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[ ABSTRACT] Aim To observe the effect of Shenshao oral lotion on serum lipids and vasoactive substances in ather-
osclerotic rats. Methods Atherosclerotic rats model were established by high fat feed and intraperitoneal injection of
vitamin D3. 60 male SD rats were divided into six groups randomly: normal feed group, atherosclerotic model group, low
dose of Shenshao oral lotion group, middle dose of Shenshao oral lotion group and high dose of Shenshao oral lotion group,
simvastatin control group.  Pathomorphology change of aorta of the rats was observed through light microscope.  Serum
lipids and vasoactive substances level of rats in each groups were examined after 12 weeks feed and Shenshao oral lotion
were given for 4 weeks. Results The pathological change of aorta of the rats in high dose of Shenshao oral lotion group
was alleviated compared with that in atherosclerotic model group.  Compared with atherosclerotic model groups, the serum
level of total cholesterol, triglyceride, low density lipoprotein cholesterol, endothelin, angiotensin Il , thromboxane B2 were
lower and the serum level of high density lipoprotein cholesterol, nitric oxide synthase were higher in high dose Shenshao o-
ral lotion group and simvastatin control group( P <0.05). Conclusions  Shenshao oral lotion could modulate blood
lipids and vasoactive substances concentration in experimental rats, which may be one of the mechanism of Shenshao oral

lotion to prevent atherosclerosis.
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Figure 1. The pathological change of rats in different groups(200 x )

F 1. FEBKRBRMASRELLE (v 5, mmol/L)

Table 1. Comparison of blood lipid level between each groups(x +s,mmol/L)

| n TC TG HDLC LDLC
i A2 10 2.36 +0.33 0.86 +0.21 1.18 +0.28 1.01 £0.29
As AU 10 5.06 £0.46" 1.27 +0.24" 0.88 +0.31° 2.49 +0.37°
S IR R 21 10 4.38 +0.49 1.17 £0.20 0.93 +0.28 2.08 +0.33
ZA IR b ) 2 10 4.3120.51 1.20 +0.20 0.99 +0.35 1.89 +0.38
ZA] AR 7 = 10 2.59 +0.38" 1.06 £0.21" 1.23 +0.22" 1.27 0.24"
FARAMTT XS B 10 2.46 £0.32" 0.88 +0.19" 1.21+0.27" 1.22 +0.24"
a A P<0.05, 53 WA RH L b oA P <0.05,5 As BRI b4,

F2. SHEAXBROEFEEWRKELE (2 £5)

Table 2. Comparison of blood concentration of vasoactive substances between each groups(x +s)

| NOS(mg/L) ET(ng/L) Ang Il (ng/L) TXB2(ng/L)
i a2 27.22 £5.17 327.24 £32.15 514.55 £33.27 189.32 £21.12
As AL 20.36 +2.12° 408. 63 +63.57" 702.63 +51. 42" 253.12 £20. 65"
S5 11 IR R 2 22.19 +3.06 369.56 +49. 83 659.76 +52.71" 241.37 +18.05
S IR b ) 2 25.01 £1.30 378.67 £45.94 595.94 +32.56" 203.12 £16.19"
ZA] AR e 7 26.12 £2.10" 337.84 +37. 66" 477.67 +47.77" 193.15 +18.10"
FARABTT X 26.31 £2.30" 338.46 +37.76" 564.59 £37.39" 195.18 £17.20"

a i P<0.05, 5 MR A b N P <0.05,5 As HHBIL AR,
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