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Absgtract  Background and objective  The expressive level of glucose-regulated protein 78 (GRP78) is
elevated and correlated with res stance of chemotherapy drugsin breast cancer cell. However , little is known
about the relationship between its expression and drug resistance in non-small cell lung cancer (NSCLC). The
aim of this study was to explore the relationship between drug resstance and the expresson of GRP78 in
NSCLC. Methods Drug senstivity test was used to detect the resistance to 8 chemotherapy drugs in 52
NSCL C fresh surgical samples by methylthiazoletrazolium (M TT) , and expresson of GRP78 was detected by
immunohi stochemi stry method. Spearman correlation assay was used to investigate the correlation between the
GRP78 expression and drug resistance. Results The resistance rates to paclitaxel (PTX) , adriamycin
(ADM) , carboplatin (CBP) , topotecan (TPT) , navelbine (NVB) , vincristine (VCR) , cisplatin (DDP) and
etoposde (VP-16) of the 52 samples were 42. 31 %, 57. 69 %, 63. 46 %, 65. 38 %, 67. 31%, 73. 08 %,
78.85 %), 90. 38 %, respectively. Fourteen cases showed the complete resstance to the tota 8 chemotherapy
drugs. Furthermore, the expression of GRP78 was stronger in poorly differentiated cancer as compared with
the well and moderately differentiated cancer (P<0.05) , o asinstage and cancer thanin stage canc
er (P<0.05). Spearman correlation assay showed that there was a correlation between the chemotherapeutics
resstanceto ADM , VP16, VCR, TPT and the expressonof GRP78in NSCLC (P<0.05). Conclusion Itis
feasble to detect the drug sensitivity to chemotherapy for tumor cells by M TT method. The results of chemo-
sengtivity assay invitro are indicative of clinical drug administration in NSCLC. The detection of GRP78 is
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a9 indicative of the red stance to chemotherapy drugs and the differentiation and the clinical stagein NSCL C.
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1 NSCLC GRP78 (sp % 200)
A: B: :CD: GRP78
Figl The expresson of GRP78 was detected by immunohistochemistry in NSCL C tissues (SP method, original magnification x 200)

A : postive control ; B: negative control ; Cand D: expresson of GRP78 in adenocarcinoma and squamous cell carcinoma respectively
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Tab 3 Expresson of GRP78in 52 NSCL C samples
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