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Clinical Characteristics Comparison between Non — obese and Obese Nonalcoholic Fatty Liver Disease. ~Zhu Debin, Wu Jinming, Dong
Jinling. Huzhou First People's Hospital, Zhejiang 313000 ,China

Abstract Objective To analyze the clinical features of non — obese NAFLD by comparing with the obese NAFLD patients.
Methods The research subjects were divided into 3 groups. The patients diagnosed with NAFLD in the First Hospital Affiliated of
Wenzhou Medical University were divided in the non — obese group with BMI <25kg/m”, and patients with 25kg/m’ < BMI < 30kg/m” for
the obese group. Meanwhile healthy people (or patient) without liver disease were set as the control group. Then we collected patients’ in-
formation in detail, compared and found out the significant differences between two groups, including age, gender, smoke, exercise, hy-
pertension, diabetes, lipid, WC, epinephrine, norepinephrine, fasting insulin, TSH, glucose, lipid, some other laboratory examinations
and Fibroscan. Results There was significant difference in education, waistline, epinephrine, FINS, TG, FBG and IR. And there was
no difference in ALT, AST, v — GT, cholesterol, LDL — C, HDL - C, albumin, PLT, TSH, age, gender, exercise, smoking, hyperten-
sion, diabetes, and MS. Conclusion Although non — obese NAFLD patients have a normal BMI, they do have IR. The level of epineph-
rine and norepinephrine of non — obese patients are greater than obese patients. The alteration of lipolytic and anti — lipolytic hormones may

be another important pathogenesis for the non — obese NAFLD apart from IR.
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F1 3EBE—MBERLE [x+5,M(Q,,Q,) ]

T H X HRZH (n =80) ENEHELH (0 =97) NEREZH (n =135) F/ P
BMI(kg/m?) 23.01 +2.81 23.67 +1.65" 28.15 +2.54 22.018 0.034
ER (%) 48.91 £10.13 51.37 £12.99 49.72 +13.27 7.287 0.143
T L 45 (% ) 60 59 58 17.326 0.332
SCALARVE (n)

XHE 13 15* 31

N 20 19 43 0.459 0.026

g 28 34 37

KFERLE 19 29 24
B FRE(n)

J 17 14 21

(1 ~2 R/E) 45 49 75 7.662 0.517

K (=3 w/H) 18 34 39
WM (n)

WA 10 23 18

1~10 %/%K 23 15 31 87.342 0.722

11 ~20 %/ R 38 43 57

>20 /R 9 16 29
K (n) 33 53 89 10.352 0.826
1= LR (% ) 33 60* 59 2.981 0.001
Wi IR (% ) 10 20" 27 0.836 0.032
5 Ji I AE ( % ) 31 61" 67 9.836 0.029
J2 6] ( cm) 77(70,83) 83(76,89) ** 91(87,99) 37.077 0.045
BRSO (em ) 25.40 £4.95 27.11 £4.01° 34.56 +6.36 11.827 0.032
VAI 1.4(0.9,2.4) 2.2(1.2,3.0)* 1.9(0.9,3.0) 4.762 0.011

SERELL A, T P <0.05; 54 Bl H 4, PP <0.05

K2 3ARRMEIRERELLR [~ +5,M(0Q,,Q,)]

I gE| X HEZH (n =80) JENEHELH (0 =97) NEREH (n =135) H/F P
ALT(U/L) 22(14,37) 27(18,52)* 32(20,54) 5.342 0.021
AST(U/L) 29(24,36) 27(20,35) 23(19,33) 11.438 0.652

vy -GT(U/L) 31(17,49) 35(25,46) 34(21,53) 1.237 0.084
ALB(g/L) 40.62 £3.58 40.22 +4.36 40.36 +3.91 48.382 0.381
TG ( mmol/L) 1.2(0.9,2.2) 1.6(1.2,2.6) ** 2.1(1.5,3.0) 4.324 0.039
TC ( mmol/L) 4.82+0.91 4.78 £1.38 4.93 £1.09 9.874 0.097
LDL - C(mmol/L) 2.67 £0.77 2.86 £1.02 2.80 +0.84 22.459 0.157
HDL - C( mmol/L) 1.16 +0.38 1.04 +0.27* 1.02 £0.27 1.265 0.035
FBG( mmol/L) 4.8(3.9,5.6) 5.5(4.6,6.5) " 5.8(5.1,7.2) 0.498 0.018
UA ( pmol/L) 331.00 +107.04 308.00 £92.17 332.00 £85.89 5.623 0.067
HOMA - IR 1.0(0.6,1.9) 1.9(1.1,2.8) ** 2.4(1.8,3.9) 9.236 0.003
PLT( x10°/L) 249.67 £56.13 253.11 £77.98 238.10 £55.57 0.673 0.272

SHEEALI A, T P <0.05; HXE R L, P <0.05
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LW AR ZE (mmol/L) 3.01 £1.76 3.58 +1.08 2.14 £1.82 6.137 0.241
¥ _E B 2 (mmol/L) 0.15+0.03 0.27 +0.61** 0.16 +0.04 19.233 0.041
FINS( uIU/ml) 7.21 £3.93 8.35+3.83"" 10.34 £4.73 1.145 0.048
TSH(mIU/L) 2.01 £0.44 1.98 +0.37 1.89 £0.42 31.325 0.431

SR RELL A, T P <0.05; 546 B Hh g, P <0.05
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#®4 34 NAFLD BEFHEFEBFRILE (v2s)

it H XFRRZH (n =80) JEAEHEL (n =97) JEREZH (n =135) X/F P
APRI( % )
<0.5 100 94 70 0.362 0.871
>1.5 0 1 0.70 - -
FIB -4(% )
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>2.67 0 0 0 - -
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VAI 2.31 £0.38 2.91 +0.79 3.12+£0.98 6.762 0.042
ALT(U/L) 32.24+5.92 47.27 +8.51 61.24 +11.18 33.287 0.012
TG( mmol/L) 1.87 £0.37 2.31£0.92 3.27 £1.06 12.483 0.038
HOMA - IR 1.68 £0.55 1.78 £0.42 2.01 £0.53 17.285 0.031
(i 223.35 £23.54 239.37 £30.22 256.83 £38.28 82.267 0.015
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