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[ Abstract ] Background and objective LC-3 and P62, two of important autophagy-related proteins,
were reported highly expressed in many kinds of human malignancies and associated with outcomes of the pa-
tients. The purpose of this study was to investigate the expression status of LC-3 and P62 in non-small cell lung
cancer patients and define the clinical-pathologic features. Methods 66 cases of non-small cell lung cancer pa-
tients were employed. The expression of LC-3 and P62 were detected by immunohistochemistry. Results LC-3
was positive stained in 27 out of 66 cases (40.9%) and P62 was positive stained in 43 out of 66 cases (65.2%).
LC-3 positive staining was more frequently in squamous cell carcinoma patients (P<0.05); while P62 positive
staining was more frequently in late-stage adenocarcinoma patients with metastasis (P<0.05). There was a sig-
nificant negative correlation between LC-3 and P62 expressions in non-small cell lung cancer tissues (r,=-0.06S,
P<0.001). Kaplan-Meier analysis showed that patients with positive LC-3 expression had favorable clinical out-
comes compared with the patients with negative LC-3 expression (P<0.05). Conclusion LC-3 and P62 showed
abnormal expression in non-small cell lung cancer tissues, suggesting that autophagy is involved in the occur-
rence and development of NSCLC.
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Tab 1 The expression of LC-3 and P62 in 66 lung cancer patients and their clinical characteristics

Factor LC-3 P62
+ P + = P

Total 66 27 (40.9%) 39 (59.1%) 43 (65.2%) 23 (34.8%)
Histology
SCC 21 12 5 16

0.013 <0.001
AD 45 15 30 38 7
Gender
Male 46 20 26 30 16

0.432 0.38
Female 20 7 13 13 7
Age (yr)
<61 19 6 13 10 9

0.889 0.076
>61 47 21 26 33 14
Smoking history
Yes 30 1 19 22 8

0.409 0.112
No 36 16 20 21 15
Clinical stage
I-11 14 6 4 10

0.094 <0.001
-v 52 21 39 13
Metastasis
Yes 50 17 33 29 21

0.006 <0.001
No 6 [ O [ [ k[ [] 1 2
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Tab 2 Correlation analysis of LC-3 and P62 expression

LC-3 expression P62 expression P
Positive Negative

Positive 9 18 <0.001

Negative 34 5
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Fig T The immunohistochemistry
staining results of LC-3 and P62 in
lung cancer. A-B: The expression
of LC-3 in lung cancer with
negative situation (A) and positive
situation(B); C-D: The expression of
P62 in lung cancer with negative
situation (C) and positive situation
(D) (X400).
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