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[ Abstract] Epidermal growth factor receptor (EGFR) is a kind of tyrosine kinase receptor. The EGFR gene amplification,
reassortment and mutation lead to overexpress of EGFR protein, which is the common genetic variation of primary glioblastoma. The
common oncological detection of molecular pathology is unable to test the patients without pathological specimens for some reasons.
Positron emission tomography can test the lesions by imaging. According to the biochemical characters of EGFR, EGFR-targeted
imaging agents are divided into radiolabeled tyrosine kinase inhibitor and radiolabeled monoclonal antibody.
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