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[ ABSTRACT] Aim To determine whether Xuezhikang, a HMG- CoA reductase inhibitor made in China, affects CD11b ex-

pression and adhesiveness of monocytes to endothelial cells in vitro after the treatment of patients with hypercholesterolemia.
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Methods

Fifteen patients with hypercholesterolemia were treated with Xuezhikang (1. 2 g/d) for 4 weeks.

Isolated human

blood monocytes were subject to flow cytometric detection of CD11b and adhesion assays to live human endothelial cells were made

before and after the treatments of Xuezhikang. Results

The average fluorescence intensity and the relative fluorescence i

tensity of CD11b expressed in monocytes and lymphocytes from the peripheral venous blood were lowered after the treament of

Xuezhikang.

The expression rate of CD11b in lymphocytes was decreased from 27% *4% 1o 13% *3% (P< 0.05, n= 15).

The adhesion rate of monocytes to endothelial cells was reduced from 5. 5% +2.3% to 1. 8% £0.8% ( P< 0.03, n= 15).

Pretreatment of CD11b mAb in vitro can mhibit the adhesion of monoctyes to endothelial cells.

Conclusions Xuezhikang, a

kind of HMG-CoA reductase inhibitor, can inhibit the expression of CD11b in monoctyes and the adhesion of monocytes to em

dothelial cells with the cholesterok loweing effects.
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F1. MENRILE
Table 1.

ment in two groups(x *s, mmol/ L).

AT EIEMAER IR 1L,
Changes in blood lipid level before and after treat

Normal group Patient group
Index
Pretreat Postireat Pretreat Posttreat
TC 4.5510.51 4.53%0.35  6.15%0.40 5.00=0. 35"
TG 1.30%0.32  1.32%0.33 1.95%0.92 1.68 *0.75
LDL 2.53%0.35 2.55%0.31 4.68%1.0 2.90%0.71*
HDL 1.12£0.32  1.15%£0.29  1.08%0.60 1.00%0.42

a: P< 0.05, compared with pertreat of the same group.

F2. MEERIATTAIR MC 5 EC MR

Table 2. The comparison of adhesion rate between monocytes
and endothelial cells before and after the treatment of
Xuezhikang( %)

Adhesion rate Adhesion rate after CD11b mAb

Groups

Pretreat Posttreat Pretreat Posttreat

0.50%0.20 0.43%0.21 0.23%0.13 0.30%0. 18

Normal

Patient 5.50%2.30 1.75%0.85* 5.50%*1.60 0.8520.20

a: P< 0. 05, compared with pertreat of the same group.

2.2 IMBERRIETT BIfE B 4% 40 B 5 1A BE 40 Bl il B 28
Pl

R FH I 5 4 L, I 40 F If MC 5 P9 Rz 4
JRLEIRG B 2 T B (3R 2, Table 2) «
23 MAEERABTAIEREBHARMEBZMEEE
CD11b FIERIEZ L

MG FREVETT G CD11b R BEAR (3R 3 FIR 4,



CN 431262/ R + E kg b 4% & 2002 55 10 #5256 1 #1 55

Table 3 and 4) . H o — 1 & £ 7697 77 MC( CD14,
CD11b XUHYE) i) AFT Ay 1022, i+5 RFI 4 201. |74
R4 LC [ AFIL R 35, 1H5 RFI 8 17, RIEW H 5
%4 29.9% . [MARREIEIT G MC ¥ AFI 2R 564, i+
RFI N 114. LC ] AFT & 29, 5 RFI N 15, ik
H %A 19.9% .

#*3. MBERIATTAIE MCCD11b RIEM L.
Table 3. The changes of CD11b on monocytes before and after
the treatment of Xuezhikang,

AF1 RFI
Groups

Pretreat Posttreat Pretreat Posttreat
Normal 700 £210 650 £185 115130 100 £23
Patient 1100 2200 725 £230° 177 £30 118 *25°

a: P< 0.05, compared with pertreat of the same group.

F4. MBERIATTATE LCCD11b FRIAMIEL.
Table 4. The changes of CD11b on lymphocytes before and af-
ter the treatment of Xuezhikang

Normal group Patient group

Index
Pretreat Posttreat Pretreat Posttreat
AFI 18 14 17 %3 3518 22 %50
RFI 13£3 12E2 1813 13 +2°

12% 2% 10% 2% 27% *4% 13% £3%°*

Expression rate

a: P< 0.05, compared with pertreat of the same group
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4 0.95 (P< 0.05) .
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