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[ Abstract ] Background and objective Tumor-associated fibroblasts (TAF) is an important part of TME, which
inhibits the function of immune cells. CD8" T cells play a significant role in tumor immunity. T-cell membrane possesses a
distinct type of molecule with a negative regulatory function. Upon interaction with its corresponding ligand [programmed
death factor ligand 1 (PD-L1)], programmed death factor 1 (PD-1) is activated and thus inhibits the kinase activity of T cells.
This study aims to explore the possible effects of TAF on PD-L1 expression in lung cancer cells. Methods Lung cancer cell
lines H1975 and HS20 were co-cultured with (experiment) or without TAF (control) via Transwell assay for through 48 hours
under the same culture condition. H1975 and H520 cells were counted using a microscope. The protein and mRNA expression
levels of PD-L1 were detected by FCM assay and PCR analysis, respectively. Results The numbers of lung cancer cells in 100
um’ for H1975 and H520 cells are (46+21) and (38£10) in the experiment group, respectively, and (16£5) and (12£5) in the
control group, respectively (P<0.05). The expression levels of the PD-L1 protein in H1975 and H520 cells are (20.93%3.54%)
and (19.26%%3.04%) in the experiment group, respectively, and (12.58%%2.52%) and (11.60%+2.65%) in the control group,
respectively (P<0.0S). The mRNA expression levels in H1975 and H520 cells are (16.45+1.25) and (15.38+2.02) pg/mL
in the experiment group, respectively, and (7.78+1.27) and (7.20+1.58) pg/mL (P<0.05) in the control group, respectively
(P<0.05). Conclusion TAF promotes the growth and increases the expression of PD-L1 in H1975 and H520 cells.

[ Keywords ] Lung neoplasms; Tumor-associated fibroblasts; Programmed death factor 1/Programmed death factor
ligand 1; Immune escape
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1 BNSBEREFEEARE (100X) .
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Fig 1 Test the specific protein expression
of isolated cells (100X). The express of TAF
specific proteins Vimentin (A), FAPa (B)
were positive, while lung cancer related
markers CEA (C), CA125 (D) were negative.
FAPa: fibroblast activation protein
a; TAF: tumor-associated fibroblasts;
CEA: carcinoembryonic antigen; CA125:

carbohydrate antigen 125.
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2 IEFIEMAE AR, HIEFF48 hEEAA (200X) AIKE
ZHH197540A0 ; B : SEIGZHHS52040 A6 ; C - XFFBZEH197540 58 ; D : XTAEZHH520
YA, KA B R A AR 4R A RE NG B TS R A SR IR

Fig 2 Lung cancer cells growth after 48 h. After 48 h co-cultured lung
cancer cells (200X): A: Co-cultured H1975 cells; B: Co-cultured H520
cells; C: Control H1975 cells; D: Control H520 cells. Arrows: shrunk cells

floating in the culture medium.

+2.65% ) (P<0.05) . SZEGZHHI19754MI (KI3A) . HS20
AL (EI3C) PD-L1IAK-3 i A B b 15 5 0] HR 4
(3B, KI3D) .

2.4 RT-PCR 43H AJilida s AH O L eF 4E A0 iR X H1975 |
HS2041}fiPD-L1 mRNAZSIAFEN WNZE 1, H197541
JfIPD-L1 mRNA )33k i S0 20 i X B2H (P<0.05 )
HS202 ffiPD-L1 mRNA 1) 3% ik it 52 5 41 /5 T % B 41
(P<0.05) .

it FE3 TR S5 2 P96 400 5 L 8 A P 88 240 ) L Y
MAE . R, WREAE IR bR A AN, A
Mo FHEdniE, DIRAKINT BT Pk
MM T, — AR — D FER RRES Y,

% 1 H1975, H52048ffIPD-L1 m RNAZKRIE
Ta 1 The PD-L1 m RNA expression in H1975, H520

Group H1975 (pg/mL) H520 (pg/mL)
Experiment group 16.45+1.25 15.38%+2.02
Control group 7.78%1.27* 7.20%1.58%

*: P<0.05.

3 BEAAE#kH1975. H520 PD-L1ERARILE,

H19754/EPD-L1E B RIAEK, $£15572019.14% (A) , &
IM1EFR4H14.04% (B) s H5204MAEPD-L1ERFRIEE, H#
%574018.81% (O) , SIMIEFRH12.27% (D) .

Fig 3 The PD-L1 protein expression in H1975 and
H520. The expression of PD-L1 protein in H1975 is
19.14% in the experiment group (A) and 14.04%
in the control group (B). The expression of PD-L1
protein in H520 is 18.81% in the experiment group (C)
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and 12.72% in the control group (D).
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