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[ Abstract ] Background and objective The aim of this study is to detect the BIM polymorphism in 85 formalin-
fixed and parrffin-embedded (FFPE) and some blood samples of advanced lung adenocarcinoma patients and study the relativ-
ity betweenthe BIM polymorphism and tyrosine kinase inhibitor (TKI). The correlation between BIM detection of different
types of specimens was discussed. Methods There were 85 patients who were diagnosed as advanced lung adenocarcinoma
with epidermal growth factor receptor (EGFR) 19 or 21 exon mutation in thoracic surgery of Xuanwu Hospital from February
2013 to November 2014, all of who were received EGFR-TKI as first-line treatment in the study. FFPE and some blood were
used to detect the BIM polymorphism. The objective response rate (ORR) and progression-free survival (PFS) of two groups
were compared. According to smoking, sex, EGFR mutation and other factors, the single factor analysis was performed, and the
correlation between paraffin samples and blood test BIM was compared. Results The ORR in BIM polymorphism and non-
polymorphism groups was no significant differences (P>0.05). The median PFS in BIM polymorphism and non-polymorphism
group was 7.1 months and 12.8 months, respectively (P=0.013). Univariate analysis the median PFS, women were longer than
men (12.1 months vs 10.7 months, P=0.835); Non-smokers were longer than smokers (12.1 months vs 9.7 months, P=0.974).
Group in EGFR exon 21 is longer than group in EGFR exon 19 (12.2 months vs 8.7 months, P=0.303). Conclusion Detection
of BIM gene polymorphism in lung cancer patients with EGFR-TKIs treatment might be helpful for predicting prognosis. But

a large sample study is needed.
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Fig 1 The amplification plots of EGFR mutation. EGFR: epidermal
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Tab 1 General clinical characteristics of the patients

ltem Case Proportion
Age (yr)
>58 42 49.41%
<58 43 50.59%
Gender
Male 30 35.29%
Female 55 64.71%
Stage
b 34 40.00%
\Y 51 60.00%
Smoking history
Smoking 29 34.12%
No-smoking 56 65.88%

B 2 BIMEE S SIS THREFHXR
Fig 2 Single factor analysis of the relationship between PFS and BIM

gene polymorphism. PFS: progression-free survival.
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Tab 2 Relationship between BIM gene polymorphism and general clinical characteristics

Item BIM deletion polymorphism BIM non-deletion polymorphism P
Age (yr) 0.255
>58 9 33
<58 5 38
Gender 0.762
Male 4 26
Female 10 45
Stage 0.388
b 4 30
v 10 41
Smoking history 0.363
Smoking 3 26
No-smoking 1" 45

* 3 BIMETSESEITHMES

Tab 3 Relationship between BIM gene polymorphism and therapeutic efficacy of tyrosine kinase inhibitor

BIM CR SD PD ORR (%) P
Deletion polymorphism 0 8 2 28.57 0.557
Non-deletion polymorphism 1 36 5 39.71
CR: complete response; PR: partial response; SD: stable dosease; PD: progressive disease; ORR: objective response rate.
R4 BRRSPFSIEXMDITER
Tab 4 Results of univariate analysis of PFS
Item PFS (mo) X2 P
BIM 6.201 0.013
BIM deletion polymorphism 71
BIM non-deletion polymorphism 12.8
Gender 0.043 0.835
Male 10.7
Female 12.1
Smoking history 0.001 0.974
Smoking 9.7
No-smoking 12.1
EGFR mutation 1.061 0.303
Exon 19 8.7
Exon 21 12.2
HN20.5%7, ABHAEHRIE24.3% (42/169 ) BB EAAE  BAML. U a0, IERA0M . FRANM . M N KA
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