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1.1 ##

1.1.1 %z @EFEERENE SD KK 24
H, W B ZRERRFS LR o0, 206 Rk, &
% 140 ~ 180 g,

1.1.2 £23X# ELISA X &M A EEEt4
YWE ARG RAF BRI B £ E SPL A H] .
1.1.3 8 H>r-7600 A k4% (F 4 Roche 2%
]) s wQuant EEFR{L ( 32 [E Bio-Tek 4\ F]) ; Universal
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RIBEST S ( HA JEOL A F]) s ghERAMA( Lig=
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1.3 ZritF 4 XA SPSS 16. 0 BAF#T 4T,
TR x £5s Fomo, WARTEHE HLERA ¢
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1 EH—RERHLEBE(n=6,x+s)

bR B4R 8
71N
" B4 by il Ll it R 2 il {8
{ZFE(g) 322.12 £3.43 340.63 +6.38** -6.262 390.92 +7.41% 422.58 +5.10* * AA -8.621
Hﬁii(g) 10.15 +£0.35 14.13 +0.37** -19.187 11.57 +0.32% 18.11 £0.65* * AA -22.154
s (% ) 3.15+£0.11 4.15+0.08" " -17.407 2.96 +0.06™ 4.29 £0.14* " -21.719

SR A P <0.01; 5% 4 IR RGP <0.01; 555 4 JE B Ht . 22 P <0.01

%2 FEHIMEELIERALLE (n=6,x25)

_ $4 0 %8

FEbR - - - o
it R4 P ¢ i ] R t{E

ALT(U/L) 38.67 £12.19 71.00 +£46.54 —1.646 43.33 +8.64 95.67 +31.06** -3.976
AST(U/L) 121.83 +49.64 145.00 £31.72 -0.963 135.00 £37.65 215.50 £56.76 "2 ~2.895
TC( mmol/L) 0.61 £0.07 2.86 £0.85" " -8.400 0.99 +0. 16% 4.57£1.97°* -4.438
TG ( mmol/L) 0.25 +0.07 0.33£0.14 -1.359 0.32+£0.09 0.52+0.12**2 -3.306
HDL-c¢( mmol/L) 1.64 +0.03 1.28 £0.04* " 19.727 1.16 +0.04% 0.94 £0.04* *24 10

SR B HE: * P <0.05, " P <0.01; 555 4 AR HLA . ™ P <0.01; 5575 4 JRITE#E4 LE 4 . 4P <0.05,24P <0. 01

3 RFEHMmE L-1B.IL-18  TNF-o iK EFHILE B (n =5, £5)

. %4 %8 JA

[7)N
3 X B4 g L At IR R ¢l
IL—]B(pg/ml) 21.50+£1.32 26.83 £1.05*° -7.079 23.51+1.78 31.17 £2.41 * 2 -5.720
IL-18 ( pg/ml) 18.75 £1.03 24.85+1.40"" -7.835 23.47 £1.27% 70.80 £4.14* 232 -24.415
TNF-a( pg/ml) 29.77 +5.80 46.29 +2.02° -6.013 40.51 +2.62* 52.46 £3.77° 2 ~5.824

SR BBAE: * P<0.05," " P<0.01; 5% 4 B B AP <0.05,%P <0.01,; 5% 4 BEA 4P <0.05,2P <0.01
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The changes of IL-13, IL-18 and TNF-« levels in NAFLD rats
Li Fenglin, Zhang Bao, Guan Shixia, et al
( Dept of Clinical Nutriology, The First Affiliated Hospital of Anhui Medical University , Hefer 230022)

Abstract Objective To study the changes and significance of serum inflammatory factors interleukin-1g (IL-
1B), interleukin-18 (IL-18) and tumor necrosis factor-alpha (TNF-a) levels in non-alcoholic fatty liver disease
(NAFLD) rats. Methods Twenty-four male SD rats were randomly divided into model group and control group.
The model group (12 rats) were fed with a high-fat diet,and the control group (12 rats) were fed with normal diet.
After feeding for 4 and 8 weeks,6 rats were randomly selected to be killed from each group. The serum alanine
transaminase ( ALT), aspartate aminotransferase ( AST) ,total cholesterol (TC) ,triglyceride ( TG) and high densi-
ty lipoprotein cholesterol (HDL-C) were measured with biochemical method. ELISA was used to test the levels of
IL-1B, IL-18 and TNF-a. The liver pathological changes were observed under light microscopy and transmission e-
lectron microscope. Results The level of weight, liver-wet weight and liver index of rats were significantly higher
in the model group than the concurrent conirol group in 4th or 8th week (P <0.01). The levels of ALT, AST,
TC, TG were significantly higher and HDL-C was significantly lower in the model group than the concurrent control
group in 4 or § week (P <0.05). The level of IL-18, IL-18 and TNF-a were significantly higher in the model
group than the concurrent control group in 4th or 8th week (P <0.05). HE staining showed mild-to-moderate he-
patic steatosis in the model group. Under transmission electron microscope showed lipid droplets in different num-
ber. Conclusion The NAFLD rats model is established successfully by feeding high-fat diet for 8 weeks. IL-1B,
IL-18 and TNF-a are symbolic inflammatory factors of hepatocyte damage, and may play important roles in the pro-
gress of hepatic steatosis.

Key words non-alcoholic fatty liver disease; high-fat diet; interleukin-18; interleukin-18; tumor necrosis factor-

alpha



