¢ 1170 AR ESRE 201245 H% 33%4% 104 Int ] Lab Med, May 2012, Vol. 33,No. 10

cRRREARIEE -
AL iR ANBE APOC3-455T>C ERFZASHEES MS fitE< 4

T Wk sEk BLEHFLLERSEIAL.EFZERA!
(HLBEHFRWERFER .. A4H 2R T,2. A, #3438 442000)

B E:HH RITERBEZEEG C3(APOCH4T>CARH 2 505 H X AABERREEEM) A alf X . A& XK
% 226 ) MS & F= 258 & 4 B G B4R iR R R A B4k BB TR )12 5 LK E % & M (PCR-RFLP) 47 APOC3-455T>C &
B AW H . FhMNLhl ke, GR 455CFEELBNEMS SHRATHLFTAERR, £ FH % 3 & L(P<
0.05), MAY CHFAAMEBLFH = m (TGO AP TT 4bF 4 & (P<0.05), @ & % A5 & & iz B 8 (HDL-C) K F 3t TT
o FHMK, APOC3 42 XA B2 MS# Z#w K F(OR=1.987.P=0.038), &t POC3-455T>C 4 B % A L5 o g R -T4
# 2 TG & HDL-C & % ,APOC3-455C ¥z A A Ta 4 MS#) e W % .
KER - RMEGEX; HEEACHE; Z5A%.d84; AR
DOI:10. 3969/j. issn. 1673-4130. 2012, 10. 009 Xk tRIRAG A XERS:1673-4130(2012)10-1170-02
Correlation between apolipoprotein C3 gene -455T>C polymorphism and metabolic syndrome in Han Population of Hubei
Ding Yan',Zhu Mingan® , Zhu Jing® ,Lu Zhiyong' ,Yuan Yahong' ,Wang Xiaoli',Li Dongsheng'
(1. Institute o f Life Sciences ;2. Clinical Laboratory , Hubei Medical University
Af filiated Taihe Hospital s Shiyan, Hubei 442000 ,China)
To investigate the relationship between -455T>C polymorphism in apolipoprotein C3(APOC3) gene and
226 patients with MS(MS group) and 258

healthy controls(control group) were enrolled and detected for the distribution of -455T > C polymorphism in apolipoprotein C3

Abstract: Objective
metabolic syndrome(MS)and blood lipid level in Han Population of Hubei. Methods

gene by using polymerase chain reaction restriction fragment length polymorphisms(PCR-RFLP), and the levels of blood lipid and
fasting blood glucose were also detected. Results The frequency of -455C genotype in MS group were significantly higher than in
control group(P<C0.05). In the tow groups, subjects with C allele were with higher triglyceride(TG) level and lower high density

lipoprotein cholesterol(HDL-C), compared with those of TT homozygote( P<(0.05). APOC3 -455C allele was an independent risk

factor of MS(OR=1. 987, P=0. 038). Conclusion

APOC3-455T>C polymorphism might be associated with plasma triglyceride

and HDL-C level, and APOC3-455C allele might be an independent risk factor for MS.
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M:100 bp DNA ladder;1: TT #4;2.CT #; 3.CC %,
B 1 PCR-RFLP =4 B8 ik &

&1 BE—MAMRMAE IAEKFERE( TLs)

LD MS 4l (n=226) Xt (n=258) P

M B/ 2 112/114 132/126 =>0. 05
AR () 59.10%9. 4 59.3049.6 >0.05
A 5 48 %% (BMIL kg/m?) 23,2442, 26 22.7541.97 <<0.01
e 45 H (mm Hg) 126.104+10.43 112.9348.10 <<0.01
#F 3k (mm Hg) 74.40+13.6 74.80+13.8 >0.05
TC(mmol/L) 4,6240.92 3.7840.81 <<0.01
TG (mmol/L) 1.3140.63 0.98+0.42 <<0.01
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LDL-C(mmol/L) 4.1620. 87 2.8540.73 <0.01
FBG(mmol/L) 6.2441.31 4.774£1.07 <0.01
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