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[ ABSTRACT ] Aim  To explore the impact of atorvastatin on clinical efficiency and endothelial function of aged pa-

tients with unstable angina pectoris. Methods

Atorvastatin;  Unstable Angina Pectoris; Endothelial Function
120 cases with unstable angina pectoris were randomly divided into con-
trol group and observation group.  The control group was treated by conventional therapy, the observation group received

atorvastatin 20 mg additionally.  The treatment duration was 12 weeks.  Before and after treatment, the endothelial vasodi-
lation function was determined by color Doppler flow imaging, fasting venous blood was collected to detect blood lipid and ni-
Results

treatment, the levels of total cholesterol (TC) , triglyceride (TG) , high density lipoprotein cholesterol (HDLC) , low density

tric oxide (NO), the clinical efficiency was compared between the two groups. For the observation group, after
lipoprotein cholesterol (LDLC) and NO, the degree of brachial artery flow mediated dilatation improved greatly (P <0.05),
the clinical efficiency of angina pectoris and cardiograph was 86. 7% and 76. 7% , respectively; there were significant differ-
ences between two groups (P <0.05). Conclusion Atorvastatin treatment could effectively alleviate the patients with

unstable angina pectoris, its treatment effect may be related to the improvement of blood lipid and endothelial function.
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Table 1. Comparison of clinical data between two groups

LS (Xj iﬁéoﬂ ) (Xr)? i?%f )
HB/2 () 32/28 35/25
IR (%) 69.3+£8.9  68.2+10.3
DIIRE T2 () 44 42
IR T 2R (1)) 16 18
14 ( mmol/L) 4.36+1.21  4.41 £0.94
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ﬁwﬁ H XA EHUAP b7 7%, H 3 K
wmm WAL EE 10 mg A7 3k BR 0 /R A # 30
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Table 2. The changes of blood lipid before and after treat-

ment between two groups( mmol/L)

bopiisEEl ML
o : N \
IRYT I BITIE TRYT I RIT IR
TC 5.32+1.84 5.13+1.79  5.34+1.69 3.79 +1.10°
TG 1.69+0.34 1.58 +0.32 1.70 £0.28 1.28 +0.24*

HDLC 1.10 £0.34 1.02 £0.49
LDLC 2.83+0.43 2.67 +0.39

1.05+0.38 2.94 +0. 33"
2.90 £0.32 1.93 £0.43"
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Table 3. The changes of endothelium function before and

after treatment between two groups

— ﬁ%ﬁﬁﬁﬁ P IER R iﬁff

XTRRAL JRYFHT 3.85+0.89 5.3% +0.7%  1.65+0.43
WA 3.87£0.86 5.4% £0.8%  1.70+0.52

MELL JBITHT 3.86+0.83 4.9% £0.7%  1.59 +0.44
JAITJE 3.88+0.85  8.2% +0.9% 4.98 £0.61%
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