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INTRODUCTION:
*According to the WHO 2013 report, cervical
cancer is the fourth most common cancer of
the women worldwide after breast, colorectal
and lung cancer.

*Human papillomavirus (HPV) infection is the
major cause for almost all the cervical cancer
cases. HPV16 and HPV18 types accounts for
70% of cervical cancer.

*HPV16 type also causes anal and
oropharyngeal cancer; more than 50% of the
cases of oropharyngeal cancer detected in the
United States are linked to HPV16. HPV16
encoded miRNAs were recently discovered by
Qian et al, 2013.

Aim:

*Given the importance of HPV16 infection in
cancer, in the present study we have evaluated
HPV16 encoded miRNAs (HPV16-miR-H1 and
HPV16-miR-H2), miR-146a and miR-205 in
cervical carcinoma cases.

MATERIAL AND METHODS:

*FFPE tissues of Cervical Carcinoma (Ca cervix)
(n=20), chronic cervicitis (n=4) and one normal
cervix were taken for this study.

*Expression of p53, ki-67 and plé was
measured by Immunohistochemistry (HC).
*Detection of HPV16/18 was carried out using
a CISH kit from BioGenex.

*In situ detection of HPV16-miR-H1 (H1),
HPV16-miR-H2 (H2), miR-146a and miR-205
was carried out using an ISH probe and
detection system (microRNA probes and
DF-400-50KE, BioGenex).

RESULTS:

Fig 1: Detection of HPV16, HPV16-miR-H1 and HPV16-miR-H2 in FFPE Cervical Carcinoma
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RESULTS:

*HPV 16 and HPV 18 were found to be positive
in the 80% (16/20) of the cases, both HPV
types 16 and 18 had concordance in infection.

*Chronic cervicitis did not show any HPV16 or
HPV18 infection, but p53 and ki-67 expression
was seen.

*HPV 16 encoded miRNAs, HPV16-miR-H1 and
H2 were positive in all the Ca Cervix cases in
which HPV16 was also positive, however
expression levels of H2 were higher than H1.

*One case of Ca Cervix typically showed higher
expression of H1 but not H2, pl6 expression
was also higher but miR-146a and miR-205
were down-regulated in this case.

*P16, p53 and ki-67 showed moderate to high
expression in cervical cancer cases without
significant correlation with miRNA expression.

Conclusions:

*microRNA encoded by virus, may regulate
both cellular and viral miRNA and also possibly
regulate the switch from latent to lytic
infection.

*HPV16 encoded miRNAs were detected in all

the cervical cancer cases infected with HPV16.

H2 miRNA expression was higher in
comparison to H1.

*Whether the expression of HPV16 encoded
miRNA has role in pathogenesis or switching

from latent to lIytic infection need to be
validated in a larger sample size.



