COX2 reversed tumour drug-resistance
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Figure S1. Construction of B16F10 tumour model resistant to anti-PD-1 therapy.
(A-B) Tumour growth curves for rounds five and rounds six of anti-PD-1 resistant

B16F10 tumour selection(n = 6/group, two-way ANOVA test, Sidak).
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Figure S2. Flow scatter diagrams of lymphocyte infiltration in B16F10-R

tumours treated with ASA.

(A) Flow scatter diagram of T cell infiltration. (B) Flow scatter diagram of NK cell

infiltration.
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Figure S3. Tumour growth curves of B16F10-R tumour in vivo treated with

pembrolizumab, nimesulide or PBS (n = 6-8/group, two-way ANOVA test,

Tukey).
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Figure S4. Flow scatter diagrams of lymphocyte

W
-PD1+Celecoxiby

tumours treated with CXB.

Live+CD45+ CD3+ CD4+ or CD8+
+ R TrBE1 Ui 881 o1
ConE arommena]
s
5=
H
o congs vl
H i i i
coRsms oA
—. . 1L -
ETeTETY G|
5®
£
H
lov i covga |
PR i e i 3 t
o vseseen 525104
Tcameum | LN COAS TCumcas 0
o i %, arom ]
+
5*
e
ot ssn copgusan|
v e P i 1 t
caavesee coasea oA
PHCT. NECOSH 1 000
Conm o]
3
3=
B
a 3 ot copst e
ERR ) T (]
convsisren consmasAToA

COX2 reversed tumour drug-resistance

BI&F10-

R-PDL

BIGF |

R-Celecoxib

BI6F10-R-PD1 +Celecoxib

Live+CD45+

+ 5P B

CD3-TCRb-

hopss | v couse

CD49b+NKL 1+

s cobTcR:

i

CoamosznrTca
10t

[rehp ey

PG NEACDISS

£
<o %
L o 1 1 [T
Torw vivaec i1 AP
i i corcn
i ® :
3 3
fu
o i*
&l
®
T L2 R I
wecra o 1 AP
[ s e 12037
3 .
M
.
i
[
®
o RN I A i
Lrstsnt v oA Teru ivaser 1rssbarca
-

it 1
MNPIC -COR TR

i

1

»

coupsze e
10t

@ 1d

ER
R RIDAPC A

infiltration in B16F10-R

(A) Flow scatter diagram of T cell infiltration. (B) Flow scatter diagram of NK cell

infiltration.
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Figure S5. Flow scatter diagrams of lymphocyte infiltration in B16F10-R
tumours treated with SC560.
(A) Flow scatter diagram of T cell infiltration. (B) Flow scatter diagram of NK cell

infiltration.
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Figure S6. Western blot analysis for COX2 expression. GAPDH was the control

in the two cell lines(one-way ANOVA test, Tukey).
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Figure S7. Concentration of PGE2 in the supernatant of tumour cells cultured in

vitro.

(A) Concentration of PGE2 of B16F10-NR or B16F10-R tumour cells cultured in

vitro which was determined by ELISA(n = 6/group, unpaired, two-tailed t test). (B)

Concentration of PGE2 of B16F10-R or B16F10-R-knockout tumour cells cultured in

vitro which was determined by ELISA(n = 6/group, unpaired, two-tailed t test).
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Figure S8. Flow scatter diagrams of lymphocyte infiltration in B16F10-R or
B16F10-R-knockout tumours.
(A) Flow scatter diagram of T cell infiltration. (B) Flow scatter diagram of NK cell

infiltration.
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Figure S9. Flow scatter diagrams of lymphocyte infiltration in B16F10-R
tumours treated with E7046.
(A) Flow scatter diagram of T cell infiltration. (B) Flow scatter diagram of NK cell

infiltration.



