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Fig.1 Morphological changes of ECV304 cells after HSV-2 infection under phase-
contrast microscope (Original magnification: X100)
A: Control cells; B: 1 day after infection; C: 2 days after infection
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Fig.2 Microscopic observation of the ECV304 cells after HSV-2 infection (HE staining,
original magnification: X100)
A: Control cells; B: 1 day after infection; C: 2 days after infection
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