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TARGETED HYPOTHESES OF PHARMACOWGICALAGENTS 
Nifedipine is a VGCC inhibitor. 
Application of Nifedipine with varying doses will decrease cell viability because calcium is necessary for the 

ronnaiion or the actin-myosin crossbridge and closing the channels deprives the cells or 1he 
necesS-ar)1 calcium for cell attachment. viability. and migration. 

ML-7 is an MLCK inhibitor 
Application or Ml,-7 with varying doses will decrease rell viabilil)' through the inhibition or MLCK 

preventing the phospoorylation of myosin light chain necessary for the actin-myosin crossbridge. 
K C! is an indire<t VGCC Slimulator 
Application or varying doses of KCI, an indirect VGCC stimulator will allow for the channels 10 open and 

simultaneous administration of Nifedipine will result in a significant reduction of KCl's effect. 
Wortm.annin is a Pl-3 Kinase inhibitor 
Application or Wonmannin with varying doses will dc=asc c,11 viability or the MCF-7 cells through the 

inhibition of PJ.3 Kinase and restriction of Akt activation necessary for cell survival and division. 
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