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ABSTRACT Objective: To discuss the expression of programmed cell death-ligand 1 (PD-L.1) in the oral
squamous cell carcinoma (OSCC) cells and its effect on biological behavior of the OSCC CALZ27 cells, and
to clarify the possible mechanism. Methods: Western blotting method was used to detect the expression
levels of PD-L1 protein in the oral epithelial HOK cells and OSCC CAL27, TCAS8113, and SCC15 cells;

R E] 2023-03-06

(EE£TH] HEEXAARFRELSTHA (82160572)

MEE®A] ® W (1996—), Zr, FsdeB /R A KMUAR TN, Ao A, 32 % DA< 0 s G T 350 i i 5 il AR PR
5 T BB Y o

DBEIEE] & UL, 4%, WL Il (E-mail: 1437759520@qq.com)



PD-L 1 XA 1 63 R 40 o 55 200 396 3 3 % 42 22 114 % 1) 19

MO %

immunofluorescence staining method was used to detect the expression and localization of PD-L1 protein in
the CAL27 cells. The CAL27 cells were divided into control group (transfected with si-NC) and si-PD-1.1
group (transfected with si-PD-1.1). Western blotting method was used to detect the interference efficiency
of the cells in two groups; CCK-8 assay was used to detect the proliferative activities of the cells in two
groups at different time points; plate clone formation assay was used to detect the numbers of clone
formation of the cells in two groups; cell scratch healing assay was used to detect the scratch healing rates of
the cells in two groups; Transwell chamber assay was used to detect the numbers of migration and invasion
cells in two groups. Results: The expression level of PD-L1 protein in the OSCC cells was higher than
that in the HOK cells (P<C0.05 or P<C0.01) ; PD-L1 expressed in the cytoplasm and nucleus of the
CALZ27 cells. The CCK-8 assay and plate clone formation assay results showed that compared with control
group, the proliferative activities of the CAL27 cells in si-PD-L1 group at different time points were
significantly decreased (P<C0.05 or P<C0.01), and the numbers of clone formation were significantly
decreased (P<C0.01). The cell scratch healing assay results showed that compared with control group, the
scratch healing rates of the cells in si-PD-L1.1 group were significantly decreased (P<Z0.05 or P<C0.01).
The Transwell chamber assay results showed that compared with control group, the numbers of migration
and invasion cells in si-PD-1.1 group were significantly decreased (P<C0.01). Conclusion: The expression
of PD-L1 in the OSCC cells is higher than that in normal oral epithelial cells, and knocking down PD-1.1
expression can inhibit the proliferation, clone formation, migration and invasion capabilities of the OSCC
cells.
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Tab. 1 Primer sequences of PD-L1 siRNA

Primer Sequence(5'—3")

Si-PD-L1 F:GCAGUGACCAUCAAGUCCUTT
R:AGGACUUGAUGGUCACUGCTT
Si-NC F:UUCUCCGAACGUGUCACGUTT

R:ACGUGACACGUUCGGAGAATT
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Lane 1: HOK cells; Lane 2: CAL27 cells; Lane 3: SCC15 cells;
Lane 4: TCA8113 cells."P<C0.05, "P<C0.01 compared with HOK
cells.
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Fig. 1 Electrophoregram(A) and  histogram(B) of
expression of PD-L1 protein in different cells detected by

Western blotting method
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Fig. 2 Expression of PD-L1 protein in HOK cells and CAL27 cells (Immunofluorescence, X 200)
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Lane 1: Control group; Lane 2: Si-PD-L1 group. 'P<C0.05
compared with control group.
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Fig. 3  Electrophoregram (A) and histogram (B) of
expression of PD-L1 protein in CAL27 cells in two
groups detected by Western blotting method
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Fig. 4 Proliferation activities of CAL27 cells in two
groups at different time points detected by CCK-8
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A':Control group; B:Si-PD-L1 group.
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Fig. 5 Clone formation of CALZ27 cells in two groups

detected by plate clone formation assay(Crystal violet)
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Fig. 6 Scratch healing of CAL27 cells in two groups
detected by cell scratch healing assay(Bar= 200 pm)
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A': Control group; B:Si-PD-L1 group.
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Fig. 8 Migration of CAL27 cells in two groups detected
by Transwell chamber assay(Crystal violet, X< 100)
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Fig. 9 Invasion of CALZ27 cells in two groups detected by

Transwell chamber assay (Crystal violet, X 100)
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