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Influence of Valsartan combined with Lisinopril on blood lipid and renal function
in patients with primary hypertension
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Abstract: Objective To observe the influence of Valsartan and Lisinopril on blood lipid and renal function in patients with primary
hypertension. Methods Patients (85 cases) with primary hypertension treated in Panzhihua Central Hospital in January 2014 to March
2015 were selected as research objects, then according to the paired grouping method all patients were divided into two groups. There
were 40 cases in control group who were given Lisinopril treatment; 45 cases in observation group treated with combination of
Valsartan and Lisinopril. Both groups were treated for 12 weeks. The efficacies of two groups were compared and blood lipid and renal
function were determined and statistically analyzed. Results The total effective rate of the observation group was 91.1% and
significantly higher than control group of 67.5% (P < 0.05). After 12 weeks treatment, the levels of TG, LDL-C, and TC in the
observation group were significantly lower than those in the control group (P < 0.05), and the level of HDL-C was significantly higher
than that in the control group (P < 0.05). The levels of BUN and Cr in the observation group were lower than those in the control group
(P <0.05). Conclusion The clinical effect of Valsartan combined with Lisinopril in primary hypertension patients is better, and it has
stronger lipid regulating function and could delay impairing renal function caused by hypertension, so it has more clinical value.
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Table 1 Comparison of curative effect after treatment
between two groups

A ol BRI ERUB ORI RAERCEI%
SR 40 12 15 13 67.5
WgL 45 21 20 4 91.1"

xRt P<<0.05
“P < 0.05 vs control group
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*2 WABRERTARMASKTERE (Xts)
Table 2 Comparison of blood lipid levels between two groups before and after treatment (X +s)

TC/(mmol L)

TG/(mmol-L ™)

LDL-C/(mmol-L?) HDL-C/(mmol L ™)

g/l

WITHET T 12 WITHT  YRIT 12 )8 WITHI  IRIT 12 WITHI T 12
YR 40 46402 37403 31+05 23402 35+06 26403 06+01 1.1+01°
WE 45 45404  3.1+02"  29+04 184027 34404 21+402" 05+01 154027

SR40ATFRTHE: *P<0.05; SXIMALATIEHE: P<0.05

#P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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*3 FEBEARTAIEBAMEXERILER (X+s)

Table 3 Comparison of renal function related indexes
between two groups of patients before and after
treatment (X +s)

Cr/(umol-L ™% BUN/(mmol L)

4
AN 0B s w28 R W 12

W 40 13244156 10574135 89+10 7.8+1.1
WML 45 12854145 93241257 8.6+1.2 624097

SR P<005; SXIELLIAITEHE: P<0.05
#P < 0.05 vs same group before treatment; ‘P < 0.05 vs control group
after treatment
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