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Impact of PCSK9 gene polymorphism on effect of rosuvastatin on lipid regulation
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Abstract: Objective To explore the impact of PCSK9 gene E670G polymorphism on the effect of rosuvastatin on lipid regulation in
coronary heart disease patients. Methods Patients (134 cases) with coronary heart disease in Wujin Hospital Affiliated with Jiangsu
University from September 2012 to July 2017 were selected, and were po administered with Rosuvastatin Calcium Tablets 10 mg every
night, once daily for one month. PCR-LDR method was used to detect E670G polymorphism. The changes of blood lipid were
compared before and after taking medicine. Results Total of 134 coronary heart disease patients completed the follow-up. After
treatment, the levels of total cholesterol and low-density lipoprotein cholesterol were significantly decreased, but the levels of TG and
HDL-C were not significantly changed. Among 134 patients, 121 were AA genotype and 13 were AG genotype. The changes of lipid
levels before and after therapy in different genotype groups were similar to the overall. However, the effects of rosuvastatin on lipid
regulation were not significant difference in different genotype groups. Conclusion PCSK9 E670G polymorphism might not affect
the lipid-mediated effect of rosuvastatin in coronary heart disease patients.
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Table 1 Baseline data between two genotypes

TiH AL AA JEHR (n=121) AG H M (n=13)
S b7 63.3749.95 64.61+12.22
B i 9

W A il 34 2

& ML 7 i 88 10

BE PRI il 30 4

UA mmol-L™? 356.83+93.41 402.36+112.73
TC mmol-L™* 4.4640.91 4.79+0.86
TG mmol-L™? 1.82+1.57 1.82+1.14
HDL-C mmol-L™* 1.11+0.32 1.0540.17
LDL-C mmol-L™? 2.79+0.83 3.15+0.64
ApoA gL? 1.1940.24 1.1840.17
ApoB gL 0.93+0.25 1.03+0.24
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Table 2 Comparison on lipid levels before and after using rosuvastatin ( x s )

WS [A] 2H 531 n/f TC/(mmol'L™Y)  TG/(mmol-L™?) HDL-C/(mmol-L ™) LDL-C/(mmol-L ™)
R Rl JUEEN 134 4.50+0.91 1.82+152 1.10+0.31 2.83+0.82
AAZER 121 4.46+0.91 1.824+157 1.11+0.32 2.7940.83
AG JE[R#Y 13 4.79+0.86 1.82+1.14 1.054+0.17 3.15+0.64
RIT)E JEREN 134 3.58+0.91 1.66+0.84 1.1040.25 1.954+0.79™
AAFAE 121 3.58+0.93” 1.66+0.86 1.114+0.24 1.94+0.81"
AG H: A 13 3.59+0.69 1.60%0.64 1.0940.32 2.06+0.63"

SREMAHITRTE: TP<0.01
P < 0.01 vs same group before treatment
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Table 3 Effect of PCSK9 E670G polymorphisms on lipid regulation of rosuvastatin ( X =s )

2H 531 n/i ATC/(mmol-L™Y) ATG/(mmol-L™) AHDL-C/(mmol-L™%) ALDL-C/(mmol-L™?)
AA FEF R 121 0.99(0.38~1.56) 0.00 (-0.42~0.45) -0.03(-0.60~0.60 ) 0.95(0.43~1.50)
AG H:[H 7Y 13 1.29 (0.09~1.82)  -0.04 (-0.18~0.12) 0.01 (-0.19~~0.05) 1.18 (0.45~1.65)
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