E AR I E ¥ 4% 2011 42 2 A% 32 %% 23 Int ] Lab Med,February 2011, Vol. 32,No. 2 e 163 -

o B R R 5 XY RV S S R BB SR RETR AL  MTR 5

R LR EA L ARG HE . W B AR
(L7 AARETL L ERAERA 52350052, 7 AAA X T VmEERERAA 523980)

B E:BH RAERKRBRARBERSHEATFFACGR RSB H RN (A MG X R, FE  HNXAFREHTERRB
BFR AR 528 4] (4 BB 8 4 A1~ Ad ), k4B A AT B 96 41 (NC 40), & X3 2395 Bk, Aol & X xh ROl 4 R
(SBP) 477k /& (DBP) , & J_ 2 A7 A B 8 % (Flns) . fe 4% (FBG) . Z Bt H b (TG) \ B2 B 82 (TC) . & % E I5 & & M2 B 8 (HDL-C) #=
&% B fE & @ f2 B 8 (LDL-O) , & # & 75 g ] & 48 2 h A7 A 5 (2 hBG) 4 38 47, 3 A ) 25 R A AR % 3t JF 38 A7 24T 4631 5
Ao B5R Al NCaE BMIL TG, TC.Flns IR, ISE 2 F A 4t ¥ & ;A2 5 NC a4 IFG HDL-C 2 F R 43t ¥ &
A3 AL BHAS A E NCARE A BFEFAARTFEL., 3ART AL BEHWIERERKBENES HDL-C 2 i 48
R, EEBIEFREEMARX, it MELARKENEGE X, IGRAFG.IGT) £ A £ 8 %3/, & £ 41Lh T2DM;SBP.DBP 2 #
WHASREmE, HHKEZTARK LR ERRB ARG T2DM Fo AS 34,

KBRS RBARA ERRBR R EATFF

DOI: 10. 3969/j. issn. 1673-4130. 2011. 02. 009 MERARIRED : A NEHS:1673-4130(2011)02-0163-02
Research of the Relationship Between the Different Jeopardously Drinking Time and Impaired Glucose Regulation and Artheriosclerosis

Qiu Yuehua' ,Qiu Weidong' ,Yu Xiafa® ,Peng Yiging® ,Xiang Siguo' sLin Xiaomin'
(1. The Qishi Hospital of Dongguan City ,Guangdong 523500, China;
2. The Shatian Hospital of Dongguan City ,Guangdong 523980 ,China)

Abstract: Objective To explore the relationship between the duration of jeopardous drinking and impaired glucose regulation
(IGR) and artheriosclerosis(AS). Methods
vided into 4 groups(Al— A4) according to the duration of jeopardous drinking. 96 cases without history of drinking were selected as
healthy control (NC). All subjects were adult male. SBP,DBP,and Flns,FBG, TG, TC,HDL-C, LDL-C of fasting blood sample,and
2 hBG of blood sample collected 2 h after intake of 75 g glucose were detected. Statistical analysis of the detection results and relat-
There were statistical differences of BMI, TG, TC, Flns, IR, ISE and 2 hBG be-

tween Al and NC groups. Only differences of IFG and HDL-C between A2 and NC groups were statistically significant. There were

528 cases with jeopardous drinking were selected according to related criteria,and di-

ed calculated indicators were performed. Results

no statistical differences of all indicators between A3, A4 and NC groups. Negative correlation of the duration of jeopardous drinking

to HDL-C and positive correlations to the other indicators were confirmed by multiple stepwise linear regression analysis. Conclusion
Along with the increase of duration of jeopardously drinking,IGR (IFG,IGT) is obviously aggravated or transformed to T2DM,

SBP and DBP significantly higher and AS aggravated. Control of alcohol consumption can prevent the transformation of population

with long-term jeopardous drinking to T2DM and AS.
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