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Abstract ;: Based on WS small world networks and SIRS epidemic model, two kinds of epidemic
control strategy which are the change of WS small world network topology and the combining
changes in network structure and direct immunization were studied by numerical simulation. The
results show that a disease will be achieved zero infection state within a limited time when self-
isolation node reached 40%. In the first strategy a disease is controlled better with the decrease in
the degree of self-isolation node. In the second strategy, the speed to reach zero infection state is
faster. These two strategies can hinder and control the spread of the disease,and the second control
strategy is better.
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Fig. 1  Spread of SIRS epidemic in WS small world
networks
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Fig.2 Node-state process
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Fig. 3 Epidemic curve whend = 0.5
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Fig. 5 Epidemic curve whend = 0.9
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Fig. 6 Node-state process
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Fig. 7 Epidemic curve whena = 0.05and d = 0.5
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Fig. 8 Epidemic curve whena = 0.0l andd = 0.5
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