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[ E] HH #Nh44a8AKE-F(CTCF) 5 R E & EEA KK (SHR) & UL 44 ey X &, A& CTGF
VA Fs LEF e db e B g M T3k 32 R 14 etk SHR REAL4-4 SHR x84 Fie-E4) 8 # KT At
WHESHE S R,SHR s BA RS T, 23 Mo E FLFFiedh 100 mg « kg’ - d' A E 0P
30 mg - kg' - d' BRABEE30 mg - ke' - d',E 12 B, FAFiE 8 REEB RN SD XK R oA EF A BA, fE AN KR RT-
PCR 4 m & A K KA KA T B, (TGF B ) Fe CTGF & ik M 5L, MASSON # &, 547 il & B R &A% 44 (CVF) , sk
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Research of the Relationship between CTGF and Myocardial Fibrosis of SHR and the

Drug Intervention
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ABSTRACT Objective To evaluate the correlation of CTGF and myocardial fibrosis of SHR and the possibility of CTGF
Methods 32 fourteen-week male SHR were randomly assigned to captopril(100mg - kg™ - d™) |
- d") and SHR group equivalently, 8 male SD rats with the same age

as a new antifibrotic target.
nifedipine (30 mg - kg + d") .antisterone (30 mg - kg
as a control group. Expression of CTGF, TGF-B, were evaluated by immunohistochemistry and RT-PCR assay. CVF was
measured by MASSON staining, and the concentration of Hypro was detected by alkaline hydrolysis method. ~ Results The
LVI,CVF Hypro and the expression of TGF-B, ,CTGF in SHR group were significantly higher than those in SD control group

(P <0.01), which were obviously decreased in the captopril and antisterone groups, compared with those in the SHR group

(P<0.05).
antisterone. It could be regarded as a new antifibrotic target.
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CTGF is closely connected with myocardial fibrosis of SHR and suppressed by captopril and

Antisterone ;CTGF; SHR; Myocardial fibrosis
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AT  RPTKI TCF-B, Z se PR (1 1184 7
PEAL) , SP G 41 Ak & (b R A m R )
TRIZOL ( Invitrogen 7\ &) $% fit), M-MLV i %% 5 Jif§
( Promega /A F]#2ML) , TagDNA 3R & if# ( Biostar 2\ 72
fi£) ,DNA Marker DL-2000( TaKaRa A &4 44E) .

1.2 Z&  $32 H 14 A HEE SHR BEVLS> & SHR
KRR RFGE AL | A 2R - 2 AR N R A A% 8 L
SHR X} FEZHARTE 24, Hofth 3 2153 BIWE W 45 T R 3635 F)
100 mg + kg« d" WEFEHF 30 mg - kg - 7 IRNER
30 mg - kg' - d', 8 HUEIEMENE SD K RS IE 4
WA, 52 JA A RBP-1 B K R 8l fik o s P 7 43 (
H AT B Bl R 2 24 Wt 5 I it ] ) 0 4 K BRI AR A
TR R SRR, I 3 BT, 12 SR R
AR, FF I OB, o RO HER I i A T
HOIPT A AFERERIEH(LVL LV = £ &H /K
) o RIGHK A 5 52 M 2 R Dt & (R o AR
TR T ER AL ) F Ui B E SR R & . AR
B R AT O WL 28 FL R AN R, - T IR R
K5-PH2L (HE) Al MASSON %t fh, R 95 414k SP ¥
Kl TGF-B, \CTGF 25 [ 3R ik, B B0 & i
W], TGF-B, . CTGF Hi{KF BEEE 44 1 1 100, R H]
HPTAS2000 % [ 2% K45 73 By & G2 il & MASSON 4L {5,
Y1 R CVF Ffe gz 414k ) i BHE P - 30 K Al P
DFRA BIBELI 4 A OLEF I 5, BOF- 3. R RT-
PCR £l TGF-B, .CTGFmRNA 33k , #4E 25 B 42157
BULH. 51 H Bl T A, KR CTGF 514
FE3l: i 5' CCTGACCCAACTATGATGC 3', Fiff 5’
CCCTTACTCCCTGGCTTT 3'(499 bp) ; TGF-B, 1514
Fe3l: 137 5' GGACTACTACGCCAAAGAAG 3', F i
5'TCAAAAGACAGCCACTCAGG 3’ (294 bp); GAPDH
(514955 5 ACCACAGTCCATGCCATCAC 37,
F i 5'TCCACCACCCTGTTGCTGTA 3’ (452 bp) ; PCR
VAR Z R 50 U,PCR i Z8:94 C HiZZ P4 5 min,
94 CAFE: 45 s 1B K 45 5,72 CHEf 45 5,40 MG
72 C J5 #Ef#15 min, CTGF TGF-B, .GAPDH [1iB i

FE53 Mk 58,55,59 C. PCR 43 7™ ¥ 75 By s W ok e
B TR, UVP BER R R S8 (Gene 3 F)) #1472
EEAT, B RYEERAEXS RIME = B 5L 400 KB
B/ GAPDH JE[R 5547 JK FEEL
1.3 %itxaEx IAREHLU(x +s) FoR, R
SPSS13. 0 R4 #E 47 . [R 2R U7 22 73 Al EL 26 AH 5C 70 #
P <0.05 Rz 5A wEM,
2 H#R
2.1 %8k & SBP.LVI.CVF Hypro {4 .31,
% 1 a] WL, SHR X #E4H LVI CVF Hypro &2 & FI1EH
XFRRZH (35 P <0.01) T - 635 A1) 2H A2 4 i 2H B
FEAG(P <0.01 5% P <0.05) .
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W IEEAR/INBI DK A A /b s e B 0 AR, ABLAR 20> 1] ] L (1]
JET A, ULTE] B e mT DL/ o B 5 4 . SHR X BE 2 i
A V] B e Iy 2, LA R 8 P S e 2 [ o v, JULT iR
R I I S 22 SR AR AR HE S K LA AL, T
R G I ZH R PN R 2L I A B S kL
2.3 wpagf CTGF TGF-B, % & & i&2  CTGF
TGF-B, F=Z245.Co LA AL 1) Jf o R 18] Jo N 638, H2fe e
HAMTILFE 2, SHR X} R4 CTGF il TGF-B, Fik i 3%
o T IE R X B (4 P <0.01) , i R 4835 R 20 AR N
ligZl CTGF | TGF-B, ik W AKX T SHR XfHRAL (P <
0.055% P <0.01), #X4rHr#E M, CTGF 5 TGF-g,
(r=0.927,P<0.01) . CVF(r=0.830,P <0.01),
Hypro(r =0. 844 ,P <0.01) 1 LVI(r =0. 807, P <0.
01) 5 = B2 IE ARG
2.4 LAY CTGF 5 TGF-B, mRNA £i5 LK
1, SHR X} CTGF 1 TGF-B, mRNA ik B &5 T
IE R IR (P <0.01) , 11 - 635 1) 2H 145 P4 15 2H B
WFE(P <0.05),
3 itig

CTGF £:4ff BRADHAM 2" 1991 4] PDGF
i 356 N 5% 8 Bk P9 K2 20 L cDNA SCE ) & 3, CTGF
mRNA TEOHE i SRS i LR B BE A 2

%1 54Kk SBP.LVI,CVF Hypro U £ R XEs
Nk SBP/ LVI/ CVF/ Hypro/
25
ZH _ -
R mmHg (mg-g™") % (pg-g™")
RAEEF 4L 8 120 +5.3*! 2.29+0.20"! 5.58 £0.23"! 387 +27.8 !
A Hb S 2. 8 125 £4.9"! 2.53+0.13 6.55 +0.35 469 +47.2
W2 PN BiE 8 178 +11.6*! 2.46 £0.18*? 6.17 £0.26"! 461 +40.4*2
SHR %} Fa 4 8 193 £9.9 2.67 +0.17 6.98 +0.38 501 £10.2
NRGRopiE) 8 117 +6.5*! 2.11+0.15"" 4.94 £0.22*! 340 +43.2 "'

k5 SHR st zks, *'P<0.01, *>P <0.05;1 mmHg =0. 133 kPa
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ARSI SHR BEULR & M e i 2 3 A2 =
R MLLT ik, 5256 % BL CTCF 7E SHR 0% L
FER W, -5 4 4E {5 45 (CVEF (Hypro \LVI) J&
TGF-B, MZRIA VI, 4525 12 J8 J5 <4635 F 241 Fn
B R4 UL TGF-B, (CTGF 3k Bisi/b, LVI flisf
AEACRY R B ] % . RAGE A AT BB E A 98D Ang 1
HAPE CTGF JB R, T 4E 28 0o WLET £ AL 1 R AR 2 i
T 35 PN T T 8 A o L DTk 2 T i 3R Az AR A1 il CTGF
ik AT, & R B0 IR BE 7 AR PN TR T
55 B 755 CTGF ik FLL WLEF 44k, o2 Py 16 fig
B S 2% SHR GO LI JBE A 2F 440 L A S 00 Al 4 b,
SPXF O LEF 4EAL A CTGF [ TGF-B, 1 k#0541 5
M), BN Bl R e B RE TS A i e ILEF 44, {H 3R
ANE T By O R P e R 5 Y R . TOMASSONI
g L PR IR) A R 2R A 5 T 24 B R AR Rl BT 4
AR - e oF- 2 S T FAR R P % SHR A2
LA B SRRSO, T A A b SRR 7 S 38R AN
W X SGARE S AR

£2 SHAKRBOCIGF 5 TCF-3, 8 &8 xzs

ikl CTGF TGF-B,
R A4 134 £3.12*! 158 £2.96*!
il 45 - 20 149 +4.07 177 £9.07
BRNTRLH 142 £7.04 "2 169 +11.4*!
SHR X B& 2 153 £4.11 187 +6.52
1E 0 HR A 123 £8.11"" 143 £5.59 !

15 SHR s+ 4akss, "' P <0.01,° P <0.05
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Study of Chitosan on the Transdermal Permeation Enhancing Effect by Metronidazole
Gels in vitro

LIU Xin-yun', YU Hong-mei’ ,HE Xiu-li', YE Li-hong' ,XIAO Miao-sheng' (1. Department of Pharmacy; 2.

Department of Endocrine, Taihe Hospital Affiliated with the Yunyang Medical College, Shiyan 442000, China)

ABSTRACT Objective To study the effect of chitosan (CS) on cutaneous absorption of metronidazole gel in vitro.
Methods

and that with no penetration enhancer as the negative control. The rats skin was treated as cutaneous barrier, the cumulative

1.0% CS was used as penetration enhancer in metronidazole gels, which contained 2% of azone as positive control,

penetrationamount ( Q) of Azone group and CS groups, respectively was determined by RP-HPLC assay to calculate the stable
Results [ of metronidazole gels including 2% Azone and 1.0% CS was 2. 841 and 2.874 pg « (em®)™ -

h™ | respectively, which showed no significant difference (P >0.05) between each other. However, both displayed significant

penetration rate J.

difference with that in metronidazole gels without any enhancer (P <0.05).  Conclusion 1.0% CS could enhance cutaneous

absorption of metronidazole, which deserves further research.
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