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Abstract; Objective
thrombin time of SPF SD Rats. Methods

To explore the effects of fasting on blood biochemistry,blood cells,blood electrolyte and and plasma pro-
fourty SPF SD Rats were selected,and Adaptive breeding for 90 d. and then detected Ser-
um alanine transaminase (ALT), aspartate transaminase (AST), Alkaline phosphatase (ALP), Creatine kinase (CK), Total protein
(TP), Albumin, Total cholesterol(CHO) , Triglycerides(TG) , Glucose(GL.U) , Creatinine(Crea) , Total bilirubin(TBIL) , Urea nitro-
gen(BUN) ,Red blood cell count(RBC) and its classification, White blood cell count(WBC) and its classification, The platelet count
(PLT),The electrolyte ion concentration(K™ ,Na® ,Cl™ ), Prothrombin time(PT) on the 91 d. Results on the fasting group( % ):
TG ,CHOlevels were decreased and TBIL, TP, ALB,WBC,Na" levels were increased in serum(P<C0. 01,P<C0. 05) ;on the fasting
group($) : TG,MCHC levels were decreased and TBIL,ALB,Na" levels were increased in serum(P<C0. 01, P<C0. 05). Conclusion

fasting can have different degree of influenceon blood parameters of SPF SD Rats.
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MCH((pg) 18. 884-0. 65 19.5740. 64 18.654-0. 58 19. 864-0. 69
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