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He2®DYI)L—TTIlL. non-muscle myosin heavy chain IIA (NMHC-IIA) & HSV-1 gB & #&9 % entry
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Non-muscle myosin heavy chain IIA (NMHC-IIA) has recently been reported to function as a herpes
simplex virus 1 (HSV-1) entry receptor by interacting with viral envelope glycoprotein B (gB).
Vertebrates have three genetically distinct isoforms of the NMHC-II, designated NMHC-1IA, NMHC-1IB and
NMHC-IIC. COS cells, which are readily infected by HSV-1, do not express NMHC-IIA but do express
NMHC-IIB. This observation prompted us to investigate whether NMHC-11B might associate with HSV-1
gB and be involved in an HSV-1 entry |ike NMHC-IIA. In these studies, we show that: (i) NMHC-IIB
co—precipitated with gB in COS-1 cells upon HSV-1 entry; (ii) overexpression of NMHC-IIB in 1021
cells significantly increased their susceptibility to HSV-1 infection; (iii) knock—down of NMHC-I1B
in GOS-1 cells inhibited HSV-1 infection as well as cell-cell fusion mediated by HSV-1 envelope
glycoproteins; and (iv) a specific inhibitor of myosin light chain kinase, which has been reported
to induce cell surface expression of NMHC-IIA, inhibited both cell surface expression of NMHC-IIB
in C0S-1 cel Is upon HSV-1 entry and HSV-1 infection. These results supported the hypothesis that,
ike NMHC-ITA, NMHC-IIB associated with HSV-1 gB and mediated HSV-1 entry.




