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[Abstract] Objective: To observe the relationship between therapeutic efficacy and 5— year survival rate of OSCC
patients after neoadjuvant chemotherapy, and to explore the relationship between P—gp, MRP1, or GST—x and
therapeutic efficacy after neoadjuvant chemotherapy. Methods: Seventy— seven OSCC paraffin specimens (50 valids
and 27 invalids) were collected from the First Affiliated Hospital of Nanchang University. The 5— year survival
time was followed up. Envision assay was used to determine the expression level of P—gp, MRP1, and GST— .
Thirty— three OSCC fresh specimens (18 valids and 15 invalids) were collected. qPCR and Western Blot assay were
used to detect the expression level of P—gp, MRP1, and GST—nx. Results: The Kaplan— Meier assay showed that
5—year survival rate of valid group was better than that of invalid group (P<C0. 05). The results of Envision,
qPCR, and Western Blot showed that the increased expression levels of P—gp and MRP1 in valid group were signif-
icantly higher than those in invalid group (P<C0. 05). Conclusion: The 5— year survival rate of valid group was ob-
viously higher than that of invalid group after the neoadjuvant chemotherapy. The expression levels of P—gp and
MRP1 were related to therapeutic efficacy. The higher expression levels of P—gp and MRP1 were followed by the
inferior therapeutic efficacy.
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Fig. 1 Kaplan— Meier survival curve was used to analyze the sur-

vival time of valid and invalid group
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Fig. 3 3a: The positive expression variation of P—gp, MRP1, and
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