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WE:[BH] itk a5 348 7ok B om K AR B EMEA R E F-hE RRERAG T m . [FiE] ¥55 2SD R AR
B (10 R) 5 A2 (45 ), W A2 K SR IN AR AL 1 MRS Ak M 2R B ko Bom L AL o s, Mt
MRRAIY AR, FESHE, RELLHA, 2B TAN L THRGMETR, EFAMERML T FRRGE
KRR, ERBAB 128, AN, B4RADENERTA24WAMKITEEYG, RABTETREMRTEAL, £ AK
H ek h R EARPRE. oERRED(Angll )&%, 95 R0 %2 TR KB (RT-PCR) %5 2k
LA BACF FA I B L LR P A B IR LB (ACE) mRNA 5 & @ Rk R F [ER] S EFaks, #AAX AT, 24hk
wEaFaE. BREMRERMAEM(P<0.01), BFARBETILEE AR A, WA RRE S, hp R Fard S
. Angll 4%, FHRFACEmRNA 5B 9 R A KFHHAREZH(P<0.01), SEMMILE, FK S4B, FELLEFA
KRBT, 284 hAMETaFGT. TREMRTAARIK (P<0.01), FIEREYEFFI—ZRE, RA MR TP Angll
4%, B2 FACEmRNA 5& G R EKFHEIRP<0.01), FELELFAR R bR 2K F FEERALA 24 2 5 1%
(P<0.01), mEESBULEETHR R EERERAMLE, £2FA4TFEELP>005).[ER] £X s BhELLL
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Effects of Radix Astragali Constituents on Circulatory and Local Renal

Renin—Angiotensin System in Rats with Diabetic Nephropathy

XIAO Shun—Qiang', LI You—Sheng', BIAN Wei', CAI Sheng=Yu', YANG Lei’
(1. Shenzhen People’s Hospital/The Second Hospital Affiliated to Jinan University, Shenzhen 518000 Guangdong, China;
2. Luohu District Hospital of Traditional Chinese Medicine/Shenzhen Hospital of Shanghai University of Traditional
Chinese Medicine, Shenzhen 518000 Guangdong, China)

Abstract: Objective To explore the effects of Radix Astragali constituents on circulatory and local renal renin—
angiotensin system (RAS) in rats with diabetic nephropathy. Methods Fifty— five Sprague Dawley rats were
randomly divided into normal group (10 rats) and modeling group (45 rats). The rats in the modeling group were
induced into diabetic nephropathy model by intraperitoneal injection of streptozotocin. After successful modeling,
the rats in the modeling group were randomly divided into model group, Radix Astragali polysaccharide (RAP)
group and total saponins of Radix Astragali (TSA) group. Both medication groups were given intragastric
administration of corresponding medicine, and the normal group and model group were given intragastric

administration of the same volume of distilled water, the treatment lasting 12 weeks. During the medication, the
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urine volume and 24-hour urinary microalbumin level were dynamically observed every 4 weeks. After 12 weeks of
treatment, the ratio of kidney mass to body mass was measured. The levels of renin and angiotensin Il (Ang Il ) in
plasma and renal tissue were detected by radioimmunoassay assay, the mRNA and protein expression levels of
angiotensin— converting enzyme (ACE) in renal tissue were separately detected by real- time quantitative
polymerase chain reaction (PCR) and immunohistochemistry assay. Results Compared with the normal group, the
urine volume, 24-hour urinary microalbumin level, ratio of kidney mass to body mass in the model group were
increased (P < 0.01), mild proliferative mesangial lesion and increasing extracellular matrix in renal tissue were
seen, the levels of renin and Ang I in plasma and renal tissue, and the mRNA and protein expression levels of
ACE in renal tissue were significantly increased (P < 0.01). Compared with the model group, the urine volume,
24—hour urinary microalbumin level, ratio of kidney mass to body mass in the RAP group and TSA group were
decreased (P < 0.01), the lesion in renal tissue was improved, the level of Ang Il in plasma and renal tissue,
and the mRNA and protein expression levels of ACE in renal tissue were significantly decreased (P < 0.01). The
level of renin in TSA group was lower than that in the model group (P < 0.01), but there was no difference in renin
level between the RAP group and model group (P > 0.05). Conclusion RAP and TSA is effective for preventing or
delaying the progression of diabetic nephropathy. The mechanism of reducing microalbuminuria in diabetic
nephropathy may be related to inhibiting hyperactivity of renin angiotensin system.

Keywords: Radix Astragali polysaccharide; total saponins of Radix Astragali; diabetic nephropathy; renin

angiotensin system; rats
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ARG RONTE, PR 2 PR IR
RS RO H R . 2R AR 2R
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55 1, PRBTR (200£20)g, M A B 25 K2R S0
iRt SEISEh YV ITIES . SCXK (B)
2003-0001, P EEAH&IES : 0010232, 7Eil
K. RIGEER, IREE20 ~25°C, RS HINEhY
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1.2 #YERF HEZHE0%) . #EL ST
(98% ) £ JSCARHE 48 RS 24 fh A H AR AT PR ml $2 by
A, ST DA ZE AR K I i R N R R LA (e
B SRR (STZ) . BRI (92 [F Sigma 24
Al); BE. M EKRE D (Ang 1) G SR80 Hr
G b AR AR T ) M Rk R
i (ACE) HT AR (JE[E Abcam A H]) ;5 ChemMate
EnVision il 7 & (/3 % DAKO 2 7 ) 5 TRlzol i 7]
(3% [ Invitrogen 24 7] ) 5 ¢DNA 2 — i & W i
%4 . Real Master Mix (SYBR Green) 7] & RKAR 4
RHE (O A RA R,

1.3 X85 BREE X4 S0 5 2% (32 [ Biospec 23
A ) AR 2O L (32 E Beckman 4 F] ) 5 HLEA
R IR ZK A B (BT BT a0 ) 5 TP1020 JB K
ML, AS-325 I A HL. 202-2 4% F HL(FE [ Leica
vHE]) ;s TB=718D AEWH LA (WAL 28 4k =T
BHEA R F) 5 7300 5L} 5E 8 PCR Y H44Y (52 5
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1.4 WERFEESHRNMERPESLFZE EHFSD
K45 H, EWTERSE 1, Z28EAREK 120, R
it SCHR[7 P PR S i B i, R 19088 ik A
R (0.1 mmol/LFFEERRER i, pH =43, Hr
BEFL ] )45 me/kg 245 T —IRPEMEIETESS, 72 h )5
R ML RS, DLIMBE = 16.7 mmol/L AE A J] K7
BRI bR AR AT 3 L, WTRRH T
EEREE TS, ©AMFIER, B R R ]
Tri] PR B O IR 5 B 2 35 5 SD R R A A MR PR i '
W, WEPRIR R RS 1R BN BUR B A, H.
R BB 9N A, 1A A B BUEA B R E E
S B RRE I A AL TR PR T LA BB A28 A, 34 H
RS 2 SRy b s 5 0 o

1.5 SASRHEFHZE KEEARIIR 42 J KR
MR 340, BPRERIZE . R pEa | A ety
M, B 14 2 558 10 RSB R K B N IE
W SRR NS S RO R A A Xt
, WAL T K20 400 mg- kg - d
, BRI AL T E A S 400 mg-kg - d!
o AE Y 2 RIS AU 4 25 T A R BRI 78 1R K
o ELLLGPT12E . AYGIT AN, A 4K
FeTs, Ho BiRgle X, WM 2 K, ¥
R 4 Ho HEMBET R AT RE A o A i
FIAIEEAL

1.6 #RARE BRI IGITEN 4. 8,
12 JAV AL BE Sl e T — R 43 il FE A S8 WA 4 24 h R
o )i — R R B DL 20 o/ LS 240
R B, 2208 E BBk AR A, B0 5 74
e, SR,

1.7 MBIEREHE

1.7.1 k&, F&a. BREmmRsiane 3
BWELIR & . 24 h JR{GEE & 1 (24hU-Alb), &
4T TR 12 G PRI AR SE AL, BUCE FRERUS
o, VA AR

1.7.2 RAHFKRE-AFLL(HE) £ & 7 B MK K I
MBHEFZRE A EAL AT A,
YIR, HEJ @, FEt2s Biss T g B Al 4
SEULE

1.7.3  RBAAH S 5 kA w78 2R e ik BB 4R 4R
K&, AngllKF L ESBCRIN, HABTEK
IRV H )& B RR A b T, B s

>
v

o TE BE IF W
TH

TEUEROK, IRAIE LA D BN . BUKR
B LHZ12 100 mg, AFRER K MEJE A 1 mg 75 i
P R S 2w, KA B R R BUENEOR
RS XU BRI I, S 2085 0 B B .
FE R . Ang T8 Sy o3 Ariaon) & vt 5 204 T
E o

1.7.4 SE8FE 2R A4 R 5 (RT-PCR) &4
B-202% ACE mRNA & ik K-F M Genebank H1465 2
RS AR B m b, TR X SD KRR
ACE [ RT-PCRE I 15 | FEREH P8, 51 Z4E
g T AW TR AR RS AR AR A, ACE
G F S R 5 ~ATCAACCAGGAGTTTGCAGA
G-3", FUHsI¥F3 N 5" -CCTTGCCGGTGGAGT
AGATTC-3", 934 F Bz 285 bp. JH TRIzol i 42 X
KEEHLE P RNA, K cDNA, PCRY 14 ACE
FER A B, KW 41 93 °C 3 min, 93.5°C 30 s,
57°C45s, 72°C45s, 401G, I FH PCRE &
SRR A B AR T Bl ) iR A it £k . LA
H M-3R i S (GAPDH) JERE N Z, R
FH 2723k 1158t H Y 38 K AE X GAPDH it R Y 2%
ki,

1.7.5 RAEAZAAFEHRNEFHLACEEZ G W
FiE BHDY R KR, DRSS
3%H,0,329(3 10 min, BEFRELZZ 0PI (PBS) Wk, i
ITACE B, 37 CIRATIFE LA 1 he Wt
(ChemMate EnVision HRP i 5] & P A9 7 A) ,
37 CHEH 30 min, 3,3’ -2 KB % (DAB) &
o, ARAKMYE. FFIARELEY ] min, 0.5%ERFR
Ktk 3 s, FAKMEES ~ 10 min, K, #BH], #f
A, Sk, BHERKREEAL B3I A,
400 fi5 W AEE TRk DI R B3 AT, H Image
Pro Plus 6.0 FPFRHUES AL RS HE 1 F- 21
1.8 SitHiE  RHISPSS 13.0 85 H b 7 8
SHT, THEGRIIIIE + R (x + 5) T, 24
) FL R 2 L 2R 07 22500, PRI 7 22 55 1k 45
BN [R] ()R 56 7 7 AT 22 A AR I 5 ) g 7
DB, S 25 RE, SR SNK ke,
T ZEATERY, PEHE Tamhane’s T2, AP <
0.05 N ESAEGITFE L,

2 #X
2.1 REEBEPEAXRKENTNL AEH)S
$3XMR, REPOKEEIEFHAV R Z, R
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IR R L, SRR, AR,
WA S KA B HA KRR L, A
YL TFRIRIA], LI1E5 12 J5 IR 5T B B R AR,
AR R i — EL B 2 . 2 AT AR R UK
HEBEEE AT 22 5 (P> 0.05) . HARZERL L
*1,

2.2 FHERBRAREFHERMEAEZEAKEN
Ebs i A 2 A ) A ISR L B, AR
2H R FRUPR B (8 1 2 S ] — S0 BT

WM, MEMSRITE, REAEAK
A REAL, 54 FITF AR RINGE, EIRITINE
8 S T4 Hh BT YT A%, Z Y7 RR s AR I WAL,
HE5HRAALE, Z2R8A5IT¥2EX(P<
0.01), FHIT M S BT e B
(RTHE T A I3RS —E TR, LA
RV A R R R AITROCHERL, 225700
it E X (P>0.01), FARGE R L2,

F1 BHXBRAEATTHEREM LB

Table 1 Comparison of urine volume in various groups at different treatment time  [x s, mL-24 h"'( )]

5 AR R 1BYT 4 T 1RIT 8 A BT 12 )8
IEHAH 14.63 = 1.87(10) 19.05 + 3.45(10) 20.57 +3.89(10) 18.79 + 3.53(10)
AL 42.01 = 4.08"(14) 66.26 +8.09"(14) 68.27 + 10.897(12) 70.11 +9.427(8)
M 42.39 + 4.14%(14) 45.59 +9.55"%(14) 48.98 +9.30"%(13) 38.54 +7.36"%(12)
R A R AL 41.65 £3.97"(14) 46.39 + 8.53"2(14) 4721 +8.57"2(12) 35.36 + 6.05"%(10)

OP<0.01, SIEWHLE; @P<0.01, HERIA L

®2 BHXRAFERERREREBKFHLLR

Table 2 Comparison of 24—hour urinary microalbumin content in various groups

at different treatment time

[v+s, pg24h"'(H)]

4151 LA )74 A

T8 T 12JA

B 60.21 = 11.02(10)

68.23 + 12.97 (10)

RiEE] 664.82 + 73.86"(14)  1699.54 + 120.37"(14)
e 2 £ 643.44 = 84.29"(14)  1500.83 + 139.52%(14) 1271.21 + 146.94"2(13)
WEEEAA 65479 +£85.56"(14)  1459.67 + 148.87"%(14)

65.41 + 11.65 (10) 63.32 + 13.68(10)
1 886.66 + 124.927 (12) 2 147.48 + 169.85(8)
885.39 + 121.93"2(12)

1 283.81 + 169.427%(12) 942.61 + 148.75%%(10)

OP<0.01, SIEF4ILE; @P<0.01, SEAL A

2.3 BAXBUERE. BRE. BREMRE
PLERYELER RS 4, B R RN,
PRI e 25 G AR TR B A AR R E B T R,
R/ R LLE T, SIEW AL, ZRIA
Gt EE X (P<0.01); WA, WKEEH
A1 R AR BURE LU ELA PRk, SRR LA,

®3 BHXRERE. B

LGB (P <0.05), H2MNAZHNE
JoT /A BT A bE(E A kS AR W B 25 S (P >
0.05). HARZERILFES,

2.4 BRAXBRGSHALFZRALLE 120
J5, HEGL A5 R R . BIBIA K FUS BE & JE4
A, HMISNERRE IS 2, RITCRRRE; HEZX

RE. BRE/FRELENLLER

Table 3 Comparison of the body mass, kidney mass, ratio of kidney mass to body mass in various groups ~ (x +s)

24 5 B (HD) i (g) B (g) B bR B e LU
IEHAH 10 463.36 + 11.18 3.01+0.14 0.65 + 0.02
ALY 8 24538 +9.63" 2.53 +0.20" 1.03 £0.07"
A 12 284.44 +12.21"% 2.34+0.217 0.82 + 0.05"%
R A R 10 280.18 + 12.78" 227 +0.20"* 0.81 +0.05™

DP<0.01, SIEWHHILE; @P<0.05, @P<0.01, SRV
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B4 5 T B R AT 4L 44U HE Y Dl KR
UL, AR R AR . LA 1,

2.5 BAARBHRMBHAASZFEHLER 5
IEH A g, BRI RE A2 B B R G 1
BT (P <0.01), EEZHRAITE, HAIERHM
B LS R TR ROE AL s, S
i, BESARR, HER LGB (P>
0.05); ¥ EREHIRITIE, THAFE LN 'S
RIGHETH R A BEWE, 5B, HKE
SRR, ZRHASIEE (P <0.01), {Hi)
BT IEWHKF(P<0.058 P <0.01), EARLEHR
DL 4. 2 A R X RO B R R AR 4
Jr B B AL AU B R R TR A I R
11T 35 1 SRR P I R A T s U JE ek A
2.6 HRERBIAFMEAR Angll RIEKFILE 5
EF AL Ebde, ARG L ZUN Ang T FeikK

d. B AT
E1 SHEXKRERARAFRALEK(HERE, x40)
Figure 1 Comparison of the histological features of

renal tissue in various groups (by HE staining, x40)

F4 HAXRMLE. BARAEREEHLILER
Table 4 Comparison of the renin activity in rat plasma
and renal tissue of various groups [x s, ng/(mL-h™)]

PR EFE, ZRAFGIFFEL(P<001), &
WSS HE R BIRITE, Ang T Rk
WHEBHKE, SN, 2RE5¥FE
M(P<0.01), {HEABFNEFARE . HELHH
5 ¥ R BT UL RIPE IR RN ZHZU N Ang T 75 5 b
B, RS (P>005), HAKZER I
35, RUIE E MR KD R nT DL ks
WEDRIE B R R AR S8 SRR B 2 8 Ang TT A2 3
ik, MiME Z A VEH R TC B E 22 R

*5 |AKXRRME. BEHLAAng Il K FHIELE
Table 5 Comparison of the Ang Il level in rat plasma
and renal tissue of various groups (x s, pgrmg™)

o . Ang Il
ZH 5 () i T
R 10 379.37 + 44.45 7.23 £0.45
HAILH 8 71537 £51.417  10.07 +0.71"
GYieES | 12 530.45 + 74.65"?  8.63 + 0.56"%

MR 10 539.79 + 69.86"% 8.93 +0.51"?
DOP<0.01, SIEFHHLE; @P<0.01, SR A

2.7 BEHRRESEHAACEERREBRIZY
tb# W6, RT-PCRZ5RE/R: SIEHALL
B, RERIZ B 4 41 ACE mRNA A 0 W3,
ERRIK(P<0.05); 1ME KA S8 D a1
20 ACE mRNA A BRI H I B b, 25
WG E L (P<0.01), HEEBRBI4ACE
mRNA LB KT, ZRAE5FE
X (P<0.01),
ALY AL R BN . BRI 2450
HHIIETE ACE B aE . IEH AL /NER . I /N
Rz AR B /NS K N R A R P 34 T g
G35 3050 B R R B €8 0k A2 b ACE FH

#6 FHARBHALAACEEERZEBRIEMILE
Table 6 Comparison of the gene and protein expression
levels of ACE in rat renal tissue of various groups (x +s)

a5 R ——— — 15 gy ACERINA AR
EHA 10 8.18+0.84  6.30+0.74 EHA 10 1.01 +£0.17 15.20 + 1.69
EEITRIZ 8 17.04 = 1.12%  22.35 £ 1.08% FETRIZ 8 12.90 £3.30”  28.68 + 3.84"
B L 12 16.68 £0.69%  21.06 + 1.18% B LR 12 372+ 1.80"%  18.77 £2.947

W MR 10 9.59+0.71%%  7.79 + 1.20"%

AR 10 5.49 + 0.85"%% 22.06 +2.217%%

DP<0.05, QP<0.01, SE#HHAILE; @P<001,
SRS [

DOP <001, HSIEFHILE; @P<0.01, HHEMY
#; P <001, 55 ELRHHILE
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PEGL 8 ORI TR, KR4 BHPE R IR G R 4R
SN R B TIRITIE, ACERIEE
BRI 55, B MG INRAELE, B HIER
Ay, BRZERILE 2 ~ 3, fHEG e &
SN SIEWALE, BRI ACE ik E D
HEWZ(P<001); HEKZHHAME RS EHH
ACE ik i/, S, ZRA%
AR (P <0.01), HiERs ACE M i 4k
IEHY; MRS B HAACEEARE RS T
K2, Z5A50%E X (P<0.01), HikZ
RIZe,

B2 HHEKXKRE/NKACERERIEER L (REEHR
L%, x400)
Figure 2 Comparison of the positive expression of

ACE in rat glomerulus of various groups (by
immunohistochemistry, %400)

3 ik

3.1 ERRTHERFEESROEREM PE2
BEPRAG B VA T T s W A
PSRRI A K, EEZEAEM ., MEH) ., B=
HE, JCLIE R, - BREE (sl HiE)
= HIBZAE, By bR, i R R e G
ATF o SR THIBZIELEAE E, Aasm L
TS AT, SR, WA TTEE,
IREUE N 2, MilkJE B, ASLANE AT, [F
mF, TR ESRSRRE, WRAE, EABEA

d. R LS
E3 HHKRREERACERERZEBERLR(EEAR
=%, x400)
Figure 3 Comparison of the positive expression of ACE

in rat renal interstitium of various groups (by
immunohistochemistry, x400)

AR Tl B /N T i, B I TR DL
B, MIFT R, R—E =, KPR, L, 7
B2, YEE SR, RIS
QERZED-HE) ha: "SRR, mz
M, ARG, U, WICREN F15 " JFai2]
— AL B R (BB R —1: W, HE)
IR —IH A2, JE4R H BRI BB
fii.

HEANM IR, WRH, CREHR) 5
B RAER "R K", SO Mz,
MH “BRH, PRl o AOMRIE, ATTRRTRE,
Bt . ATRRZA, XAFDH, 240
BRI, “ANEREOCR, EHLZYT. [ R X
‘e BTN =EZ AT (BlAED)), “BERD
TEE " (CRFER)) o o T 5 oo U Tk
ANWZA + g2, Rz, =HEZH,
HICHA “HEMET AR ((Ra&)sl)) Bl
R, T oK G, oTREES . K TR KR
MR LB, iRz AE . B2 AL, B
. BRI OUESE T R REA RO
FRE IR . BATAEIOTTE o, & s R
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T BRI RO B, DAIOBE . PRI
2R 1 A AR A 0 3 5 Oy E R AR, R T
e R
—PAREZBRBG R, WRER HR
2, BATHR PR iR, nT ARG, By
FRAF 5T UESEH AT T il e, O A TR PR AR
M, BesiOHE & . O MR, AR Y
Ji, R T L GO R, A B A R
E R AL B AR P B R T TR s, FE T Y
X —1E F AT RE 2E — 25 i 5 E DRk ' e Y e
W, IR A A RS o X — I 4 ] e SRR
il 3 P S H A U o3 B PR i s Y A
S5, (EREENE, HRNEEHNES
FERAER, X — 25 B4R FHAA AT S0E A PR 1 5
WEm T, B AR kR, BiinEN
FRo PRI, ATERABIGY 8 B & 34 245550 o3 FAIL
i, I IR 2y 2k BB A A, Ak
Aot T B EEAENE PRI B s T 1) 1 AR A
3.2 RASEUBSHRFEBRMEXER  XIHEIRNE
WOIRZS T R GeME RAS AT SCHR A 54041 4 2R
T2 2 HE R, R0 EEA S
[, RAS%ay. M alJf Jo ek A58 A il . A i
FEINR, RS RAS 1T R B PR B s ir A 1) A
[ B B &2 A AH R AR AL, Wa B oE & SRAE BER A
PR 1 ~ 2 JA A s oK BRI 2 I 3R 2R
PEFT Ang 1 AKF- B T, AE 4 ~ 8 Ji J5 Hok P
W S R, fER, X RIOREX IE 5 SRR AR A K-
YRR e LA B S, e SR, K
SRS Rl R R B, BAE S A BB
JATBRAS, EAILLA MW, 50 miE A kEE
SFVERVER, A SR UE SR PR B e S
BRGANE RASA—E BRI FETRER, 58 RAS
B AN TEXLEIRES, BAE LI Ang T KA KT
i, T TR DR B R ok AR b S PR A
HAE S — RO F MRG0 . APF5EEE R &
B, HENRAA RSN B 3 H )5, KERIE
WHIBHLI N E ZETE . Ang I S ETHE, U
AR BRI B s Je 3, 0 B B2 B I JR 8 RAS #1 E
AAEDLATIRAS
3.3 HHIRAS BB TR IR SRR R B S,
HRBREFWNTRIER RN EWET RAS (1L
FEWOTE , AME R N R T, i AT AR AR

NSNS PN = R CA TR /N R 1A U
2 B NE 25 F4 RN T B8 AT M S T a4 1 i
T AREUE B 2E I — SR A DA TR A ek 1
75 T JR PR S it 2 AR AR I AT INBR N g, e
PR B B R IR, RAS BEIBRT 206 T
AR 2, Wt 2, AHXT T 58l i il G
SRR, T T ARAT I PRI v B R A A
Wegs, BRI RS EE 2 0k B S FLA R R 24 1
ANEHLHT, BIBELBE T RAS 3% — S5 B I v 30 7 4k
Bl SR 2, ANMHS T R4 1R 5 I3 3l 1 2 11
o L, BHWTERRR RAS B35 H e &8k
TE AR PR 5 R AR AR TR B, AL
RAS BRI IMAE Bk R IR (AGT) £ E R IMEH T K
M Ang 1, JEMIZE ACE BOVER T Kf# M Ang 11,
Ang I 53ZKE55 Ja KAFHEY) 2300

TATH L5 R W, 160 3 i 2 7
Jei, AR B K RIS RS AL T &
TEPEFE RSB, (ERAHR ) Ang IT S &5 B 3%
WA, [RIIREHE 20209 ACE mRNA 57 1 £k K F
AR AR BE AR . FRATT o007, ASAF5R 45
R REEN T, TTREZH FRRFERET
RAS b F3d E RO RAS , B EZ Wm0 ACE
Ik, i1 RE MU Ang T AL, fx
i b5 | e W 2R R el B R K A B, E I R
KT K R IG vEaE, (HR R AGT
AL Ang T, TIASBEFFFEL A AW TG L Ang
1. 4578 B M0 RAS (59T FUHL R A 2 i it
B Z-AGT-Ang | Hhiz4e, WM/EVEH T ACE-Ang
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