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Abstract ; [ Objective ] To investigate the effect of AXL on the cell proliferation of non-small cell
lung cancer with EGFR mutation. [Methods] We used lentivirus as an expression vector to force
AXL overexpressed in PC9 cell lines which harbor EGFR 19Del mutation. Meanwhile we si-
lenced AXL in PCO cell lines which had acquired the resistance to gefitinib and possessed higher
proliferation capability than PC9,abbreviated to PCOGR. MTT assays were used to detect the via-
bility of these cells then the cell vitality curve was pictured and ICs, was calculated. At the other
hand,we enrolled 69 patients who harbored EGFR mutation to conduct immunohistochemical
staining. The relevance between AXL expression and clinical characteristics of these patients
were analyzed. [Results] The viability of PC9 and PCO9GR was enhanced and suppressed after
the upregulation and inhibition of AXL,respectively. The staining data suggested that AXL status
was related to tumor differentiation and tumor size. [ Conclusion] AXL may play an important role
in tumor occurrence and development and may be a novel target to NSCLC treatment.
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Figure 1 The sensitivity of PC9 cells to gefitinib
after overexpression of AXL
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Figure 2 The sensitivity of PCIGR cells to gefitinib
after silence of AXL
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Table 1 The relevance between AXL expression and
patients’ clinical characteristics

Characteristics Negative(%) Positive(%) P

EGFR mutation types

19Del 31(48.4) 2(40.0) 1000
L858R 33(51.6) 3(60.0) ’
Age(years)
<65 40(62.5) 4(80.0)
0.763
=65 24(37.5) 1(20.0)
Gender
Female 40(62.5) 4(80.0)
0.763
Male 24(37.5) 1(20.0)
Smoking
No 48(75.0) 4(80.0)
1.000
Yes 16(25.0) 1(20.0)
Tissue differentiation
Poorly 9(14.1)  5(100.0)
Moderate 42(65.6) 0(0.0) <0.05
Well 13(20.3) 0(0.0)
Stage
I~1 42(65.6) 1(20.0)
0.122
m~1v 22(34.4) 4(80.0)
150
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Figure 3 The relevance between AXL expression
and patients’ tumor volume
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