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Methods: The clinical information of 178 pancreatic cancer patients along with the expression data of EGFR,
LDHA and signaling molecules associated with pancreatic cancer as well as the infiltration levels of distinct
immune cell subsets in their tissue samples were retrieved by mining the TIMER (Tumor IMmune Estimation
Resource) web server, and the protein expression abundances of EGFR and LDHA together with the signaling
molecules associated with pancreatic cancer were examined by using the Human Protein Atlas. The influences of
EGFR and LDHA expressions as well as the infiltration levels of immune cell subsets and other clinical factors on
prognosis of the patients were analyzed by Log-rank test and Cox regression model, and the relationship between
EGFR and LDHA and their relations with the signaling molecules associated with pancreatic cancer were also analyzed.
Results: The mRNA expression levels of both EGFR and LDHA in pancreatic cancer tissue were significantly
higher than those in normal pancreatic tissue (both P<0.05); there was a positive correlation between EGFR
and LDHA mRNA expressions in pancreatic cancer tissue (P<0.001). High EGFR mRNA expression, high
LDHA mRNA expression and low level of CD4+ T cells were significantly associated with poor overall survival
in pancreatic cancer patients (all P<0.05). LDHA was an independent prognostic factor for pancreatic cancer
(P<0.001). EGFR was positively correlated with the expressions of the signaling molecules associated with
pancreatic cancer that included FOXM1, CSF1 and CSF1IR mRNA, and LDHA was positively correlated with the
expressions of FOXM1, CSF1 and CSF1R (all P<0.0S). The protein expression abundances of EGFR, LDHA,
P38, FOXM1 and CSFIR in pancreatic cancer tissue were all markedly higher than those in normal pancreatic tissue.
Conclusion: The expressions LDHA and EGFR are increased in pancreatic cancer tissue, and both of them,
especially the LDHA, may influence the prognosis of the patients by regulating the expressions of the signaling
molecules associated with pancreatic cancer and the local immune microenvironment.

Pancreatic Neoplasms; Receptor, Epidermal Growth Factor; Lactate Dehydrogenases; Computational Biology
CLC number: R735.9
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Figure 1 'The mRNA expression levels of EGFR and LDHA in pancreatic cancer and normal pancreatic tissues
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Figure 2 Correlation analysis of between EGFR and LDHA

mRNA expressions in pancreatic cancer
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Figure 3 Correlation analysis of between EGFR and LDHA
mRNA expressions based on TIMER database
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2.2 EGFR #1 LDHA mRNA BXix 5 R E
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Figure 4 Analysis of the overall survival of pancreatic cancer patients from TIMER database

2.3 RIREMEFmMEZRR Cox Lb iKUK E 34
BHER
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Table 1 Analysis of influential factors for overall survival of pancreatic cancer patients by using Cox proportional hazard model
s PR g BHAR B HR 95% CI P
A (565 % 1 < 65%) 1.035 1.010~1.059 0.005
P (b 1 B 0.843 0.539~1.317 0.452
QY NE Y N 0.988 0.372-2.612 0.980
JibsRa o (TI/ITI~TV ) 0.986 0.405~2.402 0.975
MR aifE (< 25%/>25% ) 0.335 0.117~0.9600 0.042
CD4'T 41l ( < 20 4~ /200HPC>20 > /200HPC. ) 0.006 0.000~11.352 0.185
EI4A ( < 10 > /200HPC>10 /> /200HPC ) 0.070 0.000~69.222 0.450
FRIRZEANIL ( < 40 4> /200HPC>40 /> /200HPC ) 0.032 0.001~1.211 0.063
EGFR mRNA (3535 /K& ) 1.066 0.795~1.427 0.670
LDHA mRNA (=3ik / iK5R55 ) 1.963 1.360~2.832 <0.001

2.4 BRIFEESERES FHEAXMERESH
HFcwkp3s® . Foxmi1" pp-L1!"',

CSF1MCSF 1Rz 38 7¢ e B 488 & 2E & & v i i
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MHXESH (E5) , 4R E/R: EGFR5P38,
FOXMI1, PD-L1. CSF1MICSF1RZ ik & B i IF A
% (¥P<0.001) ; MLDHASFOXM1. CSF1#l
CSFIRZF A 2B B IEA X (¥P<0.001) .
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* Cor=0.475
P<0.001
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P<0.001 P<0.001

. Cor=0.092 Cor=0.145 Cor=0.216
P=0.02 . P=0.006 . P<0.001

5 EGFR. LDHA 5BRB#EEX5F mRNA RIAMIERES

Figure S Correlation analysis of EGFR and LDHA with the mRNA expressions in the molecules associated with pancreatic cancer
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Figure 6 The protein expression patterns of EGFR, LDHA, P38, FOXM1 and CSF1R in pancreas cancer and normal pancreatic tissues
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