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[ Abstract)
drug-resistant human lung adenocarcinoma cell line A549/DDP. Methods

Objective To observe the synergistic effects of hyperthermia and radiochemotherapy on multi-
The multidrug-resistant human lung ad-
enocarcinoma cell line A549/DDP was cultivated and then subject to thermoradiotherapy or thermoradiotherapy in
combination with chemotherapy. The A549/DDP cell inhibition ratio and clone formation rate were monitored with
CCK-8 assay and clone formation experiment. Flow cytometry was used to detect the A549/DDP apoptosis phenome-
non. Light microscope and transmission electron microscope were used for morphologic observation of the cells. Re-
sults Thermoradiotherapy especially hyperthermo-chemo-radiotherapy inhibited A549/DDP cell proliferation. Flow
cytometry showed thermoradiotherapy combining with or without chemotherapy could induce A549/DDP apoptosis. E-
lectron microscopy demonstrated features of apoptosis, such as karyopyknosis, deformation, karyorrhexis and chroma-

tin accumulation and aggregation. Conclusion Thermoradiotherapy and hyperthermo-chemo-radiotherapy could in-

duce A549/DDP apoptosis.
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