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[ Abstract] Cervical cancer is one of the most common and deadliest cancers in females worldwide. Despite
the treatment methods of surgery, radiotherapy and chemotherapy are maturing, the prognosis of patients with recurrent,
advanced or metastatic cervical cancer remains poor. Molecular targeted therapy provides new hope for these patients.

This review focuses on the advances in agents targeting vascular endothelial growth factor pathway, epidermal growth

factor receptor, mammalian target of rapamycin, histone deacetylases and cyclooxygenase-2 in cervical cancer.
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Tab.1 Different treatment groups in clinical trial GOG240

Regimen Patients’ number

Drugs Cycles

I 114

I
I 111
I\

112 Topotecan 0.75 mg/m”days 1-3 plus paclitaxel 175 mg/m’ day 1 plus bevacizumab 15mg/kg day 1

Paclitaxel 135 mg/m’(or 175 mg/m’) day 1 plus cisplatin 50 mg/m”

Topotecan 0.75 mg/m” days 1-3 plus paclitaxel 175 mg/m’day 1

Repeated

115 Paclitaxel 135 mg/m’ (or 175 mg/m’) day 1 plus cisplatin 50 mg/m’ plus bevacizumab 15 mg/kg day 1 q21 days to

progression/
toxicity
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Tab. 2 Case series of cervical cancer using bevacizumab treatment

Author/ Patient No. of

OS TTP

investigator Status population  patients Pathology Agents mo mo RR% Toxicity
Squamous cell Grade 3-4 toxicities: fatigue
. (33%), nausea (33%),

. : Metastatic (67%), : neutropenia (17%), anemia
erght Retrospective disease 6 adenocarcinoma S-fluorouracil or 5.1 / 33 (17%), thrombocytopenia
etal. "™ (median of 3 (17%), poorly capecitabine +BEV (7% )0 diarrhea (1%]0/5 renal

prior regimens) differentiated obstruction (17%) bowel
carcinoma (17%) obstruction (1 77%)
Recurrent BEV (2 mg/ kg),
Tak Retr ti tastati Taxol (80 mg/m”
ot :l'a[ng] ctrospective mrzgsagt;yor Squamous cell +C§)1§(() A[(JCZHZI)gqral)* 4 / >10 100  Grade 3-5 toxicities: none
disease cycles
Platinum- Low dose BEV (3mg/
[;l;al[laf f Case report resistant Squamous cell  kg) + CBP (AUC=5) / 3 100 Grade 3-4 toxicities: anemia

recurrent disease

q3w* 6 cycles
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