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MICA and MICB (MHC class I related chains A and B) are membrane-anchored
cell surface proteins. They were found expressed in a variety of tumors, particularly of
epithelial origin. The expression of MICA and MICB can be induced by several
factors such as heat, viral infection and cancer. Cancer cells and viral infected cells are
generally eliminated by T cells and NK cells through the interaction with MICA
and/or MICB (MICA/B) on the cell surface.

Cervical cancer, a tumor of epithelial origin mostly infected with human
papillomavirus (HPV), is used as a model to study the effects of HPV infection on
MICA/B expression. Investigation of MICA/B expression in SiHa (containing
HPV16), HeLa (containing HPV18) and C33A (HPV negative) cervical cancer cell
lines using immunohistochemistry technique revealed that MICA/B were expressed in
all three cell lines and no difference of MICA/B expression between cells with and
without HPV infection was detected. MICA/B expression was also examined among 4
groups of tissue sections including normal cervix, cervical intraepithelial neoplasia I
(CIN D), cervical intraepithelial neoplasia III (CIN III) and invasive cervical
carcinoma. The detection and typing of HPV in these specimens was performed by
PCR-RFLP method. The results showed that MICA/B were expressed in all 4 groups
both with and without HPV infection. Most of the coincidence of HPV infection and
MICA/B expression were detected in CIN III and invasive cervical carcinomas even
though the expression could not be observed in some HPV infected invasive cervical
carcinomas. Among MICA/B positive samples, there was no correlation between
MICA/B expression and specific type of HPV infection. In addition, no significant
effect of drug resistance phenotype in SiHa and HeLa cell lines on MICA/B
expression both at mRNA and protein levels was seen. Only slight increases in the
level of mRNA as shown by RT-PCR and in the protein level as shown by
immunohistochemistry of MICA/B genes in etoposide resistant SiHa (SiHa/VP-16) as
compared to those of parental SiHa cells were observed. However, such difference
was not detected between HeLa and etoposide resistant HeLa (HeLa/VP-16). It
appeared that the presence of HPV and the drug resistant phenotype of cervical cancer
did not significantly affect the expression of MICA/B.
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