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Abstract

AIM: To investigate the relation of adiponectin
with non-alcoholic fatty liver disease (NAFLD)
in Uygur national minority.

METHODS: Two hundred and sixty patients
with non-alcoholic fatty liver disease (NAFLD)
served as fatty liver disease group, while 129
healthy people served as normal control group
who were all Uygur nationality. Blood pressure,
height, physique were measured and 2-hour
intravenous blood of empty stomach and OGTT
were collected to measure blood fat, insulin,
blood glucose and adiponectin level. BMI and

HOMA-IR were assessed. Relationship of lipo-
protein with NAFLD and with index described
above were analyzed and investigated.

RESULTS: After correcting such confounding
factors as sex, age, BMI, SBP, DBP, TC, HDL,
LDL, TG, FBG, PBG, FINS, PINS, serum adipo-
nectin level was significantly reduced in fatty
liver group compared with normal group. And
the incidence rate, BMI, SBP, DBP, TC, HDL,
LDL, TG, FBG, PBG, FINS, HOMA-IR level
decreased as serum lipoprotein increased (P <
0.05). Logistic return analysis showed that after
consideration of confounding factors such as
sex, age, BMI, SBP, DBP, HOMA-IR, TC, HDL,
LDL, TG, FBG, PBG, FINS, PINS, the OR values
for second, third and four layer were 0.460 (P =
0.031), 0.449 (P = 0.022), 0.099 (P = 0.000) respec-
tively compared with the first layer

CONCLUSION: NAFLD adiponectin level is
lower in Uygur nationality, and is also an inde-
pendent risk factor.

Key Words: Uygur; Non-alcoholic fatty liver disease;
Adiponectin
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Lk 8 e & n =129) (n = 260) FEERZ=R (mg/L) 663.040 49.792 0.000

ANAFLD. FHE () 4561+9.03 47.76+846 2301 0.022 MH3(E%) 0.017 0.016 0.899
BMl(kg/m?) 2696+369 2754+355 1489 0.137 () 51.360 3.857 0.050
SBP(mmHg)  127.43+19.71 129.29+21.19 0.883 0.405 BMl(kg/m?) 2.667 0.200 0.665
DBP(mmHg)  78.71+11.08 80.10+12.11 1.099 0.272 SBP(mmHg) 110.936 8.331 0.004
TC(mmol/L) 409+100 462+1.02 4835 0.000 DBP(mmHg) 40.129 3.014 0.083
HDL(mmol/L) ~ 1.03+030  1.08+0.28 1.494 0.136 TC(mmol/L) 727.970 54.670 0.000
LDL(mmol/L) 225+080  261+080 4.128 0.000 HDL(mmol/L) 17.258 1.296 0.256
TG(mmol/L) 143+070  1.79+091 3.887 0.000 LDL(mmol/L) 5.344 0.401 0.527
FBG(mmolL)  5.11+0.93  561+1.49 3.466 0.001 TG(mmol/L) 47.108 3.538 0.061
2HPG(mmol/L) 7.07+1.87  7.65+291 2363 0.019 FBG(mmol/L) 0.385 0.029 0.865
FINS(mIU/L) 9.82+506  9.93+465 0.189 0.850 2HPG(mmol/L) 457.210 34.335 0.000
2h PINS(mIU/L) 19.06+12.34 17.79+11.16 1.019 0.309 FINS(mIU/L) 65.239 4.899 0.027
HOMA-IR 226+132  256+173 1724 0.085 3HPINS(mIU/L) 1.320 99.000 0.753
PEEX=(mg/l) 26.32+5.11 21.88+4.65 8578 0.000
MHRIER/Z) 83/46 137/123  4.762 0.029
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<19 19<fghiE <23 23<fEBkE <27 527 e P
n 101 98 123 67
) 4835+7.77 47.88+7.98 46.09 +9.67 45.63+8.95 2.158  0.093
BMi(kg/m?) 28.10+3.81 27.69+3.85 27.37+3.14 25.69+3.24 6.735  0.000
SBP(mmHg) 135.96 + 22.57 132.06 + 22.08 125.23+17.69 119.07 £ 15.46 11.909  0.000
DBP(mmHg) 84.66 + 12.63 80.91 + 12.49 77.46 +10.05 74.21+8.87 13913 0.000
TC(mmol/L) 498+1.36 4.75+0.83 431047 3.42+0.74 44.739  0.000
HDL(mmol/L) 1.10+0.31 1.09+0.30 1.06+0.25 0.97 £0.29 3419 0017
LDL(mmol/L) 2.73+0.93 2.66+0.75 2.49+0.68 1.87 +0.60 19.939  0.000
TG(mmol/L) 2.10+1.05 1.72+0.82 1.48 +0.65 1.32+0.68 15.790  0.000
FBG(mmol/L) 6.151+1.97 5.26 +0.81 5.32+1.06 4.84+0.69 16.420  0.000
PBG(mmol/L) 8.98+3.69 7.43+1.95 6.82+1.95 6.37+1.32 20271 0.000
FINS(mIU/L) 11.35+5.98 9.86+3.83 9.52+4.36 8.43+4.26 5.673  0.001
2h PINS(mIU/L) 20.27 +11.63 18.78 £12.23 16.69 + 10.90 17.06+11.36 2.100  0.100
HOMA-IR 3.20+2.31 235+1.12 2.30+1.29 1.86+0.97 12.300  0.000
312 59/42 67/31 50/73 44/23 20.634  0.000
SiEiREb) 15/86 29/69 39/84 46/21 54.042  0.000

B  Standard Error Odds Rations 95%Cl P

BEEKZE <19 mo/L 1.000 0.000
19<f5HkZE <23 mg/L -0.777 0.361 0.460 0.227-0.993 0.031
23<f8ERER <27 mg/L -0.801 0.349 0.449 0.226-0.890 0.022
BSEKZE>27 mg/L -2.315 0.395 0.099 0.046-0.214 0.000
HATDIEBVEME S
TG 0.341 0.160 1.407 1.027-1.926 0.033
HOMA-IR 0.581 0.273 1.492 1.030-1.931 0.021
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