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Study on the Mechanism of TUBA1C Promoting Proliferation and Migration
of Lung Adenocarcinoma Cells
WANG Li-min, LIUKai ( Department of Oncology, Hebei Provincial Hospital of Traditional, Shijiazhuang 050011, China )

Abstract: Objective To explore the expression characteristics of TubAlc in lung adenocarcinoma and its effect on the
proliferation and migration of human lung adenocarcinoma lines, as well as the related potential molecular mechanisms.
Methods The expression characteristics of TUBAI1C in lung adenocarcinoma and its correlation with clinical prognosis were
retrieved through clinical database GEPIA, and the expression characteristics of TUBA1C in lung adenocarcinoma and its
adjacent normal tissues were investigated through 30 groups of clinical tissue samples. SIRNA mediated knockdown of TUBA1C
expression was used to detect the effect of TUBA1C on the biological behavior of lung adenocarcinoma cells by cell proliferation
experiment, clone formation experiment, scratch migration experiment and cell cycle experiment, respectively. By analyzing the
signaling pathways involved in TUBA1C co-expressed genes, the potential molecular mechanism of TUBA1C in the
development of lung adenocarcinoma was explored and further verified by the complement experiment. Results GEPIA
database retrieval showed that the high expression of TUBA1C in lung adenocarcinoma was significant (P<0.05), and the patients
with high expression had a poor prognosis (Logrank P=9.3E-5). The expression level of TUBAlc in 30 groups of lung
adenocarcinoma clinical samples (6.4 + 1.3) was significantly higher than that in adjacent normal tissues (5.2 + 0.9), the difference
was statistically significant (/=4.157, P < 0.001), and TUBA1C expression gradually increased with the progression of cancer
(P=0.003 49). The OD value of cell proliferation in Situbal CA #1 and Situbal CA #2 groups was significantly lower than that in
control group, the difference were statistically significant (/=7.000~27.780, all P < 0.05) after 3, 4, and 5 days of transfection
culture. The cell clone formation rate in SitubalCA #1 group (41.2 £ 1.5) and SitubalCA #2 group (40.3 £ 1.3)

E£WA : Wby TARMIAET 20 A3 B HIRE (47 2018021)
fEERIY: THIR (1975-) , B, WLAFscd, BIRE, B9E07: g, E-mail: gongjilu8631@126.com.
BIEE: XU (1977-) . 9, AL, EIREIE, S0 BREMARETT.



PRI I S22k 36 % 4 20214E 7] J Mod Lab Med, Vol. 36, No. 4, July 2021 75

was significantly lower than that in control group (72.4 + 2.2), the difference was statistically significant(#=342.482, P< 0.001).
The cell migration rates of the two experimental groups were (73.4 +3.2) and (72.1 + 2.8), respectively, with significantly lower
than that of the control group (98.6 + 1.7), the difference was statistically significant (£=95.778, P < 0.001). Cell cycle was
significantly arrested in the G1 phase compared with the control group. The mRNA expression levels of E2F1 and MYC in
SiTUBA1CA #1 group (0.21 £ 0.02, 0.33 £ 0.03) and SITUBA1CA #2 group (0.20 + 0.03, 0.36 + 0.02) were higher than those in
the control group (1.01 +0.03, 1.00 + 0.02) significantly decreased, the difference were statistically significant(/=883.773,
758.294, all P< 0.001). After E2F1 and MYC were supplemented separately and in combination with E2F1 and MYC, the cell
proliferation rate, migration rate and cell cycle gradually returned to normal (P<0.01) in the knockdown group compared with
that in the knockdown group alone. Conclusion The high expression of TUBAI1C in lung adenocarcinoma promotes the

proliferation, cloning, formation and migration of lung adenocarcinoma cells, induces cell apoptosis, and participates in the

development of lung adenocarcinoma by activating the expression of oncogenic genes E2F1 and MYC.

Keywords: lung adenocarcinoma; TUBA1C; E2F1; MYC.
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