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Localization of HSV-1 ICP22 Protein in Cells by Antibody Against

a predicted Antigenic Peptide
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Abstract: As one of the viral proteins expressed in the immediate-early phase of HSVI infection, ICP22
functions in the regulation of viral replication. However, it is difficult to produce specific antibody
against ICP22 protein with homology of antigenicity in this protein. Based upon prediction of
antigenicity of ICP22, a peptide of 1-36 amino acids was thought to possess a specific antigenic epitope,
which was expressed as a fusion protein with GST. The antibody, raised in mice immunized with a
purified fusion protein, was able to recognize ICP22 expressed in eukaryotic cells. Analysis with this
antibody suggested a nuclear locatization of ICP22 and specific punctuative structure in cells.
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Fig.l Antigenicity analysis of the predicted amino acid
sequence of the ICP22 gene
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Fig. 2 Expression and purification of antigen protein.

1, BL21 (pGEX-5x-1) pre-induced; 2, BL21 (pGEX-5x-E36) pre-induced; 3,

BL21 (pGEX-5x-1) 3h post induced by 0.Imol/L IPTG; 4, BL21 pGEX
-5x-E36) 3h post induced by 0.1mol/L IPTG; 5, Supernate of induced BL21
(pGEX-5x-1); 6, Supernate of induced BL21 (pGEX-5x-E36); 7, Purified
GST protein by Glutathione Sepharose 4B; 8, Purified GST-E36 fusion
protein by Glutathione Sepharose 4B; 9, M.W. mark.
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Fig.3 Western blotting with A36 anti-serum.

A: 1, M.W. mark; 2, the supernate of induced BL21 (pGEX-5x-E36). B: 1,
M.W. mark; 2, Nuclear partition of the pcDNA3-usl transfected CHO-k1
cell; 3, cytoplasm of the pcDNA3 transfected CHO-kI cell; 4, nuclear
partition of the pcDNA3 transfected CHO-k1 cell; 5, cytoplasm of the
pcDNA3 transfected CHO-k1 cell.
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Fig.4 Immuofluorescence analysis with A36 anti-serum
GFP-ICP22 formed many green spots (A) and A36 stains many red spots (B) throughout the nucleoplasm of the same transfected
CHO-k1 cell by pEGFPN2-ICP22, the two colors were then overlaid (C).
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