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The observation of appling FH and FP chemotherapy in stomach cancer treatment

LI Hong-gang, LI Zhi-min, HUO Wei, ZHANG Jie, DONG Qian( Department of Pharmacy, Dalian NO. 3 Hospital, Liaoning,
116037)

ABSTRACT: OBJECTIVE Throughthe observation of the clinical effect of FH and FP chemotherapy in stomach cancer, the practical
value of the biochemical mutual modification of DDP and 5-FU in combining drug was known. METHOD 60 cases of stomach cancer
were randomized into two group. 30 patients in each group. The two group had been treated differently with FH or FP chemotherapy for
4 cycle, the clinical and side effect of the two group were valued with the WHO recommended value standard. RESULT  The response
rats of FH group and FH group were 53.3% and 57.7% , there were no significant difference statistically between them(P >0.05).
The side effect of FP chemotherapy was slighter than FH, and the former chemotherapy was easy to accepted by patients, especially by
middle and late phase patients. It was possible for FP to become the main chemotherapy in stomach cancer treatment.

KEY WORDS: Stomach Cancer; Chemotherapy; Biochemical Mutual Modification
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