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PBL Proliferation

Fig. 1 Effect of MGN-3 on Syncytia Formation (SF) in Vitro
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Table 1 Effect of MGN-3 on size of Syncytia Formation (SF)
MGI‘E—S Concentration Size of SF. e
(22g/ml) Small Medium Large
0 + + +
12.5 + + +
25 + + - -
50 + + -
100 ~ -
Fig. 2 Effect of MGN-3 on PBL Proliferation in Vitro
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NK cell Activity
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Fig. 3 Effect of MGN-3 on NK cell Function in Vitvo
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Fig. 4 Effect of MGN-3 on T cell Proliferation in Vivo
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Fig. 5 Effect of MGN-3 on B cell Proliferation in Vivo
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