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[# =8 R EXRLEH (Ramiprl, RAM)IT H % P& 1L E K B (Spontaneously hypertensive rats, SHR ViU ULET HE AL IR0 AR B
BB FEE C3 WA, 7 %12 A SHR KRBV A E R4 RAM 4, [ Wistar Kyoto rats( WKY ) IEH
R4, RAM 4425 4 AR W AZ RERE IR RAE RSO AEH 4 b Bt B2 25 BA 25 13838 C 3(Canonical transient
potential receptor channel 3, TRPC 3)#) mRNA HFIAMEBEHMFB. SR ZRNALEEFRERE, | TERESESHEES
F WKY 4;RAM 40 _EIRFEAREC 2RI 4H I B PR . 3 41 O AES A TRPC3 fZiA (B LRI TRPC3 mRNA REHARZBER T
WKY £1,RAM 4 TRPC3 Fk N8 BT SHR H(P<0.05), %4+ :SHR B WKY K F7E7E TRPC3 B MFA, LF TRPC3 BEHH]
E2 5T O B4 & BT RAM BTEEE S T IE.OF TRPC3 mRNA B H MR R ZIEFLOREgELfER .
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The effect of ramipril on the cardiac fibrosis in the left ventricle of spontaneously

hypertensive rats through intervening the expression of TRPC3
YU Dong-meti,et al
(Department of Cardiovascular ,the First Affiliated Hospital , Chongging Medical University)

[ Abstract JObjective: To investigate the effect of ramipril on the expression of TRPC3 in the overload induced cardiac fibrosis in the left
ventricle of spontaneously hypertensive rats (SHR). Methods: 12~week—old SHRs were divided into two groups: the placebo group
(SHRs) and the Ramipril group (Ram—-SHR ), the same aged Wistar Kyoto rats (WKYs) were used as control group (WKY ).Four weeks
after drug intervention , the left ventricle mass index (LVMI),the cardiac collagen volume fraction (CVF) and the expression of TRPC3
mRNA and protein were detected. Results : The expression of TRPC3 mRNA and protein were detected in each group. Compared with the
WKYs, the LVMI, CVF) and the expression of TRPC3 mRNA and protein were significantly increased in SHRs. These data mentioned
above were decreased obviously in Ramipril group. Conclusion :Expression of TRPC3 mRNA and protein TRPC3 were found in both
SHRs and WKYs.TRPC3 could have play an important role in the development of cardiac fibrosis .Rmipril could inhibit the cardiac fibrosis
through down-regulating the expression of TRPC3 mRNA and protein.
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ORI e WS B E 2 —, Mt 22
O BB K5 R BBUIE , AT R4 O I S 4
Mz fER R . D HUEERS , BR T A O U BB AE A, R
A HE L WA B A= F B B AT 4E4E . 6] BRET 44 F 2RO AL
8 i1 54 5T (Extracellular matrix, ECM )38 i1, 68 T | T2 &g 5
B, o L] BEORRC L P R Ak ) R D BE 3 2 T
D AUVERE R, SELO ZIREA 2, K & D E
PR ORBAN ERBHRIRE OB LR MLAN Ca® 13N
ARIE TSR L BERR AR5 S B B , (E R 5 X RS B AR 1k
BOS5E I S Y B A v A I, R IRRSZ AR PH B TlE C Wk
(Canonical transient receptor potential, TRPC VR —FhIE R EMNE
FIBHBGEIE A 7R, WA 2 A TR ST R
kA HRIETE H TRPC 5K £ F0 0 L8 BJm B 28 A g
FEYIHRK.

1 #RSHE

1.1 AH#

FAEF(Ramipril, RAM) (FEHEIE L A FERIZTABRAF]);
Trizol (Invitrogen A &) ) ; K% F AN & ( H AR EY) , TOY-
OBO);2 x Taq PCR MasterMix( RARA: (kR EAFR/AE ) ;DNA
Marker(BioFlux );PCR 51#( L4 TAHEYEAFRAE);
PCR 1Y (3 [E BIO-RAD); %afii TRPC3 £ FalEHi i (Millipore
A ) BCA BAWE N E XA & (AR EREREYEARE
FRAFD; REARBURRN & (R EHHERAFE );GAPDH
% FLEEPLA (Millipore 2 F) ) ; A BREF 4 R i (35 H Millipore
/AF]);SHR K Wistar Kyoto rats( WKY ) KR [ E EFF 3B
o B B A BB R 22 SRS S 5T T , 14 T IE4R 5 SCXK ()
2009-0004].

12 Fik
12.1 ZhERIRSrH 12 AR A &M s K B (Sponta—
neously hypertensive rats, SHR )12 HEEHl4 8 RAM 4H ,RAM
5 mg/(kgd)¥E T HFREKRE B ML RGNAH (SHR 4H), 54
6 R, [k Wistar Kyoto rats(WKY) 6 2 A IE#Xf B4AH (WKY
), SHR A% WKY AT LIS R4 HE KT . 5 Epr
LIS SR RS RIRSIRE K A K, 1R 4 F,
122 EZFEEIEH(Left ventricle mass index, LVMI) Bl E
RAM T 4 Fj&, B FREHRER L 3.5% KSR
ml/100 mg ) s BRI , 7R3 FF B B R R0l , 2R 1 DEPC
VR, IR TS A B A O RERBKRE ,HH
LVMI,
123 BRIRAREEICEERMT AU E PRI
B 0.5 em BAVLUHLUE T 40 o1 £ R FEE R (pH=7.4)
PEE, BAASEE, BN RER 4 pm, B
12 SRALYI R 6 IRALY F 79 ANE - R (HE) B, W
20O NI RIE R 6 5K1T Van-Gieson IR G, iFiTXE R
S, R T TR R R 28 F 43 3L (Collagen volume fraction,

CVF), i IR B Rk B LA LR

1.2.4 A= 28 B2 7838 C 3(Canonical tran—
sient potential receptor channel 3, TRPC 3)mRNA & 1k 4 46 I
BB 50 mg FAVERIEE BUEY , LA 1 ml Trizol(Invit—
rogen, USA) , (LT A SUBIRELE RNA, #4506ttt
WRE Aso K Ango, TERT 1.8 TI/NF 2.0 BIFEA, BL 2 g &
RNA #6572 A cDNA 3CFE, | wl B T B 092N % PCR
P34, TRPC3 RINBEE GAPDH 3|75 3% 1, TRPC3 1
PCR I %4 95°C FARM: 5 min,95°C AR 40 s,62°C3B k
30 s,72°CIEMH 40 s, 34738 30 ANEFR, 72°CHEIEM 5 min,
GAPDH ) PCR %14 :95°C HAS ¥ 5 min,95°C A 40 s,
60°CiB K 30 s,72°C#Ef# 40 s, I P 8 30 ~EIF, 72°CHE
i 5 min, RIS HE , BB 5 wl PCR FEYI7E 1.5%5 A0 5E
W4T BB Ok A A, SRR IR R G E AT K 33, L) TRPC &
WK FE/GAPDH K FE i th{E , #E % TRPC mRNA M #EXf &
H,

125 AZELHLTRPC3 EHFREHEM  ARYEEE ORI
TR A UL R IBUA RO LA M AR AR H . BCA 157 &8
EAWRE, B30 pg B, #17 SDS-PAGE BERCHLIK , AR
B M B (Polyvinylidene fluoride, PVDF ) E . TBS
B, S%BEAE YA EIRETA 2 h; TBST ¥R 3 1K, 51K 10 min;
fin—#% (TRPC3 4 1:500, GAPDH Jj 1:400)4°CHF 5 it 7% ;
TBST %A% 3 ¥R, YK 10 min; I —HEIBIHH 2 h ;TBST %
fE,ECL B, X HBRY 1 min, B, €%, BRRBAGER
£P/R, H TRPC EH &KW IKE /3 5% ) CAPDH &
FIARAEATT Y LU T8 Ao

126 St R SASO. L3 A BB HEATAL R, 52
KRR & + s TR, HRZEF KA Z5047,P<0.05 B E
SAEGITERE L.

2 & R

2.1 LVMI A CVF 8 %4k

W 2 fi R ,SHR 4 LVMI.I & CVF 8 & F
WKY 41(P<0.001);RAM 41 LVMI.I .M CVF 3% SHR 4
B B (P<0.001),
2.2 TRPC3PCR ¥ 34 R

WE 1 frm, TRPC3 PRk &R T A BRKER
443 bp, 3 LI WIEMW A9 447, SHR 41 TRPC3 mRNA B3
=T WKY 40 (P<0.001),TRPC3 RAM T i 4 & /& , TRPC3
mRNA 8 W/ (P<0.001), &4 TRPC3 mRNA/GAPDH /K &
EFE 3.
23 TRPC3 ¥ Lt £ R

/& 2 5 TRPC3 Western blot 558 4% 3 AN E A RBUR
PATEW, FEAEXT 4> F & 84 kDa AL AT A W BNIEMIAI B B 4
W, 3 YR TRPC3 Wik, SHR 4 TRPC3 HHMERE T
WKY £ (P<0.001), i & K ¥ F| 20 TRPC3 ZE H ¥ SHR 4B
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HIRST, 35T TRPC3 FE G b R A R R e . A8t
FEE R 7R :SHR 4 TRPC3 mRNA #3i5K B EEF WKY
#H, B FERK WKY 48 EFHI 77.42%( P<0.05) . Kiselyov®
WA BFEIESE T TRPC3 5 EMRBUERNBIENLH, 87K TR-
PC3 AT R R A 452 T8 18 . TRPC3 /£ TRPC WH
FEEN—R, BER/PE S, EE (<1 ms) B REHE T
B, RN B SRR R0, R LT DA KRR S B TR S
S5 M FTSHE, TRPC3 3R A T AEE LA 545
PR RIS FEE R TR, SIS AL Y Ca? YRBE RGN,
B IE S AR E S s RO g k4. &
BT 3T R 72 1k B M 22 16 9 TRPC3 . TRPC6 . TRPC4 Ft[F 1)
B R/ BUESZBH ¥ TRPC3/6/7 K TRPC4/S B 481 i 15 1
BEWLSS T M2 I BEh I B UE S S AT I E B B L LR
J, B MRS a R - M T i 55 Mk
T ok R FEAE AR,

HEAMES, 5T RAM THi 4 Ff5 ,SHR KRB
TRPC3 LRk B E W, Mo R [ Rkt 5 E W 38.71%
(P<0.05), IMEEKEFHLEFMHIT RAM, 7] 8EE T i il
B EWE I ZEMIERN SOCE, B MmE BHKE 150045
BT, FBEARAIMEN Ca> WeBE , LG4k &4

TRPC fE5 TRP RIRFMEE — 5, 7E.01ME RHEFH
Ve RIS A MR . TRPC W] BE R 2R 30 W45 8 B i)
STRgEM I EAT FATRNTR . AFRRAEZY RAM
F1i SHR #ALL YA 4B R A B R BT 4 R 878 SHRAL:
WA {345 & TRPC3 R MEAMNKR LR ES T WKY,
i RAM 5] LU 25BN AT {76 47 , Rl B st TRPC3
HEEERNFEE, #—FIUES T TRPC3 & AR KM
e RSB LIS ALK Ca IRER MM B FRERE
B, W IMAE Bk R ARSI RAM 7 6838338/ TRPC3
B E 3K, B DI Ca> WREE RSB AR, 1.
WA gk A . Fn, Rt B R TRPC R 03T 254
H5 , SRR RIS TRPC B F B 4 50 B 7
FIRH B BA EENIEE LA RN EZRATR B
DI B ERBIATT TR BB, R RIT R
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