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[ Abstract]  Although the transformation from non-small cell lung cancer (NSCLC) into small cell lung cancer (SCLC) is
relatively more common in patients with lung adenocarcinoma, which is suspected as one of the mechanisms of epidermal
growth factor receptor tyrosine kinase inhibitors (EGFR-TKI) resistance, or could be the accompanying phenomenon of drug
resistance. However, the occurrence of the transformation from NSCLC to SCLC was also reported in patients with NSCLC of
different pathological types. In addition to EGFR-TKI treatment, current therapeutic regimens of cancer such as chemothera-
py, radiotherapy etc. can also result in this transformation. The transformation has brought about a lot of confusion to the
process of clinical diagnosis and treatment. In spite of many case reports about the transformation, there were merely several
large-scale retrospective clinical analyses. This review summarized several relatively large samples retrospective studies about
the transformation; therefore, we could provide clues and theoretical basis for more in-depth clinical researches.
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Table 1. Retrospective Researches on Conversion of NSCLC into SCLC

. . Treatment before conver- Median conver- Predictor of con-
Reference Pathology upon diagnosis (n) . .. R
sion sion time version
Lee et al. , . EGFR-TKI
2017120 Adenocarcinoma (21) Chemotherapy - RBI and TP53
36 months ( adeno-
Ahmed et al. , Adenocarcinoma (30) EGFR-TKI, Chemotherapy, carcinoma) _
2018!16! Squamous cancer (16) Radiotherapy, Surgery 32 months ( squa-
mous cancer )
EGFR-TKI
Chemotherapy ( with plati-
Roca et al. , . R . . e RBI, TP53 and
201824 Adenocarcinoma with EGFR mutation (67) num) Immune check-point in-  17. 8 months PIK3CA
hibitor
Antiangiogenic therapy
EGFR-mutated NSCLC
Adenocarcinoma with EGFR mutation (45)
NSCLC not otherwise specified with EGFR muta- EGFR-TKI
Ferrer et al. , X . .
tion (3) Chemotherapy ( with plati- 16 months -

[17]
2019 EGFR wild-type NSCLC

Adenocarcinoma with wild type EGFR (10)
Squamous cancer with wild type EGFR (3)

num)

EGFR-TKI; Epidermal growth factor receptor tyrosine kinase inhibitors; EGFR; Epidermal growth factor receptor; NSCLC: Non-small cell lung cancer.
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