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Inhibitory effects of docosahexaenoic acid on liver cirrhosid induced by combined low-dose
oral and intraperitoneally injected thioacetamide method in rat
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Hepatic Surgery ,the First Affiliated Hospital of NJMU ,Nanjing 210029, China)

[Abstract] Objective:To induce liver cirrhosis by combined low-dose oral and intraperitoneally injected thioacetamide method,
and further investigate the inhibitory effects of docosahexaenoic acid on liver cirrhosis in rat. Methods:One hundred male SD rats
were divided into five groups:control group,oral group,intraperitoneally injected group,combined group and treatment group with
DHA. Formation rate of liver cirrhosis was observed. Cirrosis nodule and pathological observation of pseudolobule formation was
performed. We detected liver function indexes including alanine aminotransferase (ALT),endotoxin determination,liver homogenates
superoxide dismutase (SOD) and malondialdehyde (MDA). Results:The toxicity of the combined group is slightly lighter. The
mortality in the oral group was 10% (2/20) and cirrhosis rate was 85% (17/20) with one carcinogenesis. Ten weeks after the
intraperitoneally injection,the mortality in the oral group was 25% (5/20) and cirrhosis rate was 75% (15/20). In contrast, the
mortality in the combined group was 5% (1/20) and cirrhosis rate was 90% (18/20). ALT level and endotoxin of three groups with
TAA treatment were significantly higher than those of the normal control group,while there was no significant difference among the
three groups with TAA treatment. Furthermore, ALT level and endotoxin of rats treated with DHA were lower than those of three
groups with TAA treatment. MDA level of the DHA treatment group was significantly lower than that of the three TAA induced
cirrhosis groups, while SOD were significantly higher. Conclusion: Combined low-dose oral and intraperitoneally injection of TAA

method successfully induced cirrhosis. DHA inhibited liver cirrhosis induced by combined low-dose oral and intraperitoneally injected
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thioacetamide method in rat.
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Table 1 Comparison of ALT and endotoxin between five

groups (X £5)
2H 5 n ALT(U/L) NEEZ (EU/ml)
pogicEiil 10 28.9 + 4.83 0.328 + 0.081
FRZH 9 97.9 + 483" 0.932 + 0.483"
I 1 2 8 108.8 = 12.31* 0.830 + 0.0631*
421 10 112.1 + 14.78* 0.882 + 0.0758"
NEragl! 20 61.5 + 627" 0.568 + 0.072*

SXIRALLEEL, P < 0.05; 5 HUIRZL R TE 541 RS 2 LU s,
P < 0.05,

2.4 FFLAL4 P SOD & MDA #E 4L
3 20 TAA ATHEEALASE AL S 4H MDA /K HH
e T IE X BRZH |, SOD 7 4 WA i ARG, 7 3 4H TAA

JF R Ak AR 75075 S 4H 9 SOD K MDA 7K V- 2% 5
BYiterm L, RIT 4 MDA K BART 3 4
TAA FFREALRIRLE G4, SOD K T 341 (P <
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Table 2 Comparison of SOD and MDA between five

groups (X£58)
2 n SOD(U/mgprot) MDA (nmol/mgprot)
oKl 10 923 +12. 38 1.68 + 0.32
H ke 9 52.1 £7.27* 2.96 + 0.32*
M ESA 8 47.1 + 8.47* 271 +0.28"
WA 10 552 +4.92* 3.11 + 042"
RITA 20 83.2 + 6.93* 2.03 + 0.26*

SXIIRALLEEL, P < 0.05; 5 HUIRZL IR TE ST AL A 2 LU s,
P < 0.05,
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Figure 1  Pathological results of liver cells of liver corrhosis rats induced by injection of TAA method(x 200)
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