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Abstract ; Objective To explore the expression and correlation of autophagy-related proteins in epidermal growth
factor receptor-tyosine kinase inhibitor ( EGFR-TKI) resistant non-small-cell lung cancer (NSCLC) patients. Methods
Eighty lung adenocarcinoma tissues which were sensitive or resistant to gefitinib were collected. The patients were divided
into the EGFR-TKI sensitive (EGFR-S) group and EGFR-TKI resistant (EGFR-R) group. The expression of autophagy-re-
lated proteins Beclinl , LC3 [l and p62 were detected by immunohistochemisty, Western blot and RT-qPCR. In addition, a
correlation analysis was made between autophagy-related proteins and EGFR-TKI resistance. Results Immunohistochemis-

try and Western blot analysis showed that the expressions of Beclinl and LC3 [ proteins were lower and the expression of
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p62 protein was higher in the EGFR-R group than those in the EGFR-S group (all P <0.05). RT-qPCR showed that the
mRNA expression of Beclinl in the EGFR-R group was down-regulated to (0.55 +0.65) compared with that in the EGFR-
S group, the mRNA expression of LC3 Il was down-regulated to (0.54 £0.43), but the mRNA expression of p62 was up-
regulated to (2.54 +0.86) (all P <0.05). The expressions of proteins and mRNA of Beclinl (r = =0.723,r= -0.462)
and LC3 ][ (r= -0.705,r = —0.417) were positively correlated with EGFR-TKI resistance, but the expression of protein
and mRNA of p62(r=0.742,r =0.460) was negatively correlated with EGFR-TKI resistance(all P <0.01). Conclusions

The low expression of autophagy is closely related to EGFR-TKI resistance, and there is significant negative correlation

between the expression levels of autophogy related proteins and EGFR-TKI resistance.
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Fig.1 Immunohistochemisty detecting the expression of autophagy-related proteins in the EGFR-S and EGFR-R groups

(HE x200)

®1 RGN Beclinl (LC3 T A1 P62 2 [ 75
EGFR-S I EGFR-R 41rh 23k (1, % )

Table 1 Expression of autophagy-related proteins in the EGFR-
S and EGFR-R groups by immunohistochemistry (case,% )

T Y
Beclinl
S 38 3(7.5) 35(87.5)  <0.01
+ o+~ + 4+ 42 37(92.5) 5(12.5)
LC3 1T
-~ + 36 2(5.0) 34(85.0) <0.01
+ 4+~ + + + 44 38(95.0) 6(15.0)
p62
-~ + 42 38(95.0) 4(10.0) <0.01
++ ~+ + + 38 2(5.0) 36(90.0)
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1, 2R AA G L (¥ P <0.05,K2),
2.2 EGFR-S 1 EGFR-R 42 H 0% = 3 mRNA
HFRiEER

EGFR-R #H%¢ EGFR-S 21 Beclinl mRNA 3k F
WK (0.55+£0.65) ,LC3 T mRNA %35 FiR (0. 54 +
0.43),p62 mRNA 3235 FH(2.54 0.86) , 24 F1
BAGH R (¥ P<0.05,143),
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Fig.2 Western blot detecting the expression of autophagy-
related proteins in the EGFR-S and EGFR-R groups
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Fig. 3
EGFR-S and EGFR-R groups detected by RT-qPCR
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