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receiving physical examination in northern Guangxi. ) The adiponectin gene SNP-11377C /G may be not associat—
ed with overweight and obesity in Han population receiving physical examination in northern Guangxi.
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Research on liver damage and the neurobehavioral abnormality of offspring
rats exposed to Sodium Valproate in the second trimester and on the

relevance between the liver damage and the neurobehavioral abnomrality
Tang Jin' Xu Yuanhong'*
( 'Dept of Clinical Laboratory School of Public Heal Anhui Medical University Hefei 230032;
*Dept of Clinical Laboratory The First Affiliated Hospital of Anhui Medical University —Hefei 230022)

Abstract Objective To investigate the relevance of liver function and neurobehavior of offspring of SD rats ex—
posed to sodium valproate in the second trimester. Methods 30 SD rats at 12. 5 d of pregnance were randomly di-
vided into three groups: low-dose group (300 mg/kg VPA was injected into abdominal cavity) high-dose group
(600 mg/kg VPA) ; control group ( normal saline) . The offspring of low-dose groupe were grouped as VPA-dow-—
dose; the offspring of high-dose groupe were grouped as VPA-high-dose; and the offspring of control group were
grouped as control group. Then we tested the liver and neurological function of each group of offspring respective—
ly and analyzed their relevance. Results The levels of serum total protein and albumin of the high-dose group
were considerably lower than these of the low-dose group which were significantly lower than these of control group
( P <0.01 for both total protein and albumin) ; the levels of ALT AST and blood ammonia of the high dose group
were drastically higher than these of the low dose group which were dramatically higher than these of control group
(P <0.01). The duration and of stereotyped movement disorder in experimental group was markedly longer than
this of the control group while this of the high-dose group was notably longer than this of the low-dose group ( P <

0.01) ; the frequency of the stereotyped movement disorder of experimental group was significantly more than this of
the control group while this of high-dose group was obviously more than this of the control group ( P <0.01) . In
the Morris water maze the escape latency of the high-dose group was remarkably longer than this of low-dose
group which was observably longer than this of control group ( P <0.01) ; the swimming distance of the high-dose
group was tremendously shorter than this of low-dose group which was considerably shorter than this of control
group (P <0.05 P <0.01). Correlation analysis of liver function and neural behavior showed that the neurobe—
havioral abnormalities were negatively correlated with level of total protein and albumin and were positively related
with the level of blood ammonia ALT and AST ( P <0.01) . Conclusion The VPA exposure in the second tri—
mester leads to the decrement of serum albumin and total protein and to the increment of AIL  AST and blood am—
monia; and it also causes the neurobehavioral abnormalities of offspring. The reduction of synthesis of liver albumin
and the rise of ALT AST and blood ammonia can influence the neurobehavioral abnormalities. And there were both
of the factors which result in the neurobehavioral abnormalities of offspring exposured to VPA in the second trimes—
ter.
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