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FhwmXEB In vitro growth suppression of human glioma cells by a 16-mer

oligopeptide: a potential new treatment modality for malignant glioma
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fibroblast growth factor-2 (FGF-2) ZIEEHIAD A% & $EHEMLIC B> T autocrine B X U paracrine growth factor
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control peptide & L CEHEEBETH A7 V7 I V8 (BE) 2 EBHEBEHTHL 7YY (G) KWEALDOD
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glioma cell line \ZxF 3 A B MBAAIE % MTT assay Ex HWTHRE L7, U251IMG, USTMG, T98G @ 3 FE D glioma cell
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