R 45 R DA B A R EAT o WK R R
PLBCFRES 4], B4 10 2 OB F A4 (NS
)« KRTEZE 0B F 7 B0 WL 8L 5 2k, (BN 5
AR Bl Kk 22 5 B SO i 2 HL . e il 7 T 4 (NIR
) R RUE 220 BT G o 2k 4 4Ll IR sh Bk &2
I Stz A e of PO 9 4D L BB ot AF G 30 min, B
FEEEFLL G Ak S EvE 2 ho BBk 1M 751 40 #H ZH (NIPost
)« KRR 20 B T G o 2 5 4L IR 3 ik 42
T 52, e afi A 4 30 min, A8 FF &5 LR )5 RT3 Yk Ab
PR KRS FLAR O FE TR 10 s, B B 45 L4 B il 10 s,
PEIR 3T, feJa A T A5 FL AT 2 h BT ) o (iR
Ifi i 4k BE+CTRPO #1141 51 2 (NTPost 41 ) , R Fif 10 min
FETE 0.3 mmol/kg 0.5% LiCLAM I, 43 °F )5 Ak 3 ¥4
751 5 NIPsot 2 —%% .

122 ARARSE FRRETE 120 min J5 0 3N
4°C . PBSYEWIEUE, RBRFRARIME, WS G4l
Y1E T -80°C VKA %5 FH o I 109% HY Ik v 94k 1 2 78 A%
MgH 8, HTHELLY R

1.2.3 ﬁﬁ*%*f?é’l(hematoxylin*eosin, HE) % & 9L
BRRIRALREF T BUE RN L, B 2
JI 7K A B 375 BH AR (U H R b B S A R A B
RUHRIEVINZ 4 pm JEY) o AN KA, 5
AAGYL D 5 ~ 8 min, 70% L 1 min , 2% B iR AN 1R
WS5~10s, “HABV AL 2 min, 55 LA PER I
B BAEE TSN WS A LR F R AR
124 SRERAZALFEEEMNKARARATH
FOKERT O H123 4L R E T 40°CKIB R
H e, 60°C KSR % Fr 3 h e B0 I A B SR FH AR Xt
58 05 7K A ) 21 R 90 e AT B RAB B T N 3% i 4
PV TR, LA B T P U5 2 A Ak A il s ) A
G P 21 2 Ak 24 28 A 2 )] L B R A VR B Y
L =2F s 77 PLE A o AR —$t AR T WA
F, TRAKE Z G 5 K KT 5 U0 R, DA AR e i
et 0T W T OS] Rt . g R HE
B < AR R]G5E BE R, 400 475 5658 454~V A BE L
PRk 5 A BN E B 0O, 40 0 N A A B 6 B0k D
R PR
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125  TUNEL &AM X A4 2 e A = B
1.2.3 41 1) Fy W B A 22 58 it 2 1R T Ak 3L 5 1 2
PR L BRI R FEAAES, BYRET
62°CIRAE % 12 h, ALY 7 i ok Ak, — oK
VW VR IR R 2 Yk, 3 min/ YK ; oK & T b vk g A
29K, 3 min/¥K 5 95% K1 75% . B35 W53 5905 16 1k,
3 min/¥K ; ZZ MK IE VR 2 K, 5 min/¥K ; PBS % 2 ¥k,
5 min/IK ;3 37°C 25 F F 20 we/mL 2 F i K % W 1k
15 min, KPR L E H 5 221K PP 4 K, 2 min/IK o
W8 2% 1 FAL S PBS I BOMA (i, = IR A& A
TR S min, PBS W% 2 YK, 5 min/IK, 15 FH U8 40K 20
2V BBl K 3 W T O, B Z0 42 U1 B B3 i 29 50 pL
TUNEL JZ Wi , & T 37°CI2 & E 1 ho PBST
PE3 WK, 3 min/iK, HE U0 R R LK 4 BT T
50 WL BAR o AL B LR =00 R b, & T 37°C IR A
HFH 30 min, SR AKE S G4, PBS #i #h {5 3 7K, 3 min/
W, BT KAy, B 2 1% DAB 1 IR INTE 45 218380
FLEREAM T B3 ~6 min, PBS K MUE3 K,
3 min/IR, HIRBK, DL ER I B R TR 4
SR b UE - 20 B A R AR 6 R A B A T P M A
MIAZ Ge 5 0 o0 R & AR T . 7E 400 £ BB T,
3 2k SR VR A L e % BH PR A R AT AR
1.2.6  Western blotting #- X & UL 2% p—AMPK/
t—AMPK.LC3 [ /[l & P62 & @ty kik ¥R D
0 RTF L L2 300 mg BY 7S5 T A1 3L AR
N SR AR R A R R AT
TR P A B A R AT 3 Uk A, 2L S R
30 min, B A EP AT E 0 8 LI 2 1.5 mL
BT R TR VKRS o LR T BRAE TR AE VK
T FEAT, H BCA B P & 3% 77 6 A6 0 2 P vk 52, O
A O R 2 A ) Wk B o 2 P R B AR i b O o
SIRAT, 95°CH 5 min, fFE A &AM G E B E
TR VKRS o SR BCA 50 & K I 2% (R & 75 12, OF
T S A K LU B A IRk BE L AE 97 °C 4 R IR A5 1
FREZMINS min, BEAFERIRI20 pg EHET
12% 5 VN i Tk e B Je L VK, 2 S B Y o LDk 4

Ja L UICH ) 2500, I ¥ o % 2= PVDF I | . 5%
Ji5 B 5 #5 BF A 2 by 3 i A —$t p-AMPK , — #1T
LC3.,— 3T P62, 2 GAPDH, 4°C —Hi i & i % .
TBST % WS UE 3 K5 A 48 R, 17 F 120 min,
K ECL 3 & #0417 1 60, SR I ifE A7 3 3 Ak 2% &
F2 IO, ¥ TAE W% N 7E PVDF B |, J2 % 5 min 7245

7 H BB S A 8, R B AR KR IS
T AREERR, X SR TR R A A BT
SV, RS TR RS PR o R R T,
i, o Image BRI 5 250 K BEAE, DA H Y 20 K
JE {55 GAPDH JK FE { H A 3R 8 M X Rk =
1.3 SHit=FiE

A 3 BT R SPSS 20.0 G it B py . iR
DIFEL = bR 22 (x £ 5) Fon, HOBHI A R ) 2243
B, WM L LSD—t K 36, P <0.05 25 5+
EERIE -0

2 R

21 BHAKXKRMARREZTN

HE 4 (0 25 0 ok, NS4 7 243k £
W, BB, R R, s HHEY ST
NIR 4 # 2 TC A5 M 32 B, oA AN 5), ML =5
fb, MUAZE 4, B E IR, NiPost 41 41 25
MR ER , Ko macmilie®, i
T8 W AT L5 NIPostl 2H 28 CTRPO #1 i 7) LiCl + i)
Je Ah BRI ROV R . LI 1

NIPost 2 NIPostI 2
B1 SAXRRALKETR (HEZM x400)

22 BAKBRWMALFTEFRIEKFELR

NS 2l | NIR 41 . NIPost 41 . NIPostl 2 Bax il Bel-2
TR, & 200, ZR A% E L (F=
2.368 F12.135, P =0.003 10.005) . #k— & ¥ ¥ [ 4%
25 . NIR 2 . NTPost ZH M NIPostl 20 Bax 3% ik 7K - i
F NS 4 (P <0.05) , Bel-2 F ik K F Ik T NS4 (P <
0.05) ; NIPost ZH % NIR 4l Bax # ik /K F F# ik (P <
0.05) , Bel-2 3 35 7K F F 5 (P <0.05) ; NIPostl 41 %%
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NIPost 2 Bax &1k K F- Tt & (P <0.05) , Bel-2 F ik 7K

FRER(P<0.05). WEL,

F1 BEKXRIMAL Bax FlBcl-2 RikskKFELLE
(n=10, X+s)

415 Bax Bel-2
NS4 491 +0.44 14.48 + 0.63
NIR 21 12.51 +0.73% 54540517
NIPost 21 7.55 + 046" 11.96 +0.6272
NIPostl £ 11.33 £0.7572% 6.34 +0.7672%
FfE 2.368 2.135
PE 0.003 0.005

1. Q5 NSH L, P<0.05; @5 NIR 41 H#4, P<0.05; 5
NIPost 4 54, P <0.05,

2.3 BHAKBRMALRRKIERFRIEKFLLE

NS 41 \NIR 41 , NIPost 41 , NIPostl £ 11.-6 ,11.-8 Fil
IL-10 Rk ACELUE , 07 225007, 2R A Gt X
(F =2.123.2.671 f12.935, P =0.011,0.002 F1 0.001) .
HE— L W L #45 NIR 4H . NIPost 41 2 NIPostl ZH
IL-6 . IL-8 F k7K V-1 T NS4 (P <0.05) , IL-10 F k7K
AR T NS 2H (P <0.05) 5 NIPost 41 %5 NIR 2H 11.-6 118
Fe 1k K FEAR (P <0.05) , TL-10 2 3k K S TH 5 (P <
0.05) ; NIPostl H %5 NIPost £ 11L.-6 118 35 /K V- T
(P<0.05),IL-10 FREAKFREIR(P<0.05) . W3R 2,

K2 BHABRWALIL-6.1L-8 X IL-10FKIEKFLLE

(n=10, X+s)

415 1L-6 1L-8 1L-10
NS4 541043 6.16 + 0.54 14.96 +0.67
NIR 20 13.91 +0.85" 14.83 + 0.63" 512+ 054"
NIPost £ 831+0.74"  9122+056"  12.45+0.64"%
NIPostIZ]  13.15+0.667%% 1391 +0.63"%% 628 +0.5572%
FfA 2.123 2.671 2.935
PfA 0.011 0.002 0.001

1. W5 NSHI L, P<0.05; @5 NIR 41 H 44, P<0.05; 35
NIPost 21 4 , P <0.05,

24 FBHKXKRMALMETER

NS 2 \NIR 41 . NIPost £ . NIPostl ZH 5 T 41l Jitl %%
4% 51k (55.41 +6.43) ~/HP . (213.91 +20.85) 4~/HP .
(138.31 +15.74) ~/HP, (163.15 + 10.66) ~/HP, £ J5
ZOAT, ERA G E X (F=2.813,P=0.001). i
— 3 T 1 L 4 45 SR < NIR 41 NTPost 41 il NTPostT £

T Y1 £ T NS 4H (P <0.05) ; NIPost ZH 11 NIPost] ZH 4%
NIR ZH 5 17 2 Jfo Jak /b (P <0.05) . NTPost 2 1 NIPostl
IR, ZR TG E L (P>0.05), WHE 2,

NSZH NIR 2H
NIPost ZH NIPostl 21
E2 HAKRMALABEATIER (TUNELZ( x 400)

25 FAKXROALAZLR p-AMPK/A-AMPK, LC3
[ /11 % P62 ZEAHEXRIZELLE

NS £ . NIR 4 . NIPost £ . NIPostl £ p-~AMPK/i—
AMPK \LC3 T /11 J P62 2 A ik it Lh S, & 07
22T, 5 A g1 e L (F =2.203,2.772 F
2.901, P =0.004,0.002 F10.001) . #k— Wi o 45 4%
H . NIR 41 | NIPost £ & NIPostl 41 p-AMPK/i-AMPK
B AR A 235 B T NS 2H (P <0.05) , Le3 1/1 A
P62 ZE [ A0 X 35 2 5 T NS 41 (P <0.05) ; NIPost 21
B NIR 4 p-AMPKA-AMPK 75 H A XF 26 ik & TF i
(P <0.05),1LC3 1 /1 F1 P62 & 1 A % 2 ik 1 P MK
(P <0.05) ; NIPostl £H % NIPost 41 p—~AMPK/t-AMPK 7
4 A X 26 3k B R AR (P <0.05) ,LC3 1 /11 A1 P62 25 H
FHXF 23k B TFm (P <0.05), WEER3FIE3 ~5,

®3 BAHAKROINELRp-AMPKA-AMPK.LC3 1 /11 &

P62 ZQMEXMERIEELLE (n=10,x+5)
2051 p—AMPK/i—-AMPK LC3 1/1 P62
NS4 1.41+0.23 0.56 = 0.04 0.86 + 0.07
NIR 4 0.61 =0.05" 1.03 +0.03" 1.32£0.07"
NIPost £ 0.91 +0.04"2 0.72£0.06"%  0.95+0.047%
NIPostI#H  0.750.06"2%  0.91 +0.037%%
FiH 2.203 2.772
P 0.004 0.002 0.001

T O5 NS H#, P<0.05; @5 NIR4 LHR, P<0.05; @5
NIPost 21 HL#¢ , P <0.05,
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NSZ NIRZL  NIPostZl  NIPostl4l AR EHE 15 4 2B o 3% T A CTRPO 3 3k 7K F
p-AMPK 62 kD AHEFE T, HE 3 (2,25 T vk 56 31 S ifi, 790 40 35 v] X6k i
1-AMPK 62 kD W K AR E R, B CTRPO 41 50 T o] 41 J5

42 kD

—ac tln =

B3 KAKXRROINEALp-AMPK/-AMPK & BRIRIZ

NS4 NIRZH  NIPostZ] NIPostlZH
c31 16 kD
LC3 1 14 kD
B-actin 42 kD

B4 FBHAXROAMARLCI /I EBAMFIE

NS NIRZH  NIPostZl NIPostI 4

P62 16 kD

14 kD

B-actin

5 BAHAXBOAALRPE2ERRIKRIE
3 itig

I PR L=, B Bk A2 A8 3 1 48 RO 3 8 1 S 4
SRt iy P B A7 1 R . — LU A it P
T, i A R R e T, R A, R
AT B S S il AR AR . AR A R
7, R PR TR 0 5 A R B AR AR R T R i
FEIR A PN 2 M SR RN Y RN S
A O, H ELARBL ] A B #5001, 1986 4F , MURRY
SECIE RO 5 B0 WUFE 28 75— IR B8 528 B30k Je 7 i
L5, AT AR S5 22 A ] [a] ot i o A5 2] O 4, X fke i 114
Tiif 52 P4 23 B b B8 5, O 2 T B R T ol Ak B Y
WEG . BT, R RIE A 2 T, ke i 74k B0 AL
P A RAP VR

JIE Rt B0 i U 48 L A1 2 2 A o i 7
o Y ELF5 K . CTRPs J& — 2858 & I B9 G 7 1 2L
PEARME A -, Ho oy 7450 5 eI R AL, a5 154
B, B CTRP4 A1, HoAth 1 51 1 Hy 28 35 K v 9 15 5
JU G Jir A 5 A B, R %) T 7 45 A R R R R i 5 A b
AR 1853 C L [R5 1 3RO 45 /) 38l 55 4 A A ) 45 4 Bl
RO AR AT 3 CTRPO 7 A BlCs AL Bk 1fi P 3
bESE | 1JJE’JHE.HEQE R 2% b 3 3k K7 BH 8 R R I
JIi5 41 23 NADPH 48 Ak Jii 11 ifi 2% 97 25 i 10 1R &5 & I
Hahn, B 3T3-L1 i 7 240 M 28 2o 48 Ak &0k 45 s 1 Ak
FHJ5 , CTRPY 7K - B 5k BTG, 25 300 JIL B aft A4 4 473 T

Ab B ) LRAP RN o

R L P B 3 0 7 2 — B S S I i i, G 3
Az B P A8 AMABOE B S AR B S
AR T AR AR Y A O e Al 4L Ak SE
TUNEL £ I 45 5 UE BH 0o AL ke 1t -9 7 W] S5 B9
S G B AN AR T PR o ek, AN AT S B0
ﬁl% [i) Hsf 38 2 % Al O 4 3 AN R 5 i), R o i

H 4037 3 (1) 52 R i A, 77 T ) 488 405 4 K s 8 A AIG
Eﬁﬁﬂﬁézﬁfﬁ%o UL, I A B AT AT S50 A O L iR
0P 3 T BRI N AR T L 7 i #2538, CTRP9
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