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[ Abstract] Objective To investigation the impact and mechanism of araceae extract against cisplatin resistance on
lung cancer cells based on miR-320/E2F transcription factor 1 axis. Methods The experiment time was from September 2020 to
June 2021. The logarithmic A549/DDP cells were selected and divided into blank group (group A) and araceae extract group (group
B) . The group A was routinely cultured in RPMI 1640 medium, and the group B was routinely cultured in RPMI 1640 medium added
with araceae extract. In addition, the logarithmic A549/DDP cells were transfected with miR-320 inhibitor plasmid and then
randomly divided into transfection group (group C) and transfection combined with araceae extract group (group D) . The group C

was routinely cultured in RPMI 1640 medium, and the group D was routinely cultured in RPMI 1640 medium added with araceae
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extract extract. The follow—up experiment was carried out after 48 hours of culture. qRT-PCR was used to detect the relative
expression of miR—320 in different cell series and four groups, respectively. MTT method was used to detect the inhibition rate of
cell proliferation after different concentrations of cisplatin treatment in four groups, and the half inhibition concentration (ICs) was
calculated; the apoptosis rate was detected by flow cytometry, the targeting relationship between miR-320 and E2F1 was verified
by double luciferase assay, and the relative expression of E2F1 protein was detected by Western blotting. Results The relative
expression of miR-320 in 16HBE cell series was higher than that in A549/DDP cell series (P < 0.001) . Compared with the group
A, the relative expression of miR-320, cell proliferation after different concentrations of cisplatin treatment and apoptosis rate in
the group B were higher, and the IC5, and relative expression of E2F1 protein in the group B were lower, the relative expression of
miR-320, cell proliferation after different concentrations of cisplatin treatment and apoptosis rate in the group C were lower, and
the ICs, and relative expression of E2F1 protein in the group C were higher (P < 0.05) . Compared with the group B, the relative
expression of miR-320, cell proliferation after different concentrations of cisplatin treatment and apoptosis rate in the group D
were lower, and the ICsy and relative expression of E2F1 protein in the group D were higher (P < 0.05) . Compared with the group
C, the relative expression of miR-320, cell proliferation after different concentrations of cisplatin treatment and apoptosis rate in
the group D were higher, and the 1Cy, and relative expression of E2F1 protein in the group D were lower (P < 0.05) . The results of
dual luciferase show that E2F1 was a target gene of miR-320, and the binding site of the two was the 3'=UTR fragment of E2F1.

Conclusion Araceae extract can reverse the cisplatin resistance of lung cancer cells and promote lung cancer cell apoptosis. Its

mechanism may be related to the regulation of miR—-320 to further target down—regulation of E2F1 expression.
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Table 1 Comparison of inhibition rate of cell proliferation after different concentrations of cisplatin treatment, 1Cs, and apoptosis rate among the four groups

g MM (%) 1Cy, T

2 w/mUHIE I 4 g/l 8 b o/mUFAETE 16 p o/mUBHVERE 32 we/mlitdishs  (pg/ml) (%)

L 16.45 £2.02 33.47 £3.40 46.64 + 4.66 5238 £7.26 65.16 +7.09 1205+2.61  4.01+0.26
PN 36.14 +3.65" 58.02 + 6.69" 69.90 + 8.39" 79.58 +8.36" 88.53 +7.63" 3.38+048" 37.56%5.05
Yo 8.78 + 1.05° 19.23 +2.66" 28.98 +3.55" 39.84 + 4.86" 53.62+623"  29.54+4.02" 1.77=+0.18°
PR REEY 2020+ 2.57" 44.64 +3.33" 53.61 = 6.42™ 64.45 = 3.04" 76.96+7.67°  6.47+0.80" 12.91 +1.88"
Ffy 105.777 72.941 39.380 37.058 21.960 144.522 184.330

Pl <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

s 1C =PRI ; FOoR S 4HE:, P<0.05; "FR SRR E, P<0.05; FR5ERAHE, P<0.05
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Figure 1 Broken line diagram of inhibition rate of cell proliferation after
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Figure 2 Apoptosis detected by flow cytometry among the four groups
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Figure 3 Bioinformatics analysis results
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Figure 4 Gel electrophoresis map of the relative expression of E2F1
protein among the four groups detected by Western blotting
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