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Abstract:Objective To investigate the clinical significance of the detection of serum proprotein conver-
tase subtilisin/kexin type 9 (PCSK9) level in patients with type 2 diabetes and the mechanism of PCSK9,
Methods Seventy-four patients with type 2 diabetes who had undergone physical examination were enrolled
as the diabetes group; at the same time, 76 healthy individuals whose age and gender composition matched
those of the diabetes group were enrolled as the control group. The serum PCSK9 levels and related clinical in-
dicators:fasting blood glucose (FPG),glycosylated hemoglobin (HbA1lc) ,total cholesterol (TC), triacylglyc-
erol (TG) ,high-density lipoprotein cholesterol (HDL-C) ,low-density lipoprotein cholesterol (LDL-C) ,homo-
cysteine (Hcy) ,high sensitivity C-reactive protein (hs-CRP) of the people enrolled in the study were detec-
ted;the correlation between the serum PCSK9 level and LDL-C and hs-CRP was analyzed. HepG2 cells were
incubated with different concentrations of glucose (high concentration: 30 mmol/L, low concentration:

5 mmol/L) ,and the expression of SREBP2 and PCSK9 was detected by real-time fluorescent quantitative PCR
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(qPCR) and Western blot. Betulin and SREBP2 siRNA were used to inhibit SREBP2, and the effect of
SREBP2 inhibition on the expression level of PCSK9 was detected. Results The serum PCSK9 level in the di-
abetic group was higher than that in the control group (P<C0.05). The TC,TG,LDL-C,FPG,HbAlc,and hs-
CRP in the diabetic group were higher than those in the control group (P<C0. 05). Serum PCSKY9 levels in dia-
betic patients were positively correlated with LDL-C and hs-CRP levels(+ =0.593,0. 424, P <0. 05). The ex-
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pression levels of SREBP2 and PCSK9 in HepG2 cells incubated with high concentration glucose were higher
than those in cells incubated with low concentration glucose (P<C0. 05) ;after SREBP2 was inhibited, the ex-
pression level of PCSK9 decreased (P<C0.05). Conclusion The level of serum PCSK9 in diabetic patients is

elevated,and high blood glucose may increase the expression level of PCSK9 by inducing the expression of

transcription factor SREBP2.
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