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FGFR-2 Illc: A Novel Molecular Target for Uterine
Cervical Cancer
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Uterine cervical cancer is the second most common cancer among women worldwide, and
nearly one-third of patients who present with invasive cervical cancer die of this disease.
Fibroblast growth factor receptors (FGFRs) 1-3 have IIIb and IIIc isoforms. Previously, we
reported the expression levels and roles of FGFR-2 IIIb and IIlc in cervical cancer. FGFR-
2 IIIb was expressed in 86% of cervical cancer patients. FGFR-2 IIlc was detected in all
invasive cervical cancer patients and its expression was correlated with the malignancy
grade of cervical intraepithelial neoplasia (CIN). FGFR-2 Illc-transfected human cervical
cancer cells showed an increase in cell growth in vitro and the subcutaneous tumor volume
in nude mice. PD173074, an inhibitor of FGFR-2, markedly suppressed in vitro cell growth
of human cervical cancer cell lines. In conclusion, FGFR-2 IlIlc plays important roles in the
carcinogenesis and progression of uterine cervical cancer. Anti-FGFR2 IIlc therapies may
represent therapeutic strategies for inhibiting the growth of CIN and cervical cancer.
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