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Inhibition of Polygonum amplexicaule var. sinense water decoction on atherosclerosis
in rats and its mechanism

BAI Min

Department of Cardiovascular Medicine, Hainan Land Reclamation General Hospital, Haikou 570311, China

Abstract: Objective To investigate the inhibition and possible mechanisms of Polygonum amplexicaule var. sinense water decoction
(PAWD) on atherosclerosis in rats. Methods Atherosclerosis model of rats was established by continuous feeding high fat forage for 8
weeks. All model rats were divided into model, Xuezhikang Capsule (0.12 g/kg), high-, mid-, and low-dose PAWD (5, 10, and 15 g/kg)
groups. Each group was given the corresponding drugs once daily for 4 weeks. The levels of total cholesterol (TC), triglyceride (TG),
low density lipoprotein cholesterol (LDL-C), and high density lipoprotein cholesterol (HDL-C) in blood serum were analyzed, and the
levels of atherosclerosis index (Al), nitric oxide (NO), endothelin (ET), 6-keto prostaglandin Fla (6-keto-PGF1a), thromboxane B,
(TXB,), C-reactive protein (CRP), interleukin 6 (IL-6), interleukin 8 (IL-8), and tumor necrosis factor a (TNF-a) in the blood plasma
were also analyzed. Results Compared with model group, the levels of TC, TG, LDL-C, ET, TXB,, and Al were reduced, while the
HDL-C, NO, and 6-keto-PGF1a levels were raised in the medicated groups. The levels of CRP, TNF-a, IL-6, and IL-8 were lower than
those in the model group. Conclusion PAWD could inhibit the atherogenesis formation and lower the blood lipids level, which might
be due to reducing the release of inflammatory factors.
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Table 1 Effect of PAWD on level of serum lipids in atherosclerosis model rats ( X s, n=10)

il FE/(gke ") TC/mmol'L™")  TG/(mmol-L™") HDL-C/Ammol'L™") LDL-C/(mmol-L™") Al
X He — 2.31+0.29 0.57+0.06 0.86+0.21 1.82+0.39 2.10+0.35
i — 561+1.27" 0.79+0.16" 0.51+0.14" 431£0.98" 8.3440.76"
1L FR 3 0.12 3.57+0.63" 0.59+0.27" 0.67+0.17" 2.1340.74" 3.97+0.54"
i =K 5 4214038 0.60+0.11 0.61+0.24" 3.76+0.68" 5984031
JEb 10 3.934+0.61" 0.58+0.17" 0.63+0.29" 2.98+0.51" 5.4340.42°

15 3.62+0.52" 0.54+0.21" 0.70+0.19" 2.534+0.47" 5.26+0.26"

x4 P<0.05 TP<0.01; SHEIBLE: TP<0.05

#pP<0.01
*P<0.05  “P<0.01vs control group; “P<0.05 *P<0.01 vs model group

®2 MEEKARMHABHH#EBLER AR MEFEMROFIE ( x£s, n=10)

Table 2 Effect of PAWD on vasoactive substances in atherosclerosis model rats ( Xs, n=10)

4 5 FlE/(gkg ™) NO/(umol-L™) ET/(ngL™) TXB,/(mg'L™") 6-keto-PGFlo (mg'L ™)
by — 48.16+7.19 1443249.17 1.0940.36 1.9440.31
i — 28114674 169.65+9.43° 1.81+£035" 1434029
1 I R R e 0.12 45.68+8.17"  153.27+8.46" 1.42+0.38" 2.06+0.42"
=k 5 31.5746.79 16534+ 11.68 1.71+0.51" 1.74+0.72

W 10 39.64+7.63" 161.8+12.3" 1.62+0.43" 1.93+0.67"

15 42.67+874"  1593+15.7" 1.51+0.57"" 2.09+0.79™
Hxt ALt TP<<0.05 TP<0.01; SER4ILE: "P<0.05 "P<0.01

"P<0.05 ""P<0.01vs control group; “P<0.05 *P<0.01 vs model group
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Table 3 Effect of PAWD on inflammatory cytokines in AS model rats ( X s, n=10)

41 FlE (gke ) CRP /(ng'L™) IL-6 /(ng:L™") IL-8 /(ng'L™") TNF-a /(ng'L™h)
e — 1.75+0.24 98.43+28.53 0.47+0.07 1.28+0.19
il — 225+0.38" 1312442534 0.57+0.12° 1554021
1 I e 3 0.12 1.87+0.19" 87.25+21.55" 0.48+0.09™ 1.3240.17"
=7k 5 1.9440.06 121.87419.24 0.55+0.12" 1.43+0.32
O 10 1.87+0.21" 10823+21.29"  0.52+0.23" 1.37+0.29"
15 1.84+0.19" 95.24420.53" 0.47+0.33" 1.3140.24™

SXEA R P<0.05 TP<0.01; SHIRAHLLE: "P<0.05

'P<0.05 ""P<0.01 vs control group; “P<0.05 *P<0.01 vs model group
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