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Progress on Clinical Research of Lung Adenocarcinoma Sub-

types Based on New International New Classification

ZENG Qing-peng ,ZHAO Jun

(National Cancer Center/National Clinical Research Center for Cancer/Cancer Hospital ,Chinese
Academy of Medical Sciences and Peking Union Medical College ,Beijing 100021, China)

Abstract : According to World Health Organization (WHO)/Association for the Study of Lung Can-
cer(IASLC) classification of lung cancer in 1999 and 2004, most adenocarcinomas were classified
as mixed subtypes,which limited its role in clinical guidance. Meanwhile, with the development of
molecular pathology and targeted therapy,the traditional classification of lung adenocarcinoma
can not adapt to the current development. Therefore,,a new classification of lung adenocarcinoma
was published by an international multidisciplinary committee sponsored by IASLC, American
Thoracic Society(ATS) and European Respiratory Society(ERS) in 2011. Since the implementation
of the new classification,achievements have been made in the study of histological subtypes,clin-
ical features,prognosis and molecular biology of lung adenocarcinoma,which provides new direc-
tion and target for guiding clinical decision-making and research.

Subject words:lung adenocarcinoma;IASLC/ATS/ERS classification ;molecular subtype ;individ-
ualized treatment
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Table 1 Disease free survival and/or overall survival of patients with lung adenocarcinoma subtypes after 5-years operation

Study N DEFS/OS(%) AIS MIA LPA ACI PAP MPA SPA IMA Others Subtypes P
Yoshizawa (2011) 514 DFS 100 100 90 84 83 67 70 76 71 TA~IB <0.001
Russesll (2011) 210 OS 100 100 86 68 71 38 39 51 51 TA~II <0.001
Gu (2013) 292 DFS 100 100 719 54.0 56.1 257 457 625 - TA-N -
0S 100 100 914 722 712 46.6 579 73.1 - -
Yoshizawa (2013) 440 DFS 100 100 93.8 69.7 66.7 0 433 8838 - TA-~TA -
0S 100 100 100 81.2 74.7 - 39.1 888 - -
Yanagawa (2013) 191 DFS 100 100 949 89.7 854 - 54 - - | <0.001
Tsuta (2013) 904 OS 98 - 93 6 74 62 58 76 - I A~V -
Xu (2015) 274 DFS - - 917 872 787 720 61.1 - - IB 0.001
0S - - 100 923 853 80.0 61.1 - - 0.003
Murakami (2015) 347 DFS 100 100 99 824 80.8 333 73.6 - - 1A <0.001
0S 100 100 100 84 89.8 100 78.6 - - 0.010

DFS:disease free survival ,0S:overall survival,AlS:adenocarcinoma in situ, MIA :minimally invasive adenocarcinoma,LPA:lepidic predominant adenocar-
cinoma,ACl:acinar predominant adenocarcinoma,PAP:papillary predominant adenocarcinoma, MPA :micropapillary predominant adenocarcinoma
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