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[ ABSTRACT]

Hyperlipidemia;

Vascular Cell Adhesion Molecule 1;

Aim To study the effect of fluvastatin on serum lipid and adhesive molecules.

1. Institute f Pharmacy and Pharmacology, Nanhua University,

Intercellular Adhesion Molecule 1
Methods 58 patients

with hyperlipidemia ( male 35, female 23) received fluvastatin 40 mg, po, for one week and then the dosage were reduced to 20

mg night. The therpeutic course was 68 week.

Results After treament the average levels of serum TC, TG, LDL, solu

ble intercellular adhesion molecule (sICAM) 1 and soluble vascular cell adhesion molecule (sVCAM) 1 were lowered significantly

(P< 0.05), but HDL was not significantly elevated.
so decreased sICAM-1 and sVCAM-1 concentration.
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Table 1.
after treatment with fluvastatin (x s, n= 58) .

The level of Serum lipids in patient groups before or

Index before treatment after treatment
TG (mmol/L) 3.72%1.58 1.25%0. 79"
TC (mmol/ L) 5. 86 10. 62 4.43%0.29°
HDLC (mmol/L) 1.11£0.03 1. 13 0. 01
LDLC (mmol/L) 2.98 £0. 49 2.34%0.22°
HDLC/LDLC 0.51%0.21 0. 49 £0. 08

a: P< 0.05, compared with before trearment
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Table 2.  The level of Serum sICAM 1 and sVCAM 1 in patient
groups before or after treatment with fluvastatin (x s, n=
58).

Index before treatment after treatment

sICAM 1 308. 72 +41.58 254. 72 %30. 79"

sVCAM 1 836. 62 £70. 62 712. 53 £66. 29°

a: P< 0.05, compared with before treatment
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