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Characteristics of glucose and lipid metabolism and the relationship between plasma PC-
SK9 and metabolic factors in obese patients
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[Abstract] Objective:To discuss the characteristics of glucose and lipid metabolism and the relationship between plasma PCSK9
and relative metabolic factors in adolescents and young adults. Methods: Blood samples were obtained from 54 (22 males and 32
females) subjects who were diagnosed as obese. Questionnaires, physical examinations,oral glucose tolerance test (OGTT),lipid
profile ,and other metabolic factors were performed on these objects. Serum PCSK9 was measured with Sandwich ELISA. Results:
Data showed that the bone mass index (BMI) was positively correlated with fasting blood glucose (FBG),fasting insulin (FINS),
fasting C peptide (FCP),HOMA insulin resistance index (HOMA-IR) (r = 0.386,0.488,0.363,0.546,P < 0.05). BMI was positively
correlated with total triglyceride (TG),total cholesterol (TC),low density cholesterol (LDL-C) (r = 0.365,0.274,0.305,P < 0.05),
and it was negatively correlate with high density cholesterol (HDL-C) (r = -0.270,P < 0.05). BMI was positively correlate with C-
reactive protein (CRP)and gamma-glutamyl transferase (y-GGT) (r = 0.577,0.417,P < 0.05 ). It was negatively with total bilirubin
(TBIL) (r = -0.322,P < 0.05). PCSK9 was positively correlated with BMI,FINS, HOMA-IR (r = 0.406,0.535,0.496,P < 0.05).
There was no significant correlation with BMI and blood lipid levels such as TG, TC,LDL-C,HDL-C(r = 0.089,0.237,0.269,-0.002,
P > 0.05). CRP was positively correlated with FINS,FCP,HOMA-IR,TG (r = 0.331,0.464,0.494,0.530,P < 0.05). yGGT was
positively correlated with FBG,TG (r = 0.284,0.501,P < 0.05). yGGT was negatively correlated with HDL-C(r = -0.289,P < 0.05).
TBILI was negatively correlated with FINS,FCP,LDL-C (r = -0.324,-0.290,-0.315,P < 0.05). Conclusion; There were multiple
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abnormalities of glucose and lipid metabolism in obese adolescents and young adults in this study. PCSK9 was closely related to FINS

and HOMA-IR. The prevention of obesity might help to prevent future cardiovascular disease and type 2 diabetes in adolescents and

young adults.
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Table 1 The clinical characteristics of the subjects
(xxs)

PCSK9 7K F- 5 BMI FINS .HOMA-IR *& 1F #H 3¢
(r = 0406, P = 0.026;r = 0.535,P = 0.002;r = 0.496,
P = 0.005), PCSK9 7K*F5 TG .TC LDL-C HDL-C

| S S-EL
i;zz ) 5’; Zf ii TCHA ARG (r = 0.089,P = 0.646;r = 0.237,P = 0.208;
BMI 54 358 4 6.5 r=0.269,P=0.151;r = -0.002,P = 0.990) ,
FBG (mmol/L) 54 57+ 1.4 24 HARMIEEEEERRBEEFAH X
FINS(pU/L) 54 303 £24.2 R AE AR N CRP . yGGT  TBIL 54
FCP(pmol/L) 54 14975 + 1147 REACIEAH G B A DG PEaNER 2 IR,
2 h PBG(mmol/L) 54 8.8 +42 )
2 h INS(pU/L) 54 150.5 + 204.1 300 i
2 h CP(pmol/L) 54 38254 + 1807.1 L L A S o 2 B — R A S i
i‘)(“fjn u o . T ARSI S AR . X T
TC(mmol/L) 3 47409 NEREE 5, A AP AH DG Y A RSP Sl 2538
HDL-C(mmol/L) 53 11402 AT R NERET AR AR BN A 25 AR
LDL-C(mmo/L) 53 29407 W48 #5 FBG FINS FCP _HOMA-IR 5 BMI & iF #H
PCSK9(ng/ml) 30 76.39 + 32.5 K, HR N R SR AR AR AT g TR R LAE SRS
ALT(U/L) 50 46.1 + 28.7 BT, B & BB IRIA | [R] I A7 7525 Fh i g S R AE
AST(U/L) 53 323 =182 < F0 M Wi A AR 48 bR S R 4 TG TC \LDL-C,
YOGT(U/L) > 38.5 % 19.5 HDL-C .CRP yGGT TBIL, X#fQif 5 e 38
TBIL(pmol/L) >3 13916 L L 0K Rl R P R 0 T 5807
CRP(mg/L) 37 54+44 SR
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Table 2 The Pearson correlation between other metabolic factors and glucose and lipid metabolism (r)

Bzt CRP YGGT TBIL

FBG 0.297 0.284° -0.172

FINS 0.331° 0.191 -0.324°

FCP 0.464" " 0.225 -0.290"

2 h PBG 0.277 0.261 -0.056

2 h INS 0.232 0.134 -0.130

2hCP 0.241 0.058 -0.047

HOMA-IR 0.494°* 0.255 -0.213

TG 0.530"* 0.501°* -0.147

TC 0.246 0.107 -0.231

HDL-C -0.236 -0.289" -0.059

LDL-C 0.238 0.145 -0.315"

“P<0.05,""P<0.01,
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