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[ ABSTRACT]
tor & (PPARa) in hepatic tissues of nonalcoholic fatty liver disease rats. METHODS : The nonalcoholic fatty liver disease

AIM; To observe the effect of glycine on the expression of peroxisome proliferator — activated recep-

(NAFLD) model of Wistar rats was established by feeding with 20% maize oil — containing diets. The animals were respec-
tively fed with control diets and control diets plus glycine (Gly, 1 g/d, intragastric infusion at the same time). The rats were
sacrificed at 14 weeks, the concentrations of lipids, endotoxin, tumor necrosis factor — o, malondialdehyde, free fatty acid in
plasma and hepatic tissues were determined. The hepatic pathological changes were observed, and hepatic tissues were col-
lected to measure the expression of PPARa mRNA by the reverse transcriptase — polymerase chain reaction (RT —PCR).
RESULTS: The expression of PPARa mRNA in the hepatic tissue was upregulated and the level of endotoxin decreased re-
markably in Gly treatment group compared to the NAFLD group. Moreover, fatty liver and steatohepatitis showed improve-
ment in Gly treatment group. CONCLUSION: Glycine upregulates the expression of PPARa mRNA in hepatic tissues and
attenuates steatohepatitis.
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Tab 1 Contents of TG and TC in rat serum and hepatic tissue of
three groups (x +s. n=8)
TG TC
Liver

Serum Serum Liver
(mmol - L™") (mmol-g™') (mmol-L7")

Control  0.61£0.06 141.24£22.01  2.69 +0.12

NAFLD  0.66 £0.05  350.27 £47.24" 3.56 £0.44°

Gy  0.62:0.04

Group
(mmol - g™1)
5.83£0.54
16.74+3.36 ™
155.31£99.99% 2.96+0.45% 12.69 +4.39 =*

*P<0.05, **P<0.01 ss control group; *P <0.05 vs NAFLD group.
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Tab2 Contents of ALT and TNF — « in rat plasma of three
groups (x +s. n=8)

Group ALT (U L) TNF -a(ug - L")

Control 23.52 £2.41 0.9875 +0. 1162

NAFLD 35.27 £4.25° 1.2333 +0.1193°
Gly 30.48 £5.93 1. 0451 £0. 1250*

*P <0.05 vs control; *P <0.05 vs NAFLD group.
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5 XRHT4ALA PPARa mRNA &%
BrRE M B BC B UK 45 R B 7R : NAFLD 4 K
PPARa mRNA (¥ 35155 55, Gly 415 NAFLD 45 #H
W, R=E LA, 217 3 A RRAF44 PPARa mRNA
FAE T 2 15 (H 4 B & Control £H:0.9932 + 0. 4515;
NAFLD 4 ;0. 6136 +0. 3154;Gly 41 0. 9803 +0. 3986
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Tab 3 Contents of FFA and ET in rat plasma of three groups

(x+s5. n=8)
Group FFA (pmol - L™') ET (x10°EU: L")
Control 266.59 +45.97 0.601 +0.062
NAFLD 699.63 +174.57  1.772 +1.139"
Gly 414.45 +98.38% 0.713 +0.059*
*P<0.05, * P <0.01 us control group; *P <0.05, ¥P <

0.01 »s NAFLD group.
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Fig 1 The pathohistological changes of liver (HE staining, x 100).
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Fig 2 The pathohistological changes of liver (Sudan 1V staining, x 200).
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Fig3 Expression of § —actin in rat liver.
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Fig4 Expression of PPARa mRNA in rat liver.
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