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Abstract: Objective To investigate the association between serum proprotein convertase subtilisin/kexin

type 9 (PCSK9) level,obesity and type 2 diabetic mellitus (T2DM). Methods According to BMI, 100 cases of
healthy persons with normal glucose tolerance were divided into normal weight group (group A,n=50,BMI<C
24 kg/m?) and obesity group (group B,n =50,BMI>24 kg/m?). A total of 100 case of newly diagnosed
T2DM patients were divided into normal weight group (group C,n=50,BMI< 24 kg/m?”) and obesity group
(group D,n=50,BMI>24 kg/m*). PCSK9, fasting blood glucose (FBG) ,total cholesterol (TC) ,triacylglyc-
erol (TG), high density lipoprotein cholesterol (HDL-C),low density lipoprotein cholesterol (LDL-C) and
Fins were compared between the groups. Results The levels of PCSK9, TG and BMI of group B were higher
than that of group A,and HDL-C was lower than that of group A, differences were statistically significant
(P<C0.05). FBG,HbAlc and PCSK9 of group C were significantly higher than that of group A (P <C0.05).
FBG.,HbAlc and PCSK9 of group C were significantly higher than that of group B (P<C0. 05). BMI of group
C was significantly lower than that of group B (P <C0.05). FBG, HbAlc, Fins and PCSK9 of group D were
higher than that of group B,BMI,TC,TG,LDL-C,Fins, HOMA-IR and PCSK9 of group D were higher than
that of group C.differences were statistically significant (P<C0. 05). Serum PCSK9 was correlated with BMI,
FBG,TC, TG, LDL-C, Fins, HOMA-IR and HDL-C (r = 0. 469, 0. 279, 0. 314, 0. 363, 0. 347, 0. 251,
—0.338,P<C0.05). Logistic regression analysis showed that BMI and HOMA-IR were independent influen-
cing factors for PCSK9(P =0.002,0.011). Conclusion Serum PCSK9 is closely related to BMI and HOMA-
IR in T2DM patients. PCSK9 may play an important role in the pathogenesis and development of T2DM and
obesity.
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2H 9 n BMI(kg/m?) WHR FBG(mmol/L) HbAlce( %) TC(mmol/L) TG(mmol/L)
A4 50 21.8141.65 0.8240.06 4,5640. 35 5.140.3 4.5240. 81 1.3540.82
B4 50 27.45+1.86" 0.85+0.09 4.71£0.48 5.340.4 4.62+0. 85 2.41+1.58"
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24 5 n HDL-C(mmol/L) LDL-C(mmol/L) Fins(mU/L) HOMA-IR PCSK9(pg/mL)
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