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Ocular Side Effects Associated with Cancer Chemotherapy
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CSF-1R: colony stimulating factor-1 receptor

CTLA-4: cytotoxic T-lymphocyte-associated protein-4
DDD: dichlorodiphenyldichloroethane

EGFR: epidermal growth factor receptor

FGFR: fibroblast growth factor receptor

HER?2: human epidermal gowth factor receptor type 2
MEK: mitogen-activated protein kinase kinase

PD-1: programmed cell death-1

PD-L1: programmed cell death-ligand1
VEGFR: vascular endothelial growth factor receptor
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