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Effects of Xuezhikang on Ventricular Remodeling in Spontaneously Hypertensive Rats and the Possible
Mechanism
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Hi Weifnig B (Xuezhikang, XZK) % H &Pk E I K B, (spontaneously hypertensive rats, SHR) 2228 0RO HILIR] 4T 4E4L
P, BRFTILTTRENLH] . 57k 30SHR, &, BENLZ K34, IMAGHE (300 mg « kg™l « d™1) 974 (XZKA, n=10), FEAARIT (5 mg « kg™
Lo d=1) 35740 (SIM4L, n=10), SHRX}MEZL (SHRZH, n=10), [HR AZLREWistar—Kyotok fl oy (EH XT B4 (WKY4L, n=10), ¥ FERE
0. 9% M KEN . 1285, 800, ASEREITEASEEFRECOLWD, O E 6 EMasson Je b H O WU IR AR 0
0 (CVF) R LI A5 Jo) L Jss SR TET R (PVCA) 5 Iy T Y i i s I R ity B O (P T CP) M S5 /O JULZH 288 40 AL g (SOD) 1% 14 B2 T —- 1 (MD
N VREE, 455 S5SHRALAALL, XZKZLFISIMAL A LU 2 BV (P<0. 05) « CVF (P<0. 01) . PVCA (P<0. 01) A I i&P T CPIRE (P<0. 01), {HSO
DI 71 MMDAIK S 22 2 e vl 2405 Mo S50 MG ERAENS B I SHRIN 22 B, FRAR OV ULIR) SR AF AL AR TS, IS5 0 0 I [55] 7K P () A
WK, MR 5 Ay T A [ O WL RE R, VBRI LHITT 58500 ULSODIE P FIMDAIR S5 AH A K.
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OBJECTIVE To observe the effects of Xuezhikang on left ventricular hypertrophy and myocardial interstitial
fibrosis in spontaneously hypertensive rats (SHR) and the possible mechanism. METHODS Thirty male SHRs were randomly
treated with Xuezhikang (300 mg * kg™! » d71) (XZK group, n=10), simvastatin (5 mg e kg™l +d™1) (SIM group, n=10) or 0.9%
normal saline (SHR group, n=10). Age—matched Wistar—Kyoto rats (WKY) (WKY group, n=10) were also gavaged by 0.9% normal
saline for 12 weeks. Left ventricular weight index (LVWI) was calculated. In addition, the serum lipid concentrations
the blood pressure levels, the myocardial collagen volume fraction (CVF) and perivascular collagen area (PVCA), the
serum levels of procollagen type I C—terminal peptide (P 1CP), the levels of myocardial superoxide dismutase (SOD) and
malondialdehyde (MDA) were also measured in this study. RESULTS After 12 weeks of treatment, the LVWI (P<0.05), CVF
(P<0.01), PVCA (P<0.01) and serum P I CP concentrations (P<0.01) of XZK group and SIM group were significantly lower
than those of SHR group. Myocardial SOD activity and MDA concentrations had no significant changes among four groups
CONCLUSION This study demonstrats that Xuezhikang significantly inhibited left ventricular hypertrophy and myocardial
interstitial fibrosis was independent of its antihypercholesterolemic role and exhibited the same effects as
simvastatin. The levels of myocardial SOD activity and MDA concentrations seem to be uninvolved in the reverse effects
of Xuezhikang
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