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Study on Inhibition of Phagocytic Function Activity in Macrophages
of Chronic Cd-induced Mice
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Abstract ; Sixty healthy female ICR mice are chosen and divided randomly into control group, low dose
CdCl, group ( L-Cd group) and high dose CdCl, group ( H-Cd group). During nine week experimental
period, the common complete diet is orally provided daily in control group, and the mice in L-Cd and H-
Cd groups are given the diets with 2 and 10 mg of Cd per kg feed, respectively. Changes of phagocytic
rate and phagocytic index of macrophages in abdominal cavity of animals are investigated in the 3rd , 6 th
and 9 th weeks, respectively, with the analysis of plasma TNF-a level. The results show that during the
entire experimental period, phagocytic rates in macrophages of L-Cd and H-Cd groups reduce significantly
as compared with that of control group, and drop significantly with dosage increase and temporal elonga-
tion of Cd exposure. No obvious differences are observed though the phagocytic indice are lower in Cd-ex-
posed groups than in control group. The levels of plasma TNF-a among all groups remain unchanged. It is
suggested that chronic cadmium exposure induces the defect of macrophage functional activity in mice .
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Post-treatment with CdCl,

Index Group
3w 6w 9w
L. Control 1.64 +0.09 1.58 +0.09 1.36 £0. 12
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BRI R AR (HARBERR) 5529 &5 1 #1(2006 4F)

2.4 BHEFES/NMRME TNF-a kFETH
F2 BN, BT, 3 TNF-o KERHAEHEES.
*2 BHEEES/NRME TNF-a kK FEEH (n=6,Mean + SEM)

Post-treatment with CdCl,

Index Group

3w 6w 9w
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