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[Abstract] Objective To explore the effect of smoking on the histological subtype and prognosis of patients
with lung adenocarcinoma (LLAC) in China. Methods According to the new International Association for the Study
of Lung Cancer/American Thoracic Society/European Respiratory Society (IASLC/ATS/ERS) classification, 266
donors with primary LAC were reclassified. The correlation between clinicopathological factors including smoking
status and the histological subtype was analyzed, and survival analysis was used to analyze the prognosis of primary
LAC. Results There were four main histological subtypes including acinar predominant adenocarcinoma ( APA)
30. 1%, papillary predominant adenocarcinoma (PPA) 26.7%, solid predominant adenocarcinoma (SPA) 25. 9%,
and lepidic predominant adenocarcinoma (LPA) 11.7%. Smoking was associated with the histological subtype. The
proportion of smokers was significantly higher than non-smokers in the SPA group, and the proportion of non-
smokers was higher in other subtypes group. Cox regression model showed that the histological subtype and TNM
stage were the independent predictors of prognostic in all patients. TNM stage was the predictor of postoperative
survival in both smokers and non-smokers, and histological subtypes was the predictor only in smokers (§=0. 898,
RR= 2. 455). Compared with the non-SPA group, the prognosis of the SPA group was significantly worse.
Conclusion Smoking is associated with SPA subtype. which affect the prognosis of primary LAC.
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Table 1 Correlation between the clinicopathological factors and the histological subtype of LAC
Inedex SPA/case (%) APA/case (%) LPA/case (%) PPA/case (%) P
(n=169) (n=280) (n=31) (n="71)

Age 0. 334
<60 yr. 45 (65.2) 48 (60.0) 21 (67.7) 37 (52. 1)
=60 yr. 24 (34.8) 32 (40.0) 10 (32.3) 34 (47.9)

Gender 0.052
Male 43 (62.3) 33 (41.3) 16 (51.6) 31 (43.7)
Female 26 (37.7) 47 (58.8) 15 (48. 4) 40 (56.3)

Smoking status 0.003
Non-smoker 30 (43.5) 53 (66.3) 21 (67.7) 51 (71.8)
Smoker 39 (56.5) 27 (33.8) 10 (32.3) 20 (28.2)

Maximum tumor diameter 0.213
<3 cm 23 (33.3) 38 (47.5) 16 (51.6) 33 (46.5)
>3 cm 46 (66.7) 42 (52.5) 15 (48. 4) 38 (53.5)

Lymph node metastasis 0.058
Absent 27 (39. 1D 29 (36.3) 17 (54.8) 39 (54.9)
Present 42 (60.9) 51 (63.8) 14 (45.2) 32 (45. 1)

Pleural invasion 0. 560
Absent 21 (30.4) 23 (28.8) 7 (22.6) 15 (21. D)
Present 48 (69.6) 57 (71.3) 24 (77.4) 56 (78.9)

TNM stage 0. 164
1 16 (23.2) 23 (28.8) 14 (45.2) 31 (43.7)
il 24 (34.8) 18 (22.5) 5 (16. 1) 16 (22.5)
ik 26 (37.7) 35 (43.8) 11 (35.5) 20 (28.2)
v 3 (4.3) 4 (5.0) 1@3.2) 4 (5.6)
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Kaplan-Meier survival curve for OS according to the clinicopathological characteristics

A Histological subtypes; B: Maximum tumor diameter; C: Lymph node metastasis; D: TNM stages
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Fig 2 Kaplan-Meier survival curve for OS according to TNM stage

(A) and the histological subtype (B) in the smoking LAC

patients
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