. 2966 - Erte e E ¥ 2k 2020 4 12 A% 41 %% 24 3 Int ] Lab Med,December 2020, Vol. 41, No. 24

o E-
ke N BF 3E i #51E AS B BT 52 0o & 2= 89 WA O s B 3 R 5T

ML RE T KB RAER L EAARLAER FRE R
(1. W) X FEBIEREFE, @I R 610041; £iEIETARERK.
2. MR P s 53 AR Pl 54, AR 3R, #7588 S35 4R 834000
5.0 0 KA HE R A 5 s AR A, ol R AR 610041)

H E.HH RAFBEERABRABEDRIE L w )| & H R AR A B3R B &S T (NAFLD)
R MERE  ANBLEERALR LEDRRE 5w 4 R4k X NAFLD #m R aa IR E, 7
EOIN 268 Bl ABEIBRTARERKE TS SN KFETGERKE T SRIEATE AR L, REAF
JEAR A B o A TR Bl e 3T BB K HAABE G R TR ST RATRITF N, R RFPCHRLERIEF,
T B AR I (BMD R MM ARBRALBTH(AST) . BARALAHBEH(ALT) . ZE ot (FPG) . kB
(UA) =B H W (TG) v 452 B3B8 (GCTKF & TAHBA, HEEEEGRZEE(HDL-OK TR, £
FHH % F &L (P<<0.05), Logistic @ )2 5 # % 7, % BMI, & & -F FPG, & K F AST. & K -F ALT 2
NAFLD & &85 % m B & (P<{0.05), MARL XA AR T NAFLD & 48 45 B4R 0 K -85 200y, BT IR
HEREFEE, &t & BMIL.GAKT FPG.ZHKF AST. &K F ALT & NAFLD £ 5% 65 % v B & ; R AR 3
R NAFLD F542 % #4 £ BRI KR £ 4 5,

KEBRFEEHERET; FwmBAE; RO RBHR

DOI:10. 3969/j. issn. 1673-4130. 2020. 24. 006 FEZESES R575.5

NEHS:1673-4130(2020)24-2966-04 X EkFRIRED : A

Risk factors for non-alcoholic fatty liver disease in physical examination
population:a two-center case-control study”
YANG Keyi' \ HUANG Xuefang®® .ZHU Yujing® . ZHANG Meiyu® ,
WANG Fugang' .SHAO Qing’ ,ZHANG Yuwei’*
(1. West China School of Medicine ,Sichuan University ,Chengdu ,Sichuan 610041,China ;
2. Center of Endocrinology and Metabolism ;3. Medical Examination Center ;
4. Department o f Clinical Laboratory sthe People's Hospital of Karamay ,Karamay »
Xinjiang 834000,China ;5. Department of Endocrinology and Metabolism ,West China
Hospital of Sichuan University ,Chengdu s Sichuan 610041,China)

Abstract: Objective  To explore the risk factors of the incidence of non-alcoholic fatty liver disease
(NAFLD) in the physical examination population in Karamay of Xinjiang Uygur Autonomous Region and
Chengdu of Sichuan,and to provide a scientific basis for the prevention and control of NAFLD disease in Kara-
may of Xinjiang Uygur Autonomous Region and Chengdu of Sichuan. Methods A total of 268 subjects from
Medical Examination Center of the People's Hospital of Karamay and West China Hospital of Sichuan Univer-
sity were included. All the subjects were divided into case group and control group by liver ultrasonography.
The clinical data of two groups were collected and statistically analyzed. Results The comparison between
two groups showed that body mass index (BMI) ,aspartate aminotransferase (AST) ,alanine aminotransferase
(ALT) ,fasting blood glucose (FPG), uric acid (UA), triglyceride (TG) , y-glutamyl transpeptidase (GGT)
were higher than those in the control group,and high-density lipoprotein cholesterol (HDL-C) was lower than

that in the control group, and the differences were statistically significant (P <{0. 05). Logistic regression
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showed that elevated levels of BMI,FPG,AST,ALT were the influence factors of the incidence NAFLD (P <C
0.05). NAFLD patients in the physical examination population in Chengdu were younger than those in Kara-

may and the degree of hepatic steatosis was more serious. Conclusion

Elevated levels of BMI, FPG, AST,

ALT are influence factors of the incidence of NAFLD. The prevention and control situation of NAFLD in

Chengdu is more severe than in Karamay.
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