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i JE w1 R T P UL 26/ BLCLER 4R AL e

b HE THF O EMR KIFE
(P kFhIE=ERILE, #d ki 410013)

(HE] BH %t it oz (vMe) DMROIFAAEER ., F3E 72 2 BALB/C /)
FIE AR A0 IR . RERZAURN T TAL (n=24) , XJIRAL/INEUE IS S Eagle's JEFR0, FEBIZH AT T2 NS
TSR BE AT EE B3 FEar VMC RS, T IATEAE T #hJE vl AR B (A H 200 mg/kg ) , ZERRZA 252 UM RIT— K.
SRS 7. 14, 28 d SNBSS AR A 8 FUNRLOLALSY, F70RARS — BHT UL (A Masson 4 (LIRS
PHMEAY; FE s AR R e (O IE A ( MC ) 385G RT-PCR J2 Western blot Al 2545 20 21 4= K K7 ( CTGF ) |
I BB JREE T (Col 1) 19 mRNA KR FFRAE; I3 X% CTGF mRNA 5 MC #14UH1 Col T mRNA 3k ik4T
T GER AW ]SRRI L O WU R SR TR A B s xR, ihJe Rl T-HUS FEAIS ( P<0.05) .
AR MC 148, CTGF il Col | mRNA K&k [ )33k TX R4, e "l RE T3 Bk, (245 m T-xF i
(P<0.05) . BEAIZH 7d, 14 d WO WL MC 31405 CTGF mRNA 2 IEA5E (r=0.439, P=0.049) ; R4 7d,
14 d B0 AL 2T CTGF mRNA 5 Col 1 mRNA £ IEAISE (r=0.646, P=0.007) , 28 d Bl 7RE IEAHE (7=0.326,
P=0.031) . #5it e mRF T REE S AMH] MC 193REE . (K CTGF F1 Col T M9FRIL, W VMC /MR ILEF4EAL
BN [ PELSRILRIZE, 2016, 18 (5) : 446-454 ]
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Tranilast inhibits myocardial fibrosis in mice with viral myocarditis

WEN Chun, XIE Gui, ZENG Ping, HUANG Lin-Feng, CHEN Chun-Yuan. Third Xiangya Hospital, Central South
University, Changsha 410013, China (Chen C-Y, Email: ccyzdh@126.com)

Abstract: Objective To investigate the effect of tranilast on myocardial fibrosis in mice with viral myocarditis
(VMC). Methods Male balb/c mice (n=72) were randomly divided into control, VMC and tranilast groups (n=24
each). In the VMC and tranilast groups, the mice were infected with Coxsackie virus B3 (CVB3) to prepare VMC model,
while the control group was treated with Eagle's medium. After modeling, the tranilast group was administrated with
tranilast [200 mg/(kg-d)] until the day before sampling. On days 7, 14 and 28 after CVB3 or Eagle's medium infection,
heart specimens (n=8) were taken and examined after Toluidine blue staining and Nissl staining for counts of mast cells
(MC), hematoxylin-eosin staining for myocardial pathological changes, and Masson staining for myocardial fibrosis.
The expression of CTGF and type I collagen (Col I) in the myocardial tissue was measured by RT-PCR and Western
blot. The correlations of CTGF mRNA expression with MC counts and Col I expression were analyzed. Results The
myocardial pathological changes and collagen volume fraction in the VMC group were significantly higher than in the
control group at all three time points (P<0.05). Tranilast treatment significantly decreased the myocardial pathological
changes and collagen volume fraction compared with the VMC group (P<0.05). The mRNA and protein expression of
CTGF and Col I increased in the VMC group compared with the control group, and the increases were reduced with
tranilast treatment (P<0.05). The number of MC was positively correlated to CTGF mRNA expression on the 7th day
and 14th day (+=0.439, P=0.049) in the VMC group. There were positive correlations between the mRNA expression
of Col I and CTGF on the 7th day and 14th day (7=0.646, P=0.007) and the 28th day (7=0.326, P=0.031). Conclusions
Tranilast may inhibit the aggregation of MC and down-regulate the expression of CTGF, relieving myocardial fibrosis of
mice with VMC. [Chin J Contemp Pediatr, 2016, 18(5): 446-454]
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i 5O LR (viral myocarditis, VMC ) Jg& )L
BT RO MR B B UL O IV R 2 — o AT
# EE B3 (coxsackievirus B3, CVB3) & VMC &% £
TR R, IRPR | VMC 38 28005 B, 3
oy B AV R BRGL REORSE, WA RE g
PREGY, AR A O LEF4ifl, S8 ik B0 WL
124 VMC ZHRPLEI AR 58 2 W, I8 CRsanyT
Ik e al R — R R R 2y, A4
AT 2 e SRR /N B UIE KA ( mast
cell, MC) BH . #] TGF-B1 FIEHF & 0 #k,
S DAL Y, SRR RS AR 2 K
K+ ( connective tissue growth factor, CTGF ) 5
G E A A & A R . AR ST g T
VMC /NSRS, i E FIRRRT VMC /N,
O WU MC T A CTGF b T BY g5 2 A
(type I collagen, Col 1 ) B9FRIL, #E—L4ETh
JEFRETE VMC /N RO LT A b B9 VR I
1 MRIERE
1.1 K MARE
il B 4 375 T 4 4 JE IS Al i vE BALB/C /)N R
(AT 17.1 0.7 ¢) BRI RFMAEE 2= B sl
HRHEHE, TSR T SPF MR, B0 CVB3 Nancy
PRI AS SR 2 S R AT
1.2 EFEikH

e vl AR T E 25 R R AE I 25, CTGF .
Col I 5191 nt ki B VIRHL A vl Bk, i
SRR W T Fermentas A ], f#di/MR CTGF —
Pl T2 H Lifespan A, fdi/NER Col T —4iil
T3 Abcam A H], YU H TR LI Y)
ol
1.3 ¥ dE

72 2 BALB/C /MR SE 4 BEHL I J9 0f BR2H | #64
RUZAAN TP, Bl 24 Ho shPpml i sy Jr ik
e =370 4
1.4 #RARE

DUREEEF H S 0d, #R4E VMC EAERER
SV T AMEIFE T, 3 T RS Y 7.

14, 28 d MXFHRZH | ARAIL] | T T4 BEMLBRE 8
FUNR, Wrsiab s, FEM OO E, O BEPRAS 43
24y, —1n 1 PBS S2 MG RS TE 4% 2 R
B e, K. B, R [, fl&d
LY I TIRBRS AR A s I3 — i A Y EP &
PRAF7E -80 °C VKA, H T RT-PCR Fll Western blot
Kzl CTGF . Col 1 ) mRNA M8 FHIYH#KIE,
1.5 fHFEZFEN

WHLTRANE - OH4L (HE) e, Sehs s
DL SUR B AR, I3 30 LA U0 ELA 43
ok BAPRARMALER S5k R, &ikY)
FBELIEE 5 AP, T35 5 LT rh 48 5 20 it
RV RN IR B DX Sl T AR5 RS TR AR 2 e T
Srbaife: THLRRAE T 043, AR I <25% 11 1 47,
25%~50% 112 4%, 50%~75% 1 3 43, >75% it 4 4%

Masson — A 4e (0, 55 T WL LA 24T 4
IR A SRR (CVE) o 18RS
% CVF= IR / ST x 100%.
1.6 BBEXZAREITEL

WY R, WORRGE MR EE e (0, S
TSN K AR MU, R ARASBEHLE R 5 5K U] F
Tk PR LSS 5 A e Ay , A K4 i,
HBOFHIME
1.7 RT-PCR % # il CTGF & Col | mRNA &
ix

TCHE &M T HEBUNRDHIAIZUE RNA, R
W SR & A B cDNAL 515 L& 1, PCR
KR R 20 pul, ) $5 ¢DNA 1.6pl, 2 x Taq
PCR MasterMix 10uL, b F ¥i# 5] # 45 0.5uL,
Nuclear-free 7K %M JEARFL % 20 uL, CTGF mRNA &2
IS5 95 CHZSPE 5 ming 95°C7A5 1 30s, 58%C
ok 30s, 72°CHEH 30s, 3£ 30 MEH; 72°CH
FEH 10 min, 4°CHREAF. Col I mRNA S &5 14
95 °C il 7% P 5 min; 95 °C 484 30s, 57.5°CiE k
30s, 72CHEfH 30s, 335 AEHR; 72 C FH LE i
10 min, 4°CHRA7F. PCR =917 1.5% SR HEEERE A
Pk, 110V HE FHIK 30 min, SR SRR B UK 8%
RGMEL, R LIHMEEE S 5 NS HE KA
JREEEM RS, LR EE 31K,
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&1 PCR3IMFIIRKE

KE

EIE7E2R N (bp)

GiE7 2]

CTCE 3%+ 5-GTGTCTTCGGTGGGTCGGTGTA-3'! 26
Y N : 5-TTGGCTCGCATCATAGTTGGGT-3'

ol T ¥ : 5-AACTTTGCTTCCCAGATGTCCT-3' 230
’ T : 5“TCGGTGTCCCTTCATTCCAG-3'!

i : 5'-CCACAGCTGAGAGGGAAATC-3'
B-actin N 108
T : 5'-TCTCCAGGGAGGAAGAGGAT-3'

1.8 Western blot i£#&ill CTGF X Col | 8%
ix

T 2 T HEBUN RO IS B EH, BCA
PN E B T | 145 10%SDS-PAGE 43 B e H ik
HL % 2 PVDF %5 5% RS 2 W55 & T #5641 3 h,
IN—HF 4CHE LR, VE A b EgE
1 h, BERESHIECHY ECL & GCHH T PVDF B |-,
B BAZAUSAG IR OD . 255 HME N
5 N2 Bractin £5715 1 OD [LIE R, S E
23
1.9 Sit=aHh

K H SPSS 19.0 e it st S i B 1 142
0T, THETERIAIIE + frifEE (Rxs) £
N, ZAE R R R T 2200, AL
FLAR T SNK-g A6 56 PRZELI] HL R A £ 4646
FHES MR Pearson FL2EHH KL R E M1, P<0.05
FZERAE G L

2 %

21 THEEIEE

AL AR TP IO/ INRBET S, R AIST .
X IR /N — IS T, JC SR R BN A
TG CVB3 Jm, B B 5
WA, RE, P BOABR. B SRES
MG, TP F R AT e, AT Fn T
T /N L ST AT R E] CVB3 mRNA, X A#
/N LA Z N AR (E 1) .
2.2 AALRRENE

HE Y (e ] W02 31 %55 B8 ZH /) B O JULAH At HE 51 R0

W], 355, JEAIER, O WLELE K 48 F K D
PMEANMIIRNE , BRIZH 7 d IR IREE L LA K
Jib 0 40 R AR A SR AT, 0 L A ) PRl B O JULTE]
AR T Z R AR, DAk e Al il 3
14 d BhD LGRS E, AiHESZ=EL, T35k
IR 3 Vi v I 19 | =B i 5 I TR A e B
Aedift; 28 d B, SO JLILAE ] BBl A fa) o AR ok
WA TEANNE, BT WL KR A LT AN, T gl 45
s [) A8 R P A R ZH 5 AR B ZH /N RO L
FGERRLY A 0, T4 A a] 0 LS B AR 224
FIRIZHAR (P<0.05) . VL 2~3,

Masson — {0, 4% (0, 1] Y £ 21| £ B[] 25 %] FE 2H /)
SO WL I A ) T R ) J3 i /0 L T 4 ) g D 2 4
RERIZH 7 d. 14 d B I &) B AT O i it 2T 2 0t
MRZASE 2, HC L) BT R DL I b e S 27 45 28 d
B AT DL R B HES ZE 0L B I S 27 45 45 1k (] 55
/NI IR AF e it B 22, (HASHR A /b, 4%
B [B) 5 T 2 CVEF T X AL, (HAIC T AR 4
(P<0.05) . VLI 4~5,

marker 1 2 3

600 bp

300 bp

100 bp

B 1 ®AEAOGAHEL CVB3I mRNARIE 1.2, 34
BIAXTHRA . AR T4,

4.0 ERTe il

| [ i
a

14d 28 d

3.5 1

3.0 1

2.5
a

2.0 1

1.54

1.0 1

0.5

0

7d

2 FESKEFACNARFERIILE (n=8)
XTEZH/NERERAUY R 05 a /R SRS RLEUBRAL LAY, P<0.05.
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X HR 2 FEAIZH AR
7d
14d
28 d
3 BRBESSHAOMALR HE RLEBLER (x100) X RELT/INELO LA HEZ IR . 855, B IER, OL

Vi) S5 % 10 5 ] LR DL S PR AR o AEFRUZE 7 o ] IR B LA AR K, 823 R AR IR BE , O UL A A9 61 Ko JULIR]
ATZH SRS, DR EAIR A S 14 d RROIEHSURSEIN T, AAEHIIIZERL, U598 nT DR PR AR, A A A
FEI T DL VP RET AR AL 5 28 o Wb UL Jo PRl B ) A bR LRV, 7T DL R LT 2 A . 5 P ) s T T i e

PERARARIZ 55

61 @
5 ed B Bl

= B FHidl

-

&)

SN

H

=

D

7d

14d 28d

4 EBTEAOINALR CVF EEE (n=8) ]
[R) B ) 5 %) BB 4] FE 5, P<0.055 b 7k 5 R i) 25 A% A0 4 [h 4,
P<0.05; c 785417 d A, P<0.05; d 7R 5[RI41 14 d B,
P<0.05,

O AILAB K 48 AE T 3
PR e W e 0 I B e 05 P IE K i i &2
WS EBCELE, ST WS, AERUNNE i T

2.3

]

A

o WL T] RV 0T L 1 67 o % B2 v RS A 40 i
WU, RS RE R AT B 2, TEEA
F, ETE AR A R E T IS R 4n Tt
BT L, AEAERIA D (K 6) o £FH]
TR NE R 40 M AR v TR R, (B T A
2 (P<0.05) 5 WIORME e ok Fm s gL (A IE K
I tEE R ERIEE L (P>0.05) (%£2) .
2.4 RT-PCR #illl CTGF % Col | mRNA &%

XFHEA]  ALRLZ RN T TR 413 CTGF mRNA
ik (7)o W] S HRALA 22 3 48 1
B (P>0.05) ; #iAIZH 7d B CTGF mRNA 3k
XTI, 14 d kg, 28 d IR IR
I TH] 5 T T2H CTGF mRNA Z83k84) 5 T R4,
TR (P<0.05) o, W33,
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Xof B4 FRIZH T
7d
14 d
28 d
E5 &FriEaEHOHELR Masson FELER (x100) 5 I TR] s X HRZE /N o L 0 65 ] L I J3 i e o

JRLTFLER D UL, BRI 7 A, 14 d I A B n] DB IR 2T e o0 HREH I 22, ELC JULIRIBOA DU SR I ST 4 5 28 o I ] e

GIZERLIBEIRLT 4. AR, TN U R AEx] B £, (Rl g b
! i
Wl g 2 ‘T T
' ’T / . /‘ ~
o g o " l,{/‘ - ‘,:
- 7 > ) o ‘\_‘ . -
X o s ~ ;' - — -'-’ .7 | \.-"‘-\.;\* o .‘ "
WMERE | vt g D '1‘ Y R e e
: 7 R 4 L . { & i -~
- g » '.
- " g 4 o - .« - "
" 4 { - L " - >
,-'-,"’ - - > ’ ="y
Xof B4 R THiZH
E6 HHEEKMMPBLER (x200) X FRZEL O LA R P AR DL 58 C N AN 5 4SRN 2 B T P2 ot 38 ] T )

DB AANEIRAE , AR . P A AL AR B> AR . PR Sk B s M HE A
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®2 BNESSHEHEXE/ITHIER (xxs, A/ RABRE, n=8)

o 7 (i P el P =l i P
FH 2 e LR FH 2R e fim F R R i it

XFHRZH 0.80£0.70  0.90+0.60 0306 0.763 0.70£0.50 0.80£0.50 0.400 0.695 040040 050020 0.784 0.445

REFIZH 230 +0.60° 230 +0.50" <0.001 0.999 1.70+0.50* 1.90 +0.40™° 0.883 0.391 1.50 +0.40™" 1.40 +0.30™" 1.333 0.203

FHILH 170 £0.50™ 1.60 +0.50"" 0.400 0.695 1.20 +0.40"" 1.40 +0.30"" 1.131 0.276 1.00 £0.60"" 0.90 +0.50"" 0.442 0.665
F 1l 15.445 14.404 11.288 11.616 13.374 13.912

P1H <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

H: anSRIBT] ST HRAL A, P<0.05;5 b /s 5 RIAS ]S AR R b A, P<0.05; ¢ /R SR 7 d BFHEE, P<0.05; d /RS5F4 14 d B
H#, P<0.05,

600 bp
300 bp CTGF
100 bp B-actin

B 7 RT-PCR #ill&btE &S &EOAELE CTGF mBRNA Rk M 4 Marker; 1. 4. 75510 % 841 7. 14
28 d &5iFs 2.0 5. SArTIAMIRIZ] 7, 14, 28 d & 3. 6. 9 RN 7. 14, 28 d &,

*®3 BRESEACHEL CTGF mRNA & Col | mRNA HIfEXN RIZEHE  (x=xs)

CTGF mRNA Col T mRNA
sl n F{i Pi F{i PfH
74d 14d 28 d 74d 14d 28 d
STRRZL 8 1.20+0.11 131+034 1.18=0.08 0943 0405 1.09=0.15 129=0.14 1.03=0.07 1.881  0.177
R 8 1.59+0.11° 1.71+0.10 1.51+0.15" 5461 0.012 1.58+0.11° 1.76+0.13* 1.88 +0.08*" 14.734 <0.001

THH 8 139£0.16™ 1.43+£0.09" 1.40+0.13"" 8.135 0.003 1.31£0.19™ 1.49+0.09"" 1.58£0.10™ 8367 0.002

FAA 8.513 31.126 8.148 9.595 13.898 71.629
P 1 0.002 <0.001 0.003 0.001 <0.001 <0.001
TE: a /RS RIN LG IRAL LEE, P<0.05; b x5 [E)HE] SELIIL HERE, P<0.05; o RS [EIZL 7 d LR, P<0.05; d 7R 5[E4L 14 d i)
Hbds, P<0.05,

ML, BURAELRT BN OIS R 7R, 2835 W 4 Y T
ﬁcol [ mRNA ik ([&18) o &A%t 4] 41 Col | mRNA WYRAMLFHIAILL, & F x4
Col 1 mRNA [k 22 IG5 X (P>0.05) 5 (P<0.05) . W3 3,

AL 7d B Col | mRNA £iAFFIEHE £, 144d

600 bp
300 bp Col 1
100 bp

B-actin

E 8 RT-PCR #ill&mtiE S &AEOELR Col | mRNAFRKIZE M 4 Marker; 1. 4. 7 735X HEL] 7, 14
28 d 45 2.0 5. SArBIAMIRIZ] 7, 14, 28 d &HF; 3. 6. 9N TIAL 7. 14, 28 d &K

2.5 Western blot #ill CTGF & Col | EB&Ki% Western blot £ Wl .C> L 20 B Col 1 & 1 1Y
Western blot £ .0 LA 2L CTGF AR £k (E10) o SIFEERE/RCl 1 EHE
ik (El9) o GEit2e4i 488 CTGF 5 CTGF - Col | mRNA RikE#H—3 (£4) .
mRNA FikEa#h—5 (F£4) .
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1 2 3 4 5 6 7 8 9
———— ———— —

B 9 Western blot 1 & it E &= FHOAELR CTGF EHHIRIE
2.5, 8P 7. 14, 28 d 45Tt 3. 6. 9 M TIRAL 7. 14, 28 d A% S

CTGF 36~38 kd

B-actin 43 kd

1. 4. 750 R0%HEZE 7. 14, 28 d 4545

Col I 115~120kd

— e m— --‘ —— P-actin 43 kd

B 10 Western blot ¥ & i8] = & HOHAELR Col | EBHIRIE
2.5, 8MHBAIL] 7, 14, 28 d 4541 3. 6. 9 4Millh AL 7. 14, 28 d A% .

1.4, 700 IELE 7, 14, 28 d 444175

% 4 Western blot #&ill& Bt E] S R HOAELR CTGF EEK Col | EAMMANRIEZELE  (x=xs)
s ) CTGF & H FIE P Col 1 EH FiE P
7d 14d 28 d 7d 14d 28 d

MM 8 081021 114020 086+022 2135 0.143 092+025 089+027 108011 1767 0.195
B 8 136+027" 1.72+032" 135024 4539 0.023 1.39+020° 1.70+0.25" 1.95+0.07"" 17.818 <0.001
FHizE 8  1.07+£024" 1.40+020" 1.12+0.19"" 5796 0.010 1.18=0.18"" 1.18=0.24"" 1.37+0.25"" 8.038 0.003

F 1t 5.286 6.145 6.017 5.226 10.342 18.783

P1E 0.013 0.007 0.008 0.016 0.001 <0.001

TE: a7n 5 N ]SO0 AR LA, P<0.055 b 75 ] I 1] RS R4 LA,

Hbds, P<0.05,

P<0.05; ¢ /R 547 dBFLILES, P<0.055 d 7~ 54 14 d i

1.90 ~

2.6 FEX4AITES CTGF mRNA #HX ST 10 .
BERLL 7 d, 14 d B0 LIS CTGF mRNA .

Fk IR AR RIS () 5L IEARG R

(r=0439, P=0.049) ([ 11) . BEAL L] 28 d i} 5 19

OIEHZIF CTGF mRNA 2355 08 K4 fifsi+% (1 - 13 . s

YL ) JOE (r=-0.171, P=0.686) . 145 ¢ o

2.7 ©AL4EZ CTGF mRNA 5 Col | mRNA #H o T - - " -

KT NEFCABMITERL (A / F A Ba s )
PURALT d, 14 d I G CTCE mBRNA 55 11 434 7d. 14d CTGF mRNA S5iEXZERit

Col T mRNA 2 IEAX (r=0.646, P=0.007) (&
12) 5 A4 28 d B .0 L 4H 22 CTGF mRNA 5
Col T mRNA ZREIEME (r=0.326, P=0.031) (K&
13) .
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o Y 5 40 L 5 S5 AL A S 0 LA 41
] CL s LR AR AR, S RO P A AL . A58k,
£ 24 FIZH /N BAE R 4011405 7d. 14 d B CTGF 1Y
= 16 et FIKEIEMK, 55 28 d B CTGF [NFAIEHIAE,
o e TS0 HR R AT R0 LA 22 PO 2 00 A
S T REEITHN CTGF Faik 2 ST 4L & J i AL,
Moo AL, KA H D, CTGF kM5
Lrer e BURIEANI AR B CTGF By— A%, Ll
B 12 # % M7d 14d CTGFmRANA 5 Col | 2Rt (A B B eb ALK P IR A7AE FAB RO DL 2
mRNA % 5 CTGF 33k,
ARFGE . BALB/C /N BULE B CVB3 R,
o] e . 4 CTGF T 7d RILTHAHEM, T 14 d Kif50E, 28
. //;)////////' FIARA 14 d I FREAI R TR, SRt
% ) LA SR TR, 5 A B
ERL] B . HIFE. BESCIEST, CTGF 5.0 ML el T
175 e 0326 S, Col T MFIRTIRM 7 d IR R, F
04— - — 28 d f ik g, H5 CTGF M &A R IEHIE, 42
CTGF mRNA 7% CTGF S UMLEF 4RI T A T — . FRAh

B 13 1320 28 d CTGF mRNA 5 Col | mRNA 1§
KE

3 itig
JEL R 290 it LR B B ) S R A, A R AR AR
92 T AT DL W R i A . BRI R A o M 5%
B RVEAN L LU sh R Y RAE S . ASEER
BALB/C /N ZE/ YL CVB3 J5 7 d 7T W82 5] K 4
M8 e, 14 d BFAE AR B R A BTl
28 d ISR A0 ML+ B i TR IR, AR TRE 4
FIIR G 4 e — 20" $ R B R 2 e O LR e
CVB3 MRS 5 RAE N . 7EShPIRE R 5 o &
B, AE R 4 A AT Lk e T A T 4 9 i i Toll
FEZAR . Fe SZAREEH FMASZ 55 ] 42240 = 1 AL 1
s, S5 Y, BE R AN B E )N B
TR 20 2 B 2 P R P L AR B R, i
AL A A 40 25 e AR /N B, T E g L el A o
JUEE, AR T RS AN S 5 ) 5 1 AR MR T B 4
ZURIE P,

JIES A 44t 3 3k R AR B ik 1) 22 A A= 0 PR A
R ) 355 O G 2T 24 40 i 3 R DA 1 . CTGF
JENE K20 B e R B A A R T =2 — T IR A
PR £F AL A I P] BESE AL 3G I CTGF B4 LA 4T

WF5E R BAHAI GG, CTGF BAT A% AN i fa 1h L
Wp M S A% IR T —xB R v 4 ) B R -1
WAL E -1 S g RE ", s
S0 WURSCET 2 490 16 1) LR 2T 2 A B 1 b, A
HE T R0 e B0 TR0 S A ik, 36k i 4 g o 35 J
Jie JE BRI S R 5 & B0 Y ) RNA
P CTGEF JEHUTER, CMERET 44 i e ik b A
T A AR UG . 40 (] Ak B 1 A SRR D
PR CTGE M 52 MO LS ET 440 2 5.0 AT 2
feid . A5 S BRAE O LA ST A Ak i 0 0T el
Col T [UFRIKIkEIE, CTGF (ki il R %,
X ] RS RN AR A e — D ah S R, AR IE
SMEI CTGE ks, (i 2 4 4 it i s 1k 1
Col T HZIRTT R I difbsd 7, Bl
T 24 A0 0 3 Ao 5 0 . 3 A R Y 40 i A 3
JRHR IR AR (IR s HEARYED], CTGE {42t ik
RSN M Tl S Ak, S SRR LT 4 40
fifi Col T HF—233k, AMEAME R B, 1 aigt
BLO LA didl . ONLER; S5, o
21 A IR AT BN CTGF BRIk
ARMFFEEE T BN e " RS VMC /R LR
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