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[FE] B8R R AR (HCY ) & 24 I i X = B 75 5 09 K BUE /NVER R B0 i ( MCs ) 59 5 20 M J8) 107 &7 4t % 4 26
FH(FN) T B ol Z K8 (Collal) IV BZ R al £ IK4E (Coldal ) FER R LW . T iE R F b 24 17 245 3 2= 7 ik il &
EEG I A K RBEHL 28 0 B2 (44 T 2518k 10 mL-kg ') AR FUMERER (10 mg-kg™') 41 \HGY (10,5 g-kg ') 41, FE4H 4%
10 H A HBMEE A2 R ,ESS3 dJFBCRRIMTE . 2 HBZY-1 0 bk 473286 , 3500 5 41 :10% 25 H MG 4 i b + 10%
25 LTS 4 L + 10% 46 5 s R 2 24 1M 75 20 (10 mg-kg ') (EiBE +10% HGY & 25520 (10,5 g-kg™') o 4IfELL 2 x 10°/mL
FERT 96 FLANMIIE IR MR b, 43 0 T 25 W AL B JS 24,48,72 h i), R JH CCK-8 w4 I MCs 45415 00 s M i L 2 x 10"/ mL 4% /b
25 em® UHIEE SR, T 259 T 15 48 h i i 45 40 M, 43 90 5% A 9 =X 40 B R A6 0 40 A ¥ 399 42 4k, real-time PCR J7 ¥ K FN |
Collal J¢ Coldal mRNA f3Ei5, &85 10% 25 M iH A L, w50 (30 mmol-L™") fE#5 55 MCs 354 (P <0.01) , 3 figflf
G,/G, W20 He 0> (P <0.01) ,S i LGl (P <0.01) , fiE s {f MCs qu FN, Collal,Coldal mRNA ik B B 7 &5 (P <
0.01), # iR &2 M T WAy 48,72 h i), & & 25 M iH 4l MCs ¥ 32 8 — JEMR, A G /S BT, I o BRI o A T
MCs 1 FN, Collal,Coldal mRNA ik, 5 &8 + 10% 25 (1 1l 3 41 ttﬁi,ﬁ-ﬁﬂﬁ‘ﬁ?fﬁ(P <0.01 8f P <0.05), Zit:
HGY & 24 M 35 nf i K B MCs 76 S BE IR IR T & 28 G, /S IWIBH W , 30 il JL 36 58, FLAL ) 7] e 5 8 4% FN, Collal A Col4al mRNA 3%
KA K,
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[ Abstract | Objective: To investigate the effects of Huihui Gansong Yin ( HGY ) on the proliferation of
rat glomerular mesangial cells (MCs), cell cycle, fibronectin (FN), collagen type I alpha 1 (Collal) and
collagen typelV alpha 1 (Coldal) induced by high glucose. Method: The serum containing HGY was prepared
by adopting the method of serum pharmacology of TCM. Rats were divided into the blank group ( distilled water,
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10 mL +kg™'), glurenorm group (10 mg +kg™'), HGY group (5, 10 g kg '). There were 10 rats in each
group. At the end of the 3" day serum was obtained. HBZY-1 cells ( MCs) were divided into 5 groups: 10%
blank serum group, high-glucose + 10% blank serum group, high-glucose + 10% serum containing glurenorm
10 mg -kg ™', high-glucose + 10% serum containing HGY 10, 5 g +kg™'. MCs were cultured in 96-well plates
(2 x10*/mL). After 24, 48, 72 h incubation with above indicated administration, the CCK-8 assay was used as a
qualitative index of cell proliferation. Another MCs were cultured in 25 ¢m® cell culture bottles (2 x 10*/mL).
The cells were harvested 48h after treatment. Cell cycle analysis was performed by flow cytometry. FN, Collal
and Col4al mRNA were measured using real-time PCR. Result: Compared with 10% blank serum group, high-
glucose (30 mmol -L.™") induced obvious proliferation of the MCs (P <0.01). High-glucose induced decrease of
cells in G,/G, phase (P <0.01), but increased cells in S phase (P <0.01). High-glucose induced high levels
of the expression of FN, Collal and Col4al mRNA in MCs (P <0.01). The above indicated administration, no
matter for 48 h or 72 h, suppressed high glucose induced MCs proliferation and arrested with the cell cycle at G,/
S phase, meanwhile, attenuated the expression of FN, Collal and Col4al mRNA in MCs induced by high glucose
(P<0.01 or P<0.05). Conclusion: The serum containing HGY could arrest with the cell cycle at G,/S phase

and inhibit the proliferation of MCs induced by high glucose. The mechanism is likely to be related that HGY

suppressed high glucose induced expression of FN, Collal and Col4al mRNA in rat mesangial cells.
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B JR 9% B 9 ( diabetic nephropathy, DN) X F§ Sl
5 PR B /)N Bk A AL A L 2 85 IR ((diabetic mellitus,
DM) 3 B2 A0 o 1 A4 9 e =2 — ", 3 A 5 B g A
I N A M AP 3 R (extracellular matrix, ECM ) 3% i1
FEF /NER 2 40 ( mesangial cells, MCs) }4 40
MCs 7E DN ¥ % i Hh e 45 22 19 4E HT B BE & 0
3 WA 22 b AN A0 B B A 1, X /DN 3K 4 1 A R SR
B AEAE AT, NER[E AT 4z — . DN RLI,
MCs 3§51, I iy 1 5 BOE /N BR I8 G 238 A0, Bk
(i B4y . [l 8l H # 7k (Huihui Gansong
Yin, HGY ) Jg 5 F [a] 1 B 2 < PO Pk 2 46 ) B8, M
It BN AL 25 A WU, 7 [0 R B 2 25 AR
ClBlE 2y 77 ) 7 AN L7 B b, 36 ke 60 &
2571 FIRCE ARNT 9 CHAR ) LS (R ) B
I (T A ) o] A B 28 o) BB R (T 4 ) 55 13 IR 25 )
A . HGY Al AR K BRI i g e B ok 1
FIKOF A7 2k 36 3 DN R U I 1 el A (R
HARHLEIATE . A S5 i WF 58 HGY & 24 1L X
FME SRR MCs S 58 A0 M R 0 K | B ol &
fK%E (collagen type | alpha 1,Collal) IV B «l
% K4k (collagen typelV alpha 1,Coldal) K 2] 4 % 43
HH (fibronectin, FN) J K 3 3k 49 % Wi, K157 HGY
TEVR YT DN g/ F AL
1
1.1 s (@R MEY: Sprague-Dawley (SD) K 30
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H, f&H 180 ~200 g, SPF 2%, Wy [ 4t 5t K 2% = 2 ¥
SIS B ) B AEH, VE 0T IE S SCXK (5¢) 20110012,
S KB A R FROK .

L2 ZffakR  RBUCH /D ER R 40 i Bk (HBZY-1)
W 3 v [ B2 2 ) 2 e B it B2 2 0F 5 T ik il B 2 200 i
Fruly, SR 4% 5 3111C0001CCCO00375,

L3 23y 5ulHR  HGY mftaE i (HAR) 5
WA (AR T ) B I () A ) Ba) A A 25 R AR (T
) BT (RAEE ) BRI (R 8 ) 45 13 BR 25 W) %
WIS BC LL 2, Jr v 4 25 v 22 T R R R g h B
e % JF W O iSO MR (& A I S
201310205739. 1) , M4 AR08l 4 =22 1] 44 44 3 1 AR A
SR SRR B LR bR THIRC R R AR SO i, 9 430
B R e A 2y i R e o 1,0.5 g+ L7
F 51 MR ( Glurenorm ) , b 5% 3 # XUES 25 )M A R 53 4T
AR S 1120536, 254 ik W E 1 mg-L7'
MEM-EBSS % 5% & ( 3£ [, Gibeo A ] ), Jf 4+ 1 3
(£, Gibco 22 #] ) , Cell Counting Kit-8 ( CCK-8) iz
5 & ( H 4%, Dojindo 2 #] ) o TIANScript RT Kit ( #1
E R AR A RA R ) . SYBR FAST qPCR Kit
Master Mix(2 x ) Universal ( 3 [E Kapa 2\ #) ) .

1.4 {28 SW-CJ-1FD BI 4 T AE & (b 95 0k
AL E ), S804R R IR il v R B 0 L ([
Eppendorf 23 & ), XP205 43 #1 K F ( #i + Mettler
Toledo ) , FlexStation 3 %l £ I)j it B Fr {X ( & H
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Molecular Devices 2y 7)) ,CKX41 {3 & #H 2= 1 fik 45
( HA Olympus 22 7)) , Allgre 21R 5 3 & 7 B .0 AL
( 3£ E Beckman /2 H] ) ,BioSens SC 810B # i il 1% 1%
(Bl a B2 A A IR H)) s NAS99 430l %
it ( 2 E ACTGene 2 ), ABI7900HT 5Z Hf 72
PCR AL (SEE ABL AW]) .

2 FiE

2.1 SHMiE M E A @ERMEE SD KR 40 H,
A 180 ~200 g, FEHLA>Jy 4 41, B 25 1% BRZH (A%
51 WM (10 mg-kg™') 41 \HGY (5,10 g-kg ™' ) 4 %%
10 H o ¥ 50 W R 5 24 17 240 A HGY 25 24 IfiL i 2H K
BT TR i) 4% BECRRL I R £ 1 45 2, &S 1 IV 2H
BTSRRI ZERK  BRAEA 2R, ES3 A, T
AR5 1 h 5 el kL, 250, Bl i , 56 C K
% 30 min KOG AR, o UE BR W R, 9 K R AF
F -20 C,

2.2 QMEEFE RS 10% B4 i3 1) MEM-
EBSS #5325, T 37 C 5% CO, 18 A B 35 = 46
HRLRE IR SR .

2.3 SR MEHCHBZY-1 %5 3 ~ 8 Q40 M k4T
S IS R 5 A D10% 2 HILTE A AT 10% =5
1% B ZH R BT s @ i + 10% 25 (VS 4 45 7
30 mmol-L ' #j A + 10% 25 (X B4 KB IMLE ;@
FIWE + 10% 4% 5 v R 45 245 1003 (10 mg-kg ™' ) 41: 44
F 30 mmol - L™" % 2 4 + 10% 4% %1 M il (10 mg -
kg ™) 4K BTG s @ % +10% HGY & 24 1fiL 35 (10
g-kg )44 F 30 mmol - L' 4G B + 10% HGY
(10 g-kg™ ") 40 K BN ; © @B + 10% HGY & 24
Mg (S g-kg ") 2H :30 mmol - L~ 2B + 10% HGY
(5 g-kg ") R R,

2.4 P ibEE FEAH MR K E 80% fil A B, R H
0. 05 % [FRT I At , il B 40 M 2, AR 48 HBZY-1 A= K
MIZR 4 B 42 18 2 x 10°/mL (1) 40 i % & 3 fb S2 36, T
37 C 5% CO, fE K% 24 h J5 W G, ne i
A4 1% 1 MEM-EBSS % 35 W ,37 °C,5% CO, fa & %
77 24 h MHAIMIE 20 T G, W5 IRl 2B AR S K 20 B o
RS R IR IR O R AT T, T S AR
Bk H & A KBRS Y MEM-EBSS $ 3% J 55 5%
TERG SR 45 R T 8 W s T A B S .
2.5 FZHIMIE A MCs SEFHM W 401 LL 2 x
10%/mL % J& 4 Fp T 96 FL 40 i 1% 35 Ak L=, 45 4L 100
pL, & 10 NEALEE . PS50 5] T 25 W b
PRJE 24,4872 h Z59ER R 5 LWL BALINA 100 pL
CCK-8 ik 7,37 C 5% CO, &l K W J , T B s AL ()

SE P 450 nm, ZH P 630 nm) WG (A) .
2.6 AU FEMAI 40 LL 2 x 10°/mL % FF 45 Fh
F 25 em® QUG IR, A S MEE . FB Lt
PUE Z M ER 25 P hb PR e 64T T 7 48 h 5,k
SN EH ,1 000 remin "B 5 min, F EF,MA
i 70% & B [ % 32 7%, 1 000 r+min ' B0 5
min, 3R 35, PBS ¥:9%,1 000 r-min "' B.0> 5 min,
HE 1IR3 LW, 0 m A 100 pL RnaseA,37 C
7K 30 min; BEEHTA400 pL PT 43, 8OG30
min ; Y S AR MCs 7545 48 M 5 483 ( G, /G, L S,
G,/M) T 5 B LL ), 3 BEAT e T o0 #r o
2.7 FN,Collal } Coldal mRNA Ay 41
ML 2 x 10*/mL % B 426l 25 om” 411 i 85 F2 M
B S MEE , WA IS, 4% IR R 25 ) 4 B
TP T T 48 b, WA A, T S e
Y E B B S M 4 & W (real-time fluorescence
quantitative polymerase chain reaction, FQ-PCR) ¥l ,
F Trizol 34 32 B 40 i 5 RNA, F1) FI 48 41 43 % 0% )% 1
I 7E RNA ¥ B2, 1% Bl w8 BE 0 Uk, WL%¢ 18,28 S
et M E RNA 28 M, ST pg B RNA 3
17 B S RONE, 986 5E B K I N, Collal K Coldal
mRNA £k /K F. F H Primer Premier 5.0 #% {4 %
HE1Y, 51 F AR 1, OB Z&F:95 C 3 min—
(95 C 3 s—58 C 20 s—77 C 10 s) x40 1~1F#H
(P 2 ) —95 C 15 s—60 C 15 s—95 C
15 s(A i i th 2 ) o i 2 M & Il CT {8 (%€
JCAE 5 B 38 B 19 A I i 28 D 19 08 PR 80 L R
27 NI T A% 5 DR A T R R R 3k R B L
NS BE R EAT AR G i, DA% B R TR o IR 20 v i 3k
KX B TE B & A A0 b B B AACT B
AACT = (CT 0 = CTyspy) FTIAL = (CT g0 —
CT yy sy ) R RREZH ARG 25 10 0F B 2 6 DAL 1% AF X 6
ARy 27
2.8 ZiIrE TABIEYIRA 2 £ Ron, N
SPSS 17. 0 it B4 47 73 Hr , 2 4 18] L Bk 1 A
2R J7 22 00T, J7 2255, R ) LSD kg 6, J5 22 A 5%
i), % Tamhane’s T2 #55 ,P <0.05 o EREA
BEE.
3 £R
3.1 CCK-8 LAl HGY 5 24 Il 1E X /& 5 175 3 1 K
Bl MCs ST I 2 3R 2 AT UL, 78 A R0 i 24,
48 h 1 72 h i, EEHE + 10% 23 [ I3 25 200 i 39 5 1%
L5 10% =5 HILiE A A H, BAT B 22 5+ (P <
0.01), 5&Eh+10% =5 [ Il ig 4 b, & 4 254
- 137 -



#5120 B4 4 ] v 5 0 7 7 2 Vol. 20, No. 4
2014 42 H Chinese Journal of Experimental Traditional Medical Formulae Feb. ,2014
£1 37 TET T 24 b iwF, MCs 58 581 D0 R DL BT 8 22 5, 136

W] Jt B ek 18] LA e 4 9 00 fE R O 325 7 T HiEg 48 h

. ) PR E
WWIER 3I&F FIMFHI(S'3) o 72 h W, 10% HGY & 25175 (10 g- kg™ ') 20 Al
5 A~ = . -1 k52
FN FN-F CGACGGGAAGACCTACCAC 142 10% A% 51 v i 35 2510075 (10 mg-kg™ ) 4 MCs 2952
FN-R ATCGGGACTGGGTTCAGC B —EFREH], MCs BT 5N 558 +10% 25 [
Coll al Collal-F CACCTATCACTGCAAGAACAGC 168 mlijﬁaéﬂiﬁ_ ﬁ%(P <0.01 ﬁ P <0. 05) . )H,%:émﬂﬁ
Collal-R  CAAGTTCCGGTGTGACTCGT [ - N N
CoMal  CoMal-F  GCCACCATAGAGAGAAGCGA 164 A 3 TR AEZ5 ) T TG 48 b, 10% HGY &2y
Coldal-R  GAGGACAAGGAGGGAGTAGCA M3 (10 g-kg ™" ) 20 MCs 34 58 410 1 2R d5e e, 410 1 &%
rtACTb  rACTb-F  GCACCATGAAGATCAAGATCATT 172 PRy
o
rACTb-R  TAACAGTCCGCCTAGAAGCATT
R2 HGY £HMBXNSHIFSHAR MCs EHERM M (x 5,0 =10)
A450 nm
26 5
24 h 48 h 72 h
10% 25 (4 1035 0.551 0. 083 0.871 £0. 087 0.937 £0. 158
EHE +10% 25 [ 1M 0. 862 0. 096" 1.401 £0.079" 1.469 +0.107"
BB+ 10% F5 %) W iR 2 25 10035 (10 mg-kg ') 0.774 £0. 148 1.111 +£0.172% 1.314 £0.112%
EibE+10% HGY 2251035 (10 g-kg™") 0.761 +0. 129 1.018 0. 161% 1.233 +0. 168
B +10% HGY & 251035 (5 g kg™") 0.797 0. 128 1.230 +0. 136> 1.363 0. 104

5 10% 25 (LS4 "D P <0.01; 5 &8 +10% 25 (LS 4L LY P <0.05,2 P <0.01(£ 3 ),

3.2 A ARKT I HGY £ 24 I 35 X &5 % 5 11
KB MCs 4 A B2 5 109% =5 19 1L 4 1
B EAE +10% 25 (Vg 4 G,/G, 1 40 i H i) s
A0S BN L B, B B EEER (P <
0.01) ; 5 /M +10% 25 F I 15 41t #,10% HGY &
25135 (10 g-kg ') 4 G,/G, W40 L9 39 hm (P <

#3 HGY aZMBEMSHEESHKER

0.01),S I 40 g b 45 36 /b (P < 0.01) , $275% : 10%
HGY 5 2 1fiL 35 (10 g-kg ™" ) A fiff i1 W 4% 140 34 5 (1)
MCs &4 G,/S HHFH#F , T Hp il MCs 38 58 ; 57 16
K, 10% HGY & 25134 (10 g-kg ') 41 S 1Ay 41
J L 45 B A F 10% H %) v R 5 25 13 (10 mg -
kg )L H T H ORI B S,E 3,

MCs 4R B #00 (x £5,n=5) %

28 51 Gy/G, W S 4] G,/M 1

10% 25 {4 175 82. 538 +4. 063 8.846 +£2.032 8. 468 £2.435
FAE +10% 25 (L 72.484 +3. 494" 21.704 +2.376" 5.812 +1.470
EBE + 10% 1% 51 M R 2 25 10055 (10 mg-kg ') 78. 850 +4. 4797 14.008 +3. 147 7.142 +1.354
EBE +10% HGY 225135 (10 g-kg ') 81.344 +£5.434% 10. 582 +3.909% 8.424 +3. 164
BB +10% HGY & 25135 (5 g kg ™) 76.212 +2. 854 16.566 +3. 106 7.222 1. 832

3.3 SN FOLSE B PCR A2 K Bl MCs it PN,
Collal } Col4al mRNA )35 RNA F=¥ L 5K
BREE LK L 18,28 S A I T, ) RNA 52
# TR . M FN,Collal J% Coldal ¥ ik i
AR T BT 7 I3 90 B 5 DR L
YHE T o RN LR 1 — | 8 e, 2 0] St
FEESE B PCR SR, 170 AT B 9 4 524
BT B 7R FN, Collal % Col4al RT-PCR j=#) i) 1%
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fiff 1 2 e (B — 0], U B TE 51 W) — R AR e AR R 5
PEY 3G S IR 25 T

5 10% 75 (1M 4l = b + 10% 25 11 1V
41 FN mRNA F£ik BB E T (1 £0.108), (1. 607
+0.168),(P<0.01)]. Sk +10% 25 (4 L7541
P, 45T 10% H% 51 s i 75 24 1175 (10 mg-kg ™) K&
10% HGY & 25 135 (10,5 g-kg™') T HiJ5, FN
mRNA 33k 5 W] B REAR, 4300 (1,379 £0.159) ,
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(1.281 +0.164), (1.346 £0.161), (P <0.05 =%
P<0.01), WA 1,

5 10% 75 [ M35 41 L8, Sl + 10% 25 19 1 W
4] Collal mRNA £k H B E T (1 £0.121),
(1.952 £0.074) ,(P<0.01) ], S5k +10% 25 14
L35 4 #2457 10% K& 51 W 55 25 1l %5 (10 mg-
kg™') B 10% HGY #2513 (10,5 g-kg ™) T HiF,
Collal mRNA Fik & I ZEAG, 25~ (1.561 =«
0.094),(1.431 +0.111),(1.607 £0.110), (P <
0.01), W& 1,

5 10% 75 M3 40 L8, Sl + 10% 25 19 1%
7H Coldal mRNA FEXEREI [ (1 £0.161),
(2.243 £0.193),(P<0.01) ], S5k +10% 25 14
LI 20 L3 L 45 T 10% A% 51 0 i 5 24 1L 75 (10 mg-
kg™') & 10% HGY &1 (10,5 g-kg ™) T T,
Coldal mRNA FILE B ZEAML, 25~ (1.767
0.227),(1.570 +0.180), (1.820 +0.130), (P <
0.01), W& 1,

3

O10% 4
25 By

w EEH10%E A M A

N

24 | EH+10% HGY & 25 1L
i (10gekg-1) 4L

@ = Bi+10% HGY & 24 1fL.

1 (5gekg-1) 4l

mRNAM X % &

g
W

(=]

FN Collal Col4al

HIE#H R4 " P <0.01;
SRR Y P <0.05,% P <0.01
1 HGY 2#AMmMBFENBHEFSHAR MCs H
FN,Collal & Coldol mRNA B9850 (% £s,n=5)

4 itig

DN J& DM 32 % ) & i 2 —, v I 2 5k
DN A2 & 4% ) e B 2 WHO $f 75 5 B8 SR
P E RNz — . I
AR LA £ T BF 58 T LA 0 2 480 A4 7 3800 I, ol 3 1
JINER HE R TS % JE 20 B A 4800, 20 R A AR
H 5 HGY JAY7 DN [ 25 30 FE FIAH L, i 16 A BF 5
B FH A% 51 s T 04 SRy B ME X BR 25 . MCs 76 DI (i 55 341
e A v ) SRR 1A T AR S A AN 5 I R
TR e s e R TR LR A 4 M s O MCs 4
B DN KA I FECR 2 40 i 1 4 B % JE
SRR T S N ER B AL R E R PR, A
BF5E @ 4510 R MCs BB B 2% A BLRL, X 54357 4

DN Wy Bjih 5 i AR EEE X,

AHEGE K B - Ml AT LU AR B MCs 1 38 58, 7 45
T HGY F 251G T WU , = BB T /Y MCs 19 58
WG I BEAG, BLAE TR 19 24 h B, 3222 % B0 = b
R N R DL B S A8 25 1 PR 5 AR T BUS Y
48 h i, MCs 1 il 5 fz ey, 410 M %R e 40 A
S 52 J] 40 VR4 1 A R 2 A R S0 B TR
G, /S AR, 2 7% A 4 R IE O 3 o i JR H 40 i
91 5 22 4t S A BEL A & A2 AE G,/ M OGR4 LK BE
(AR R/ (IR . Ll ¥ SR E BT BUR = Wi, 0
Rl £ AR WL HGY 5 24 1fil 7 % MCs 41 it J&] 19 174 34
AR 250 % 0 HGY 32 %238 o i & B i S S 14
T MCs A G /S JIRHL T, 8 75 40 it S 9, HL Rt
HGY e By T , BEL A A FH k2 o

DN iz W] (i 14 g B 200 28 2 W /N Bk AR IR IX 9 5K
B /IR R JE B 5L B /N ER A AL, T R AL T 8
SEH T 40 M A & B (extracellular matrix, ECM ) HE
RO L, R, R BT ECM BR300 ik
JEPH IR BREZE DN K Ji 3 2R 3 B i 10 A7 S8R AR
ECM f) 3= 5 4 /2 21 4 % 2 & H (fibronectin, FN)
MK EEE (collagen,Col)““O FN H A& 4545 4 4
HH HFHEEATT R EANER . EEWE
JIE2H 2 3Rk i AR, AH TE T B /N BRI 19 A K
R AR FN B /AT A, F HiX — A2 e
IR B, N Oy o 0 AT G Ak N R Ak ) B S
PIZE L B B0 500, BT ECM 9 I i 1 1A
I BRIV Y g B 1 o 3 AR S 30 8 ] Collad K
Coldal FEATRM . BT DL, B IA M FN A Col BE#K
L i H Uy ECMHEFRAE B0 , I BE A D 5 5 VB /N BR A A
M FR . AT R B HGY & 24 103 fig W
B AR EBEA S 4 F T MCs f FN, Collal , Coldal
mRNA Fik&, HEPT FN, Collal ,Coldal F:NF
K7L, B A 5 A% 5 A R S 24 0003 B VE AR Y X AT
Rt JH A1 o) 200 3 4, 9 4 200 L 300, D s 2 44
AP JE O RS , PR 4 B /N R B E B AL 2 —
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