<126

PEFATIRSE 275 201042 A %531 8% 28 Chin J Epidemiol,, February 2010, Vol.31,No.2

BB SR F U
HIRREE T

kEH i MEF SEHE B EHk MR EIRE

[HE)] BH SWBEHRBESEMS)BESFERFRNBRATEN FROMSS4H
43 B L3 4 4 C [ BB 1 (hs-CRP) S AU 22 5 75 MS K& HA L4 2 9 K 0% B B4 1E
HiE RABEHRTRF 13RI RERET, 2 26 51 ¥ MS 1E 4 FiEH GRBiI4 ) AR 78
LEREANMERXMRA, ESEERENTREREWENANRNEEFTNFREERFRREE
B, MEYSE AKE EF. B . ILE, 1EBMLIER L AER SR, SRR 2s 1 .
BE VAT R I hs-CRP &8, B8R MSHHHFIAETERFCRIEREIS bR (R JEE S JER L
DBP {8 ) & hs-CRP #4175 T3 BA K HF HEP T8 (P<0.05) . HHIHEEHFREMS POHEE
PR LK I B 5% %R (fik HDL-C) ¥ T3t A FR(P<0.05) . FH BIRHIL FAUE MS 4§
B ERTRHEMH (r=0.231,P<0.05), & HRHSHBHEFPITFRNERRUEGFELR B
MS MK R EMAEFF AR, TERIETOHEARR  MUEA S MRIEREHE

[%@iA] RBLGEIE; FERENE; FHFY

Familial aggregation of metabolic syndrome in adolescents with paternal metabolic syndrome
ZHANG Hui-ying, SUN Yu-ye, CHEN Su-fen, LV Jingjuan, YANG Liu, XIA Wei, SUN Cai-hong,
WANG Yi-jun. Public Health College, Harbin Medical University, Harbin 150081, China
Corresponding author: ZHANG Hui-ying ,Email : zhysxj@yahoo.com.cn
This work was supported by a grans from the Heilongjiang Province Natural Science of Foundation(No. D200604)

[Abstract] Objective To analyze the impact of parental Metabolic Syndrome (MS) on
adolescents, and to explore the familial aggregation of MS with its components. Methods Using a
1:3 case-control familial study design to choose 26 MS male patients as proband and 78 healthy men
as controls. Data regarding phenotype of their adolescence offspring were collected. Height, weight,
waist circumference (WC), blood pressure, body mass index (BMI), waist-to-hip ratio (WHR) and
waist-to-height ratio (WHtR) were measured or calculated. FPG, TC, TG, HDL-C and LDL-C were
detected by automatic biochemical analyzer and hs-CRP was detected. Results WC, WHtR, WHR,
DBP and hs-CRP of those adolescents with paternal MS were significantly higher than in controls (P<
0.05). Rates of MS, Obesity depend WC, low level of HDL-C of adolescent with paternal MS were
significantly higher than in controls (P<<0.05). The rate of number on MS was significantly higher in
case group than in control (r=0.231, P<<0.05). Conclusion The phenotypes of MS were different
between adolescents with or without parental MS, indicating that the familial aggregation of MS had
been existed in their adolescent offspring, and mainly presented in central obesity, increased blood
pressure and inflammation.
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