ERES 2015 F 10 A% 44 %% 30 4 4255

-REHRSE -

RBENEE

doi:10. 3969/j. issn. 1671-8348. 2015. 30. 026
R NBERBEAIUEEREREEXEZRNRNE

T AL YR, K LR EFL.E %L ETHD
(ZBKRFEF—RREFR/EGTPROCARER: L &1H;2. k&4, LT F 443003)

[(WE] BN FRRBETES TRLAFERBFESLEM) ERFELALMXBA LG Y 0. AT MSABALE S X TR
BEEFARE, Ak WA AT EI T 10 AE/LIR AR 3640 A(F 2285 A,k 1355 AL, HF# 20~70 %), mif B L4k 0E
IMARBGRAER BITRBEEFXRELS REARBES> A SACRKFBRAGEHE EZREE L FTRBLE . FLER
#ITG% T oM. BR SRR BRIKBEMLE ,EFTRIE A MS & 9% E R IR R E I (BMD 45k & (DBP) , Z B (TG) | &
8 (UA) - & 2 %I+ & (P<<0. 05) .0k 45 /& (SBP) - £ 2 % T B (P<C0. 05) ;i & 4k i 41 BMI,DBP,SBP. #] £ # (GLU) | ¥ j2
B # (TCH) . TG & % Z g & @ #2 B B (LDL-C) \UA MS &% £ 2 7 % (P<<0.05). HEFRFALE, L FREFAMS &5
% % BMI.DBP,GLU,TCH,TG,LDL-C . UA % % EF# 2% (P<0.05), R#AEETLATERE,.CREEH(CRP) A &% E
M5 % & fe B B (HDL-O) F % £ & A 2% £ (P>0.05), it EFRE AT G F R ILAR BMI.DBP, TG,LDL-C.UA # 2 %
#w .3 GLU,TCH.HDL-C.CRP '@ 7 A% . MSERERLMXNEZFF AL CHBBAFTEEME, & FHEA KK SBP
Fo GLU 4E A A2 R 46 Ak MS &% %,
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Relationships of alcohol consumption to the prevalence of metabolic syndrome and
its related components in Yichang professional population”
Luo Chunhua' ,Yang Shaoyu®,Liu Min',Zhang Qingyong"',Gong Feng' ,Li Xueli*”
(1. Department of Clinical Laboratary ,the First Clinical College of Three Gorges University,Yichang
Central People’s Hospital ,Yichang , Hubei 443003, China;2. Department of Physical Examination ,the First
Clinical College of Three Gorges University ,Yichang Central People’s Hospital ,Yichang » Hubei 443003 ,China)

[ Abstract |
lated components in Yichang professional population and provide decision making basis for lifestyle intervention to MS crowd in the
city. Methods

went a careful drinking habits survey, then physical examination and blood chemical examination. They were divided into three

Objective To study the relationships of alcohol consumption to the prevalence of metabolic syndrome and its re-

We examined baseline data from 3 640 participants (2 285 men and 1 355 women) aged 20 to 70 years who under-

groups by average ethanol intake [ non,occasional (<10 g/day) ,moderate (=10 and <30 g/day) ,and heavy (=30 g/day) drink-
ers . Results Compared with no drinking and occasional drinking group,the prevalence of MS and abnormal rate of BMI,DBP, TG,
UA increased significantly ( P<C0.05) while SBP decreased significantly in moderate drinking group; compared with moderate
drinking group,the prevalence of MS and abnormal rate of BMI,DBP and SBP,GLU,TCH,TG,LDL C,UA increased significantly
(P<C0.05) in heavy alcohol consumption group; whether moderate or heavy drinking, abnormal rate of CRP and HDL C did not
change significantly(P>>0. 05). Conclusion Even moderate drinking has a significant effect to BMI,DBP,TG,LDL C,UA,but not
obvious to CRP,GLU, TCH, HDL C. Excessive alcohol consumption has a very bad effect on BMI, DBP, SBP, GLU, TCH, TG,
HDL C.LDL C,UA. Both the prevalence of MS and the abnormal rate of its related components are proportional to the alcohol in-
take. Although moderate drinking could lower SBP and GLU,but can not reduce the incidence of MS.

[Key words| alcohol consumption; Yichang professional population;metabolic syndrome;prevalence rate;influence
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1.2.3 Slm=Ema MK 12 h 5 # ki, 72 HITA-
CHI-7600 4= B 3h 4 b X I 5¢ AR 3 4 B (GLUD | I & e
(TCH) \ =Bt H i (TG v % B M5 & (117 [# BE (HDL-C) (I %5
JE R & I R (LDL-C) L BR R (UA) (C-J i 8 1 (CRP) 8 T
A, GLU SR 4 45 Bl &L %, TCH R &AL %, TG
¥ GPO-POD ¥, HDL-C., LDL-C 3% J % 5 7 38 i i 42
UA K R ER 75  CRP SR S5 35 4F e ik . 0T Il AR 24 R
Kt 58 56, 45 300 5 45 AL R VPR 2ZEIEFN .

1.2.4 R bR B 1 AR 4 A IR K
FEEFET 2 WA R 2 B3 O DL 7 428 11 5200 =,
E 2 AAMOERARETE A OEEA R, E 2 EE
AT 10 g/d HEBIRIKIE . 10~30 g/d Jid &K . =30
g/d At BRI . R DGR > 18 O AN AR O

1.2.5 MS2WibriE 438 & i B HE M 48 I5 2 2 08 PR A
4345 CDS #EFEMIARME (2004 45)57 . MS &M 635 4R 5 8 1 2
bR . BMIZ=>25. 0 kg/m?” ; & I : GLUZ>6. Immol/L 5% # i
fafJ& GLUZ=7. 8 mmol/L; & Il B : Y 45 & /4T 5% & =140/90
mm Hg; & TG>=1. 70 mmol/L; 55§ HDL-C. 5 £ <C0. 9
mmol/L, &M< 1. 0 mmol/L; 25§ LDL-C=3. 10mmol/L; %%
JE i TCH=5. 70 mmol/L; UA: 8 #: =430 pmol/L, &Lt =
357 pmol/L;CRP=5.0 mg/L,

1.3 Sil2e4b3 SR A EPI DATA 3.0 87 500 FE % 3
OB AR L th T N B A% I 862 1B A A, i T SPSSI3. 0

®1 ARAREAATES

FREF 2015510 A% 44 5% 304

ST T . SRR T FoR .3 AR R
SR J7 22 50 B 9 4 1) X B b AR A LSD vk R 2 JE) A H A
X' K. Ll P<<0.05 RERAGIH¥E L,

2 % 7

2.1 — RIS AR HARKIE S 3 A A IRRE
IR 1925 NGE R4 1615 AL i A4 100 A,
5 A SR AR 41 b L 3 & AR 41 BMILDBP, TG, LDL-
C.UA KT 8 ZFF & (P<<0.05), HDL-C 1 2 K % (P<<
0.05) ;33 7 4l 41 BMI,DBP,SBP.GLU,TCH,TG.LDL-C,
UA /K 8 2 F} & (P<<0.05), HDL-C 2 F & (P<0.05),
558 BRI 4 BB, 3 AR 41 BMIL DBP, SBP,GLU, TCH,
TG.LDL-C,UA ¥{f 8 3 F+ & (P<C0. 05), HDL-C g & ~ [%
(P<<0.05), L% 1,

2.2 ARMRIBE TR MS BB LEMARHRFHFRELE 5
AR TR RO 2 B L 38 B AR 41 MS 2% % )k BMIL.DBP,
TG.UA % & 5 E I} & (P<<0. 05),SBP S R B % T %
(P<C0.05), i H % 8§ 41 BMI, DBP, SBP, GLU, TCH, TG,
LDL-C,UA MS 5 3 B FF 5 (P<<0. 05) ; 536 &K 4 1
B3 AT 40 MS MUK X &% BMIL DBP. GLU. TCH. TG,
LDL-C.UA 8% % -\ 3 (P<C0. 05), i Z Bk A3,
MS SRR R M CHE RS, 5 S AREIE
M. EREIKE Y] SBP.GLU 54 AR F A 1R 8k 18 /R R0 41
%038 BRI A R AIC SBP R GLU /EH, L3k 2,

B A MSHXBERHELR (TLs)

MS #CE &R AR FE IR (=1 925) IR (n=1 615) i BRI (n=100) F P

BMI(kg/m?) 22.55+3.25 23.71£3.27° 25,6744, 57 17.271 0. 000
DBP(mm Hg) 74.16+10. 13 76.93+9.99¢ 85.07410. 72 71. 245 0. 000
SBP(mm Hg) 114.10+18.57 113.84+14. 96 122.67416.02% 12.582 0. 000
GLU(mmol/L) 5.32£1.13 5.31+1.07 5.9241. 99 13.001 0. 000
TCH (mmol/L) 4.5340.82 4.5840.98 4.9940. 92 12. 849 0. 000
TG(mmol/L) 1.36+0.93 1.70+1. 41¢ 2.95+3.12% 86. 866 0. 000
HDL-C(mmol/L) 1.58+0. 34 1.56=+0. 33 1.54+0. 40% 11. 257 0. 000
LDL-C(mmol/L) 2.56+0.69 2.64+0.68° 2.80%0.67% 12. 356 0. 000
UA(pmol/L) 298. 83+80. 09 351.56£76. 64 389.30481. 45% 171. 330 0.000
CRP(mg/L) 2.76+2.74 3.04+2.87 3.37+3.16 2. 284 0.102

@ P<C0. 05, 5 R 2k 8 R K 41 L4 5 0. P<<0. 05, 538 iR 41 L 55
*x2 AEKRBEFRXMS BEREREAXEAZRERLEL()]

WiH AR FB R K (n=1 925) & BRI (n=1 615) it BRI (n=100) x P

BMI A 410(21.29) 535(33.13)® 56(56)® 103. 52 0. 000
DBP 4 213(11.06) 234(14.49) 37(37)% 59. 04 0. 000
SBP 4 250(12.99) 112(6.93)° 19(19)# 42.31 0. 000
GLU4 181(9. 40) 146(9. 04) 2121 15.70 0. 000
TCH 4 156(8.10) 151(9. 35 2121 19. 69 0. 000
TG A 432(22.44) 537(33.25)" 57(57)% 92. 86 0. 000
HDL-C ¥ 53(2.75) 63(3.90) 5 (5) 4.50 0.106
LDL-C 4 390(20. 26) 360(22.29) 35(35) 13.11 0.001
UAA 193(10. 03) 229(14.18)* 29(29) 40. 09 0. 000
CRP 4 216(11.22) 214(13. 25) 16(16) 4.71 0.095
MS 119(6.18) 138(8.54)° 26(26) 54.47 0. 000
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