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R FLANEST R FRALIENT A FR 1B SR I B £ R A RS20

F B HHE REE RIEF K A F & EHE
(BB TT HHoCo B2 B W IR 71, HIEHE 056001)

iHE AR RAR T T R v (Acanthopanax senticosus, AS)EST B TRAL 2234 K R, B4k o -
JE 4R 4% (ischemic reperfusion injury, IRD) &R 4745 A B 7T geALH] . RIRE SR L MEZE 2 KK ’5‘
B oo P ARG AR AL, A &40 K R oA A WUET(Scr). k% R (blood urea nitrogen, BUN). &=
(malondialdehyde, MDA). ini& ¥ & /% -6(interleukin-6, I1L-6). k& B 45 % 5 F-1(kidney injury
molecule-1, KIM-1). 6-ZBE-B-D-Z 3k #] £ 42 384 (6-acetyl-B-D-glucosaminidase, NAG)#4&. 7
ARAFAF 41 4 &, (hematoxylin-eosin staining, HE) 04t F LR & K R BB 69 R R4k, %
Ak M) 2 A2 KRB 4 4m i 18] 2k W 4 -F -1 (intercellular adhesion molecule-1, ICAM-1)%& & /i
K, EREY, HEF &4 TR, IRILAASL R84 IR B &, *F RRLL A Bk B R AL,
M ASLL K R, B4 R 4545 ARIZL IR 22, ASTAL 22 K 5 BIRL, =T 9 2 M {&fn & Scr. BUN. MDA,
IL-6. A iBKIM-1. NAGE B PICAM-1& @ 69 KA, AAHASTRA s K R 2 FIRIEA
9B ARIAE A, 7T A5 27T AR 42 K SUIRIAG KR B AT %

KA ﬁilHiJJu‘E%Wﬁ; B i FREE A 405 MDA IL-6; KIM-1; NAG; ICAM-1

Effect of Acanthopanax senticosus Pretreatment on Acute Renal

Ischemic Reperfusion Injury in Rats

Li Qiang*, Jin Shubin, She Zaixia, Zhao Zhiyong, Chen Yue, Li Feng, Huo Shaojun
(Department of Urology, Handan Central Hospital, Handan 056001, China)

Abstract This work aimed to investigate the protective effect of Acanthopanax senticosus (AS) injection on
rats with acute renal ischemic reperfusion injury (IRI) and its possible mechanism. In this study, rats with acute renal
ischemia reperfusion injury model was constructed by single-artery occlusion. Puncture bladder for urinary to measure
kidney injury molecule-1 (KIM-1), 6-acetyl-B-D-glucosaminidase (NAG) by enzyme-linked immunosorbent-assay
(ELISA). The levels of serum Scr, BUN, IL-6, MDA were measured, respectively. Pathological changes of renal tissues
were observed by hematoxylin-eosin staining (HE) staining technique. The protein levels of intercellular adhesion
molecule-1 (ICAM-1) in renal tissues were detected by immunohistochemical method. The results of HE staining
showed that IRI group and AS group had a certain degree of pathological changes, while all these pathological changes
relieved in AS group but found no significant changes in control group. In AS group, levels of serum Scr, BUN, MDA,
IL-6, KIM-1 and NAG content of urinary, the protein levels of ICAM-1 in renal tissues were significantly lower
compared with IRI group. After acute renal ischemic reperfusion injury in rats, AS pretreatment could reduced levels
of serum Scr, BUN, MDA, IL-6, KIM-1 and NAG content of urinary, the protein levels of ICAM-1 in renal tissue. AS
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could protect the kidney against renal ischemia reperfusion injury. That might be realized by its inhibition of inflammation.

Keywords
NAG; ICAM-1

A Sk I P 8 3 #51 fi(ischemic reperfusion
injury, IRD)2 ¥ WA ARERE, T8 DI RE s .
Z I 7t B R R, B Tl (Acanthopanax senticosus,
ASYEMEA RiFrbia i, ERA B B, 1
1] 28 R R 38 s ATLAA BT A A D RE B AR ™M FRATTHT I
W FC R I, ASKH K BB IRUEA R H, A4 v
1 23 v A A ) SR 8 (superoxide dismutase, SOD)
T, SERPUEAE Y, R A A, H e R
BEXF--a(tumor necrosis factor-o, TNF-a)yif 14, 42 28
I SN, FEAR LT LB (Ser) 7K T, ek i 3 24 A,
B D e AR ARBIE T — A AN SE 45473 7 T
WLEE ASTE SO0 R SR B IRTAIAE

1 MRI5E%
1.1 5T R ER

) 0 S R T S T BT 2 A TR
2 Fl. KIM-1 ELISAKS I i 77 & 1 HR&D 2 7l
MDA & K BIRNAGIA T & H 7 5t 2 A
Y TR T . ICAM-1 —Hi Ak [ db 57 18 B g 4k
AR AF . DABEARFIEN B ALt A WH:
RAMRA T 72255 JOGCFETHE B TL R4 WA BE
ICES T FAAER R KRS B AR B L A T
bk E AR B O ML E Sigma A F o KR
VKFE H Forma scientific/A 7] o
1.2 7%
1.2.1 s ik A% I8 20 FESD(Sprague-
Dawley) K364, 8~10Ji &8, /A H220~230 g. L5
IS 21147 () ) 5 R ERORA P s 4 R S50 3 ) B AN AR 4
IR CHIE JHEAT o BEAL 73 64H: 24 ht HE 4H (Control
group 24 h). 48 hxJ & 2H (Control group 48 h). 24 h
(e 1M1 5V 7 4L (IRT group 24 h). 48 hif ifl £ 7
ZH(IRT group 48 h)~ 24 hifill FLinyE 5 i 41(AS group
24 h). 48 hifil FuhnyESS A (AS group 48 h).
122 #ZAEE RS 3 KRH A 8K R
BWIRIGEAL . BRI, W35, T EIRIER DI 04T 8
Ji, FFE£R7K2 mL(FF %200 U/mL)7EABE M, 10 min
Ja &S EAL, ST MR, 8RR A, 453 E 7% IF
VIBsA S Aran s i A F a0 #RiK, Kexd BEZH KRR

Acanthopanax senticosus injection; renal ischemia reperfusion injury; MDA; IL-6; KIM-1;

W& G AL, IR, iHI45 minfg IR IFIE, W
e, BRORIEIEEIS, 3 F24 hy 48 hiGHUbRAR .
XTIRIZH J ASHH K BUF T 01 30 ik Je ks 7 B B0 ik e P4,
B E R R, FRCE AR, 45 min/ERa L
WA IR, S T FREVES hy 10 W BUbr A, 1n'S
P 0 00 M\ 030 T 75 SR 1 £ 3R B AR R S ST T, A
B R UL L, G SRS minm 6 A B AR, U i A 4
o ASZHARTRTZ FAS, #4100 me/kg i i 1 5 (17X/d,
L5 d), xoF HRZH S IRTEH J) AH [ B 18] 9 DA R # 77 9250
S R S5 R A AR 3 AR K
123 ARAMCE BRI LR SR 2 Bk i, %
PO 25 3 et B PR B B AR AL bR AR, B0, K PRI S
MM 7326 I BT -20 CCUKAR LR REI . B AE2H 23 1
AV R, 34T TR ARG 21 G £y (hematoxylin-eosin
staining, HE) M2 G5 HAAG o
1.3 MEIERRFE
131 KRAFALmRELE K RKRALUHFRE
[ 5€ 5, CRERTERIILK, — F2RE B, HEQ (4, 1E4:
YIF o VI R N3~4 um, D62 S0 T gt s 4
SR AR
132  fEAedgtaen R SR KRR
JEEFEL hE, FACEC®E 20 HL4 °C. 3000 r/min
B0 15 min) B0y, 5658 JE RS VRS B TS W0 S 24
AEPEH, 5%, tr'5 B F-20 CukFE T R17, KH
B % 4 H B AEAAGEAT AL .
1.3.3 ELISA%EMZE  KEJREKIM-1. NAGHIIfL
TEIL-67 5 %241 K BRIy MID ARG I 772 4% 2 R 551
BT
134 SsafeiEme SRR A A,
41 ity 18] %% Bt 4 T--1(intercellular adhesion molecule-1,
ICAM-1)BH M G2 2 A% 35 €4, FIBI20001% 2 K18 70 #r
RGN AT PR EAE /W &5k V) BEA LI 3
10/ 151 15 32 82 A B 8 A B (400 ), I H B AN HLEY 1Y
S Y B AR, X 104 1 BT ' 2 5 A 4P 35
NIX K] I A
1.4 Git¥ o

SCES AU 2 B PR, BE R Fxts R R, SPSS
16,048 THR AL AT SR vt 5 A BE . 78 5] — IR [R] s (n
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24 hBl48 h, BN (] s AL 3N S 0G 40), 2H P K
FH B IK 2K 7 2593 BT (ANOVA), 20 7] b 5 K FILSD;
IRIZH24 hFl48 hix22H 2 [8] LR 36 . P<0.05
B RENE.

2 HFR

2.1 FIFENESHEXT KR SIRIVSREZ (AR
A SIGHEG (8 45 B (K2) &, KR 4LK R E

ANERL B INE AR IR, BN B B A i E e ik AR

Ve A B O, TR SR SO AN B R, T 46 PR

MudZ i . IRTZH'S /NE R EASL I 2, KIS /NS b

PR IR . SER AL BB AT

s <2 2 - ol

A: I B AR I T B: 72 ¥ Sk S C: ARBR BRI AT o

it 74 1 b Bz 20 PR A A 5 B KO, B S A B Mk
45 min PO IS, K BB AT & A T i Ifi 7 98 1 45
1, AR A I TR BB A, S0 R EAE BN . AS
MR, B/ANE MMM AR R, bR 4H
FAMR i S L R B R . AR RV
G5 Py B A 1) 240 b, DA ) o Ak B 6 R R
SMEEIRIAES — & MR EH .
2.2 RIAKFESer. BUNKIEHTEL
145 R AR, AR PR #EE 1924 hy 48 hivf %
PP, 55X R P #, IRIZH HSer. BUNSA B i
Tt v, Z 76 G2 5 (P<0.05)(Scr 24 h, P<0.001;
Scr 48 h, P<0.01; BUN 24 h, P<0.01; BUN 48 h, P<0.01).

A: before the left renal artery was occlusioned; B: after the left renal artery was occlusioned; C: after the artery clamp was lifted.
Bl B AR BGRMEETIRGIEER

Fig.1 The model of the rats with acute renal ischemia reperfusion injury

IRI group

AS group

Fig.2 Morphology changes of kidney tissues in each group by HE (200%)
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x4 b, ASZHScer. BUN BT, 2R A 4
T2 3 X (P<0.05)(Scr 24 h, P<0.05; Scr 48 h, P<0.001;
BUN 24 h, P<0.001; BUN 48 h, P<0.001). 5 IRI4
b #, ASZHScr. BUNBH R BEAIK, Z R A g it =B X
(P<0.05)(Scr 24 h, P<0.01; Scr 48 h, P<0.001; BUN 24 h,
P<0.001; BUN 48 h, P<0.01). AIRI 24 hZHFI1IRI 48 h
YA EL B ) 45 Bk, TRT 48 h4HScr. BUNWIE T,
Z 5 H 4 2 B L(P<0.05)(Ser: =-5.439, P<0.001;
BUN: =5.426, P<0.001).
2.3 RUAKRMFEMDA, IL-67KFI1L

Fogh B R, 5 XA A T, IRI4H. ASAH
MDA. IL-67F fEFtH, 257 A guil 5= L (P<0.05)
(IRIZIMDA 24 h, P<0.001; MDA 48 h, P<0.001; IL-6
24 h, P<0.01; IL-6 48 h, P<0.001)(AS 4 MDA 24 h,
P<0.001; MDA 48 h, P<0.01; IL-6 24 h, P<0.01; IL-6
48 h, P<0.001). SIRI 24 h# Eb#, IRT 48 h4IMDA .
IL-6% & Jh =1, % 7 A it 2% & L (P<0.05)(MDA:
=5.315, P<0.001; IL-6: =5.316, P<0.001). AS#l K
B MDA IL-6 75 & LUIRIZH 25 B 8 PRI, 2
S Gt L(P<0.05)(MDA 24 h, P<0.001; MDA

48 h, P<0.01; IL-6 24 h, P<0.001; IL-6 48 h: P<0.001).
24 RUAKXBRBKIM-1, NAGKFET{L
35 R IR, RGN F#EVE24 hy 48 hr, 5Xf
FEZH 82, IRIZHKIM-1. NAGS & BT &, 254
Gi it 2w L(P<0.05)(KIM-1 24 h, P<0.01; KIM-1 48 h,
P<0.001; NAG 24 h, P<0.01; NAG 48 h, P<0.001).
ASHL 5 % 18 40 b ¢, KIM-1. NAGH & B & 7+ &,
5 Gt 7 L(P<0.05)(KIM-1 24 h, P<0.001;
KIM-1 48 h, P<0.001; NAG 24 h, P<0.001; NAG 48 h,
P<0.001). ASZH5IRIZHLLE:, KIM-1. NAGH = B4,
ERH G (P<0.05)(KIM-1 24 h, P<0.001; KIM-1
48 h, P<0.001; NAG 24 h, P<0.001; NAG 48 h, P<0.001).
2.5 HAKXRIZELICAM-1E B RKFITH
Fedm] I ALK RS L ZICAM- 12K 5 PR A
24 h. 48 h NI [a) s b 25 5 50 IRZE AR TE, TRT
H. ASHIWETHE, Z 58 il % & L(P<0.05)
(IRI 24 h, P<0.001; IRI 48 h, P<0.001; AS 24 h, P<0.01;
AS 48 h, P<0.001). 5IRIZAHLL, ASHICAM-1%;
HEAL, Z 7 A G R U(P<0.05)(24 h, P<0.001;
48 h, P<0.01). IRI 48 hF1IRI 24 h#41Lt4%, IR1 48 h

F1 BEKBEScrfABUNKIEIT L

Table 1 Comparison of the levels of Scr and serum BUN in each group

451 . JULEF (umol/L) JRZ & (mmol/L)
Group Ser (umol/L) BUN (mmol/L)
Control group 24 h 6 33.32+2.20 3.67+0.18
Control group 48 h 6 42.31£2.80 4.15+0.26

IRI group 24 h 6 150.20+13.54* 15.68+1.69*

IRI group 48 h 6 220.19+17.65* 19.20+2.30*"
AS group 24 h 6 101.34+7.50%" 7.48+5.33*"

AS group 48 h 6 102.5148.90*" 10.43+1.24%

R Juxes, *P<0.05, 55X IRALELEL; "P<0.05, 5 RIS 1] siIRIALELES; *P<0.05, S1RI 24 h4l HLAL .
The data were expressed as X+s, *P<0.05 compared with the control group; “P<0.05 compared with the IRI group; "P<0.05

compared with IRI 24 h group.

R2 RAKRRBEAR

MDA FAIL-67K 25 1k,

Table 2 Comparison of the concentration of tissue MDA and IL-6 in each group

ZH 51 ) TN ¥ (umol/L) 14 %-6(mmol/L)
Group MDA (pumol/L) IL-6 (mmol/L)
Control group 24 h 6 7.06£1.19 5.69+1.18

Control group 48 h 6 5.90+1.24 6.39+1.39

IRI group 24 h 6 21.15£3.15% 14.58+1.57*

IRI group 48 h 6 38.34+3.22%" 15.76£1.50*"

AS group 24 h 6 15.28+2.34*" 9.45+1.34*"

AS group 48 h 6 12.25+1.90* 10.15+1.35%

F P uxss, #P<0.05, 5ot 2 B P<0.05, 5 RN 1] sUIRTZLELES; *P<0.05, S51RI 24 h4H HUAL.
The data were expressed as ¥+s, *P<0.05 compared with the control group; “P<0.05 compared with the IRI group; "P<0.05

compared with IRI 24 h group.
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®3 BEARERBFKIM-1, NAGKFEL
Table 3 Comparison of KIM-1 and NAG content of urinary in each group
2053 ; B 145 4> T--1(ng/L) 6- £, 1-B-D- 28 55 % B il 1 (mmol/L)
Gruop KIM-1 (ng/L) NAG (mmol/L)
Control group 24 h 6 22.32+2.43 24.68+3.18
Control group 48 h 6 24.19£6.45 24.15+5.26
IRI group 24 h 6 48.25+4.34%* 44.58+5.57*
IRI group 48 h 6 57.18+6.54*" 54.28+5.30%"
AS group 24 h 6 34.56+6.50*" 37.38+4.32%"
AS group 48 h 6 38.29+6.80*" 39.3243.24%"

e R HE Nxts, *P<0.05, S53%THRAL LA, *P<0.05, 5 [ A] S IRTZ ELE; *P<0.05, SSIRI 24 h4L HL L,

The data were expressed as ¥+s, *P<0.05 compared with the control group; “P<0.05 compared with the IRI group; “P<0.05 compared with

IRI 24 h group.
R4 FEAKRRBARICAM-1HFRIEZET L
Table 4 Comparison of the levels of ICAM-1 in each group
Pai! , R R P 73 71
Group ICAM-1
Control group 24 h 6 0.102+0.020
Control group 48 h 6 0.104+0.023
IRI group 24 h 6 0.267+0.023*
IRI group 48 h 6 0.334+0.026*"
AS group 24 h 6 0.167+0.021*"
AS group 48 h 6 0.176+0.021*"

P HEE Nxts, *P<0.05, 55 IR AL ELEE; *P<0.05, 55 [AIFA] S IRTZL ELE; “P<0.05, S5IRT 24 h4L L% .

The data were expressed as X+s, *P<0.05 compared with the control group; “P<0.05 compared with the IRI group; "P<0.05

compared with IRI 24 h group.

24 h 48 h

Control group

IRI group

AS group

s AR L@t ¥ ;
B3 SEXRBELARICAM-1E A FRKFLLE400%)
Fig.3 Comparison of the levels of ICAM-1 in each group (400%)

FICAM-1FETF, ZRARIFEE X (P<0.05)  JEREZEK, 75510 NS 5, ASTALEER 5 Al f# K
(1=-5.287, P<0.001). Mg FUii, KRS IFIRUZ A BB IRIZH ZICAM-1 HI A PE ik g b
Ja, B HICAM-15R 1A B 2 iy, HLFif ik i 7532 MEB3F A H, G R LF WA BICAM-1%
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i, FEIRTZH K B B /NS b Rz gl i i . B /N BRI
B 6] R A A AR ek, RIUNEE T (0, ASH ik
LIAZIRIZH IR AR, FRICAM-1 R I BRI D

3 Wig

H B AIF 70 S B IRIH H B 07 7208 3 ) SE 5
FEJ S R R TR RS 2R 2 5 S R BA Y o I 58 70 R R B
R REESW R, (ALK R B E . M
KEVE IR Z, A Sy 1Ak, ok FIMENE K R 2
SEREAY . FESE 2577 3SR P BRI T 5, B ko S
MREB BT 24, ARFTHHF R /K2 mLiE
VAN -4 SRR DR S IWER SRR 31| R NN
By = ORI o

BV IRIA 477 AR H B0 B 7™ SR P52 45 sl I P ] £
KH . XA TR ERZ D> WA 32 58 71 LA
L RBAAEMB A EZ MR RA K. —BIFOLT,
B WEGR I T30 min, ZHZR34504%5 AN B X2, Gk I i) ]
K60 min, FEEEVE SR AR XEDL #2, Bk 1f130~60 min
PR 5220 SR S B 5 R o ML REVE 547, )
FE R AT R E m, A ST R B A A S E
B o B R AL PR EVE B . HOAS BT TR 1A 2 Bl
Jik45 min. [ A E SR K — 00 2 ik BE W7 8 5 —
OB D0 B, B Lk HAREAE L, A AT AT REANTE
A5 7 T WL S o XL PR VR 247 51 S B AR A, AR
WHR VIR A, Todhi s 5 ik % & ) 7 B 3 k45 min
JERATF K, PRI K BB I MLiAT24 h. 48 h/5 Bk .
Xf TR R R 75 T 225 SCHR[S], SR L2 B Sk
Je B R AN e 214 R, R WIS KA PHL2E, FATT Bk
FJGS minN S A IEH LA, RN FREERT), &
YU AE SR

IRUZ AFH & 2% 1 — Mo B 1R, £E Ik b+
IR L, AR O ERRATE L AR T, AR Sh b R
A BEKER. BRUK. B EGS%. RS
B OEE VIR, BRESETARBATITREON) T Z,
TR rh AN AT 38E A b AE L PR 5 4, HL E
T T TG BB R 7V, AR PRAMRF AT T34
HAUAE7e L W, BRI B A B R 5 KB A 2
IAEFE . BRI H IR 0 s S L Bk 4 A
TR R A B V)R R,

Radix et caulis Acnathopanacis sentieosus & TN
BHEPIR] TN (Acanthopanxa sentieosus) AR AR ZE,
T3 LSO He 2 K BV E SR AT 1) B 1

SRS A Z M AE YR, B 5 FON T
) A A B A AN 0 22 W o ) b e S T LAY
ik I A | PAARG I Y 80 A P R HE IV ARE 2R L B R AR
PURIBL, BEIEPRAE E 2 4 @ AMRSODIE 7y, {2 it
EAR A RMAZUEED,

Scr BUNN'E Dy fig 46 b, AW 5¢ HIRIZH 45
BoR, KBRS EScr. BUNIZ#T ETF, KR'E
Ihe &AW R RS, R UIRDY B I RERLm 2%,
B OR BRIRIRSE B 40 i LU B R Dl . ASZH S5IRIZLAH L,
Scr BUNFE{, A MLASTI AL BE A] A IR 1S ' D) g F
TG R oG, 2R ER

FkScr. BUNAN, AMIT—EMUHE G HEEI. FF
Stk R R WS AR A A R bR . KIM-1
#&Ichimura®5: 5 1998 4 75 A FRIRIH B 41 i+ % H
TG IRIL — P IS I 2 1, 2
TE B AT 92 993 T 157 55 9 08 (1) — o 0 U P AN R S P 3
BRI E B . 8 LA BT SR SE, KIM-10]
DAE 12 W k44 (0 — Fhda bs, BARE . 8
JECIE PR R 05, RV 3R T REAE B 4505 18 B FE
RAFAE H . Bjorkroth&EPME 578 & I, KIM-17E it JL
s B HLUR RIRIE, fERGE NI B
AR B> R IE, R I E 2P KIM-1
FIEWE, Ui A B R e, S e E AR
A RE, AR S R i AR,
IRl L e 6 KIM- 138 0K A5 3 B (1 520, AT e v (2 4t
KIM-1 A R R 2. BFFE R I, KIM-17E 2 PE S
W5 )5, T DURRAE M SRR gt Rk T A
I B /N B R A, 4R B LR AR R R
BTV B, R N R FEBE PR HE Y, HLRKIM-1
HHZIKIM-1/K-F 2 1EAH K, If HKIM-11 &1k —
BHYERFRNE E R AR S, R e, PR R
KIM- 12 2 W St B 405007 1) mT SE b B 4o, R
NAG AL I B4 (1) — oK g, EZAETE
JIE I /N IR b R 0 B, o SRR R B R T,
Ui BT /N 2 5. B IRGS 2 4R H R T,
FAL AR, BTG 5T S AL 2477 P WMDA, MDA
B 5 1) LG R TR S W A 57 )RR R R () P
FRRE. ARSIeah R IR, AT 0 FZH, IRI%4H R
W H, KIM-1. NAG A i MDAY =1, i B ki
FRHEAET, B/NE bR A2 45, JRNAGHH &7t &,
KIM-15: R 7E 58 286 5 2 R 748 R R 4s iR 9F K
RIS, NPAEKIM-14> T 352 5 7 B4
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(R RE, T A B R R A, 4 i s
Jd A B, FEULE T MDAS & . SIRI
MR, v&EH S FASTAHE 5, KR JKKIM-1.
NAG K MiGEMDA % & T %, 454 I+ Ser. BUN
N B, A R PR A B R SRR, B DR
B E R 5, I NASTR AL BE AT X B IR AR
RIEH

F1 200 38 A 5 R A I 453 420 A S I R v
P45 0 s R EE A o e L PR A 545 41
T B A, RETSOR B IR 7, W5 | K & PR i 2R
A& T A DX ) IR P9 E N2 B0 ) AR PR
PR TNF-o. IL-1. IL-6, 5% I Py Bz 41 ffa A
1 £ 6 5 T 85 B 20 7 2R R, A ISR AN B 5, b ]
DA B ARIEYI R, s A B2, EERESE, ME
AT H B (1 45 R RN T R, 040 [ 20 2340 e 52 2
15 SR ARE N . 4 i R B B - U T
PEBREE AR R, R RRIEEA, BT
P R AR B S5 K () — 553, T4 & 2 A R T PR -
P2 IE 5 A BRSO T, ICAM- 1R B 4H 40 b ik i /b
BHFFCR M, SRR, BT SR
R A5 P 17 240 A T 280 B TR i A S B0k S B, 7E
R R A . AR A R R ki
BUEF, 51U PR & MR AR 22 08, &=
SR PR HE IR RO A A Hp MR A e
B BEL 7 771 J5 1T BAAER (A0 PR SR 4, A I BEL 77,
IR SOREPG S N, AT T4 B OR, IRIZL. AS
AR T IR, MVEIL-61 B HLFICAM-15 &
Thisr, ELIRIZH B SR I i 1A 8 G, 72 5 —
BT ) P I T 5, i B K BB IR D B AR, 98
i S AR ECE; AT A, A TASTIAN S, KR
MAEIL-6. B AL FICAM-15 & N, [R5 1) Rg
A R R 5, A ASTI AL B A] B IR A=
PRAE L, AN 0T B8 A7 35020 30 i) KBRS IR A2
GERERE RN FELE AT (15 JORE IR SR, 2121
ICMA-1. [MLIHIL-632 15 FH S/, o i i -F 7 73 45
Pl 2R EH .

gx BT, A TR I, ASHT LA K R IRT
MFESE, O AH Y 1) B ThRe, FEMLEI AT Re S P
I HERE SR K o

10

11

12

13

14
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