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Abstract: To elucidate the characteristic changes of serum amino-acid metabolism in NAFLD rats. Twenty SD rats were
randomly divided into two groups, standard diet fed group (con)and high fat diet fed group (HF). The whole duration of
the study were 24 weeks, the serum concentration of free amino-acids and ALT, AST, Glu, Chol, TG, HDL, LDL, CP, the
morphological changes of liver was detected. The HF rats exhibited severe steatohepatitis ; the Asn, Cir, Cit, Tyr, Trp and
Phe in the serum of HF group were significantly higher than that in the control group (p<0.001) , the levels of most other
amino acids tended to increased although there was no significant difference compared with control. Thus the Fischer
(BCAA/AAA) ratio was reduced (p<0.05).The Tau was significantly lower than that in the control (p<0.001). Our re-
sults suggested the increase of HF rats serum free amino acids were related to the insulin resistance and the decreased
BACC/AAA was related to the liver cell injury degree. The changed level of serum Cit, Cir and Tau may have more
means as potential marker for the early diagnosis of NAFLD and in-depth research.
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%2 Imi&EALT.AST.GLU,chol.TG.HDL.LDL %1 CP 7k F
Table 2 Levels of serum ALT AST.GLU.chol. TG.HDL.LDL and CP

ALT AST GLU Chol TG HDL LDL cp
IEH A 28.67+5.2 147+34.34 3.38+0.383 2.29+0.41 1.81+0.3 0.94+0.28 0.35+0.1 0.346+0.06
R4 33.4+6.02 193+20.83* 4.35+0.3%* 3.19+0.6%* 2.0+£0.45 0.99+0.22 0.61+0.18**  0.42+0.06*

1 5 IEH 4 e ##p<0.01, #p<0.05.
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Figl Light microscopy of liver lobular architecture in control group(x100) ~ Fig2 Fat degeneration in high fat diet fed group(x100)
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SEIR LR 3, MLV H R A 8 R O A S T B (p<0.01) AAE , HoR ZE R I B E W 2 Th s . H
o, RABENG AR AR NER O IR RN Z R P& T (p<0.001) s RA MR 24 &R 4
AR HEAR AR AR AAB NEAR FEAR AR EDAR . e R e dR B
PR T AH A il 2 M 25 5 (p>0.05) 5 B 2 5L e TN 0% 7 Je B 12 W1 4l 34 751 (p<0.05) , Fischer (32/7% )
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*3 OEPHBEERKE . ZHESER . FESEHBM Fischer (32/35)

Table 3 Levels of serum free amino acids .BCAA.AAA and Fisher mg- 100 mL™

EH 4 gL PAH EH A [y [t PAE

KA 175.41£21.59  179.20+13.54 p>0.05 Ji% IR 107.06+11.66  137.34+19.26 p<0.001
HAIR 333.23+93.62  440.84+143.80 p>0.05 AR 241343822 275.45+48.39 p>0.05
KACTik e 100.93+£10.78  122.51+14.94 p<0.001 HAR 97.46+7.55 95.80+14.19 p>0.05

2R 374.78+38.68  430.74+62.88 p>0.05 {058 107.58+18.83  158.73+27.71 p<0.001

HAR 42.23+8.32 49.24+1 052 p>0.05 RN 98.27+8.27 123.89+22.00 p<0.001
HER 453.64+57.85  517.17+72.21 p>0.05 e R 148.41+16.09  154.31+27.21 p>0.05

IR 376.79+42.72  400.89+57.24 p>0.05 JNE R 48.82+7.33 88.75+16.74 p<0.001
55 70.26+8.48 94.48+7.60 p<0.001 SR 173.25+19.74  191.51+24.81 p>0.05
K= R 270.79+31.26  288.37+53.74 p>0.05 R 442.73+41.00  503.3798.01 p>0.05
2 A BN 780.18+84.78  879.39+135.15 p>0.05 THE AR 563+22.4 621.27+33.54 p<0.05
AR 712.93+51.09  721.92+99.99 p>0.05 WAL 3129121295 419.96+22.90 p<0.05
AR 635.67+57.49  539.99+34.26 p<0.001 Fischer(32/35) 1.8 1.48 p<0.05
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