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Figure 1 Expression of splicing factors in lung cancer. A large number of splicing factors are abnormally expressed in lung cancer
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Figure 2 Role and mechanism of RBMI10 in inhibiting cancer cell
growth. RBM10 functions as a tumor suppressor in normal tissues,
preventing cells from becoming cancerous. However, in patients with
lung adenocarcinoma and RBM10 mutations, EIF4H-L production
increased while EIF4H-S yield reduced, promoting the survival of lung
cancer cells
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Figure 3 Mechanism of SF3B1 regulating apoptosis of lung cancer
cells. SF3B1 can regulate MCL-1 and BCL-x alternative splicing,
promoting the production of proapoptotic factors, MCL-14 and BCL-xS,
while decreasing the expression of antiapoptotic factors, MCL-1; and
BCL-xL
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Figure 4 Role of SRSF1 in radioresistance and drug resistance.
During radiotherapy, SRSF1 regulates PTPMT1 alternative splicing,
increasing the splicing forms of PTPMT1A while inhibiting PTPMTI1B
expression. PTPMTI1A inhibits AMPK phosphorylation, leading to
radioresistance. Furthermore, SRSF1 can enhance the expression of
caspase-9a while inhibiting the expression of caspase-9b, leading to
drug resistance of cancer cells. Together, they coordinate to promote
tumor cell growth
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Roles of RNA alternative splicing during the occurrence and
development of lung cancer

CHEN Lei, CHEN ChaoQun, ZHANG WenlJing & WANG Yang
Institute of Cancer Stem Cell, Dalian Medical University, Dalian 116044, China

In the human genome, more than 90% of the human genes undergo alternative splicing, which participates in the entire life activity.
Abnormal RNA splicing is closely associated with human diseases, including cancer. Cancer is still a serious public health concern as
the second leading cause of death. Every year, lung cancer ranks first in the number of new cancer cases and deaths. Abnormal
alternative splicing occurs extensively in lung cancer, regulating tumorigenesis and lung cancer progression. Splicing factor mutations
and aberrant expression are well-known drivers of lung cancer progression. Furthermore, alternative splicing plays a critical role in
drug resistance, radiotherapy resistance, angiogenesis, and tumor metabolism.
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