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Mechanism Research of Anti-atherosclerosis in Rats With Resuvastatin and Probucol

ZHAO Wenna?, LI Shan?, DONG Xiaonan®, CHEN Zuoyuan®"(1.Department of Cardiology, the Affiliated Hospital of
Medical College Qingdao University, Qingdao 266003, China; 2.Department of Cardiology, the Affiliated Hospital of Medical
College Qingdao University, Huangdao Branch, Qingdao 266500, China; 3.Department of Cardiology, Qingdao Fifth People’s
Hospital, Qingdao 266002, China)

ABSTRACT: OBJECTIVE To discuss the effect of selective HMG-COA rosuvastatin and antioxidant probucol on
atherosclerosis in rats, and research its mechanism. METHODS  Sixty male Wistar rats were divided into control group(group
A), model group(group B), rosuvastatin group(group C), probucol group(group D), and rosuvastatin combined probucol
group(group E), 12 rats in each group. High lipid-diet and intraperitoneal injection of Vitamin D3 were given to establish the
atherosclerosis(AS) rat model. Group C, group D, and group E were intragastrically administered drug from the nineth week. All
the rats were weighted and sacrificed for determination the levels of blood lipid, low-density lipoprotein(OX-LDL) in plasma,
malonaldehyde(MDA), superoxide dismutase(SOD), vascular endothelial cadherin(VE-cadherin) in serum. The expression of
platelet endothelial cell adhesion molecule-1(PECAM-1) was assayed by immunohistochemistry. The histomorphological
changes of the aorta were observed under light microscope. RESULTS Compared with group B, the content of cholesterol(TC)
and low-density lipoprotein(LDL) in group C, D and E were lower(P<0.01), the level of OX-LDL, VE-cadherin and MDA were
significantly lower(P<0.01), the SOD activity increased(P<0.05), the intimal thickness was thinner(P<0.01) and the endothelial
damage of the aorta was lessened, and the expression of PECAM-1 was decreased(P<0.01). The levels of OX-LDL and MDA
were lower and the SOD activity increased in group D and E than that in group C(P<0.05). The intimal thickness was thinner in
group E than that in group C and D(P<0.05). CONCLUSION The therapeutic effects of probucol in reducing the level of TC,
LDL is similar to rosuvastatin and the effect of antioxidation in probucol is superior to rosuvastatin. The two drugs combined
together can decrease the histomorphological damage, slow the progress of AS, and improve treatment.

KEY WORDS: rosuvastatin; probucol; atherosclerosis; PECAM1; VE-cadherin
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F1 AARRMAELHR(X+s, mmolL™)
Tab 1 Comparison of blood fat(X + s, mmol-L™)

45 n TG TC HDL LDL

A 10 0.76+0.23  1.47+0.34 0.59+0.10  0.58+0.25
10 7.12+1.58Y 11.96+2.64Y  0.32+0.08Y 10.47+1.37Y
12 6.37+1.23Y  5.31+0.99Y2 0.38+0.08Y 4.60+0.70Y?
12 6.29+1.05Y 5.33+0.92Y2 0.36+0.10Y 4.50+0.69?
10 6.26+1.07Y 5.18+0.95Y2 0.37+£0.10Y 4.21+0.86Y?

maooOw

Vi 5 A4, YP<0.01; 5 B 4lLkEk, PP<0.01
Note: Compared with group A, YP<0.01; compared with group B,
2p<0.01
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Tab 2 Comparison of oxidative stress index and VE-cadherin( X = S)

45 n OX-LDL/ug-L™* MDA/nmol-L ™ soD/u-L™ VE-cadherin/mg-L™*
A 10 58.82+9.58 2.06+0.73 151.13+9.94 2.410.34
B 10 123.25+14.56Y 8.690.57" 95.91+13.59Y 5.90+1.20Y
C 12 99.76+7.99Y? 7.02+0.889% 112.11+15.0992 3.330.60Y%
D 12 77.88+12.71Y29 3.91+0.919%%) 135.84+10.6392%) 3.200.4497
E 10 78.87+10.18Y23) 3.35+1.0499% 135.21+11.8599% 3.39+0.549%

T 5 AHRE, YP<0.01: 5 B#E, PP<0.01; 5 CAlLLE, YP<0.05
Note: Compared with group A, ?P<0.01; compared with group B, 2P<0.01; compared with group C, ®P<0.05
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Tab 3 Comparison of aortic tunica intima thickness (X + s)

415 n 3k A IR fum
A 01 9.78+3.15
B 10 35.45+9.54Y
c 12 22.34+3.8912%)
D 12 22.76+4.08929
E 10 16.70+4.059?

F: 5 A RS, YP<0.01; 5 B4ltkE, PP<0.01; E 4L C 4tk
#%, 9P<0.05; E4l5 D 4ith, “P<0.05

Note: Compared with group A, YP<0.01; compared with group B,
2p<0.01; compared with group C, PP<0.05; compared with group D,
“P<0.05

x4 ZHUKRREFMLYE PECAM-1 K& LB (X£S)
Tab 4 The expression of PECAM-1 within arterial wall

(Xx5s)
25 n PECAM-1
A 10 80.43+10.64
B 10 149.42+13.83Y
c 12 109.70+17.129?
D 12 109.69+14.069?
E 10 108.75+10.809%

e 5 AYIEE, YP<0.01: 5 B4k, 2P<0.01
Note: Compared with group A, P<0.01; compared with group B,
2p<0.01

A-XTIAL BRI C-Ea#FfRAVTA: DG 254, E-Fdr tfty T s 2425 41

Fig1l Expression of PECAM-1 within arterial wall(400X)

A-control group; B-model group; C—rosuvastatin group; D—probucol group; E-rosuvastatin combined probucol group
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Protective Effects of Lentinan Against Spleen Injury in Mice to Radiation

FU Qingjie, LI Mingchun, LIU Yinghua(The Chinese People’s Liberation Army Hospital 401, Qingdao 266071, China)

ABSTRACT: OBJECTIVE To study the radiation damage on mouse spleen and the protective effects of lentinan.
METHODS Mouse model of chronic injury was made by exposing to ®Co y-ray which were divided into five groups: control
group, model group, different doses of lentinan groups(0.02, 0.1, 0.5 mg-mL™). After exposing, spleen coefficient, ability of
lymphocyte proliferation were checked by MTT, changes on pathology and ultramicrostructure were respectively determined.
RESULTS  Compared with control group, spleen coefficient, ability of lymphocyte proliferation, pathology and
ultramicrostructure were damaged by ®°Co y-ray in model group. Whereas, the 0.1, 0.5 mg-mL™ lentinan groups were

uninfluenced by radiation. CONCLUSION Lentinan normalizes the injury of spleen.

KEY WORDS: radiation; lentinan; spleen
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