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[ Abstract] Objective To investigate the expression of Epiplakin 1 (EPPKI), Lysophosphatidylcholinergic transami-
nase 1 (LPCAT1) in esophageal squamous cell carcinoma (ESCC) tissues, and their relationship with clinical pathological char-
acteristics and prognosis. Methods  One hundred and twelve ESCC patients admitted to the Department of Thoracic Surgery
at the Guangyuan Central Hospital from May 2019 to May 2021 were selected as the research subjects. QPCR and immunohis-
tochemistry were used to detect the mRNA and protein expression of EPPKI and LPCAT1 in cancer tissues and adjacent tis-
sues; Kaplan Meier curve analysis of the impact of EPPK1 and LPCAT1 protein expression on the survival prognosis of ESCC
patients; Cox regression analysis of prognostic factors in ESCC patients.Results The relative expression levels of EPPK1 and
LPCAT1 mRNA in cancer tissues of ESCC patients were higher than those in adjacent tissues (#/P=31.452/<0.001, 25.380/
<0.001); The positive rates of EPPK1 and LPCAT1 in ESCC cancer tissues were 64.29% (72/112) and 66.07% (74/112), re-
spectively, which were higher than those in adjacent tissues (8.93% (10/112) and 12.50% (14/112), respectively (x*/P=136.
899/<0.001, 129.328/ <0.001); The positive rates of EPPK1 and LPCAT1 proteins in ESCC cancer tissues with lymph node
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metastasis in TNM stage III are higher than those in TNM stage I-II without lymph node metastasis (x°/P=28.910/<0.001,
18.500/ <0.001;20.931/<0.001,11.784/ <0.001); The 3-year overall survival rate of the EPPK1 positive group was 43.06%
(31/72), which was lower than the 85.00% (34/40) of the negative group (Log Rank x° =9.748,P=0.002). The 3-year overall
survival rate of the LPCAT1 positive group was 43.24% (32/74), which was lower than the negative group's 86.84% (33/38)
(Log Rank x> =10.110, P=0.001); TNM stage III, lymph node metastasis, EPPKI positivity, and LPCAT1 positivity were in-
dependent risk factors affecting the prognosis of ESCC patients| HR(95% CI)=1.730(1.434 -2.099),1.531(1.215 - 1.930),1.
898(1.331 —2.707),1.677(1.124 - 2.501) ] .Conclusion The elevated expression of EPPK1 and LPCATI in esophageal cancer

are associated with adverse clinical and pathological features, and are new tumor markers for evaluating the poor prognosis of

ESCC.
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Tab.1 Comparison of EPPK1 and LPCAT1 mRNA expression in
ESCC adjacent and cancerous tissues
45 il EPPKI LPCATI
T 112 0.84 £0.20 0.79 £0.18
TN 112 2.67 +0.59 2.16 +0.51
tfH 31.452 25.380
P1{E <0.001 <0.001
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(14/112) , ZR H G 8 L (¥'/P = 136. 899/ <
0.001 .129.328/ <0.001) .

B 1 ESCCEHAESF AL EPPKI LPCATI 8 & k1
BL(RPEA L, x200)
Fig.1 Comparison of EPPK1 and LPCAT! protein levels in ESCC

cancer tissue and adjacent tissue
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Tab.2 Comparison of EPPK1 and LPCAT1 protein levels in ESCC cancer tissues across different clinical pathological features

m o H % EPPK1 FHM:(n=72) XA P1H LPCAT1 B (n =74) i P

PN HI(% ) ] 5 75 49(65.33) 0. 150 0.699 50(66.67) 0.049 0.824
& 37 23(62.16) 24(64.87)

AEW (% ) ] <60 % 62 36(58.07) 3.225 0.073 38(61.29) 1.952 0.162
=60 ¥ 50 36(72.00) 36(72.00)

TNM 73 61 (% ) ] I~ 66 31(46.97) 28.910  <0.001 34(51.52) 20.931  <0.001
1 35 46 41(89.13) 40(86.96)

TR (% ) ] Bk 72 44(61.11) 1.219 0.270 44(61.11) 3.049 0.081
sk 40 28(70.00) 30(75.00)

g & [ B (% ) ] - M B 27 16(59.26) 0.406 0.816 17(62.96) 0.435 0.804
r it B 52 34(65.38) 36(69.23)
T B 33 22(66.67) 21(63.64)

B H(% ) ] ¥ 58 28(48.28) 18.500  <0.001 31(53.45) 11.784 0.001
H 54 44(81.48) 43(79.63)
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10.110,P =0.001) , WLI®I 2,

B2 Kaplan-Meier #iZk 5T EPPK1 LPCAT1 % /K FEXTESCC
SR HEAF TS 0
Fig.2 Kaplan Meier curve analysis of the impact of EPPK1 and
LPCAT1 protein levels on the survival prognosis of
ESCC patients
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Tab. 3

Univariate Cox regression analysis of factors influencing

the prognosis of ESCC patients

H# Bfi SEf Waldfi P{H HR{E 95%CI

Bk 0.123 0.089 1.910 0.231 1.131 0.950 ~1.346
=60 %  0.117 0.103 1.290 0.325 1.124 0.919 ~1.376
Jigea o7 & 0.130 0.125 1.082 0.447 1.139 0.891 ~1.455

RAMEFEE  0.121 0.095 1.622  0.267
TNM /MM 0.306 0.117 6.840 <0.001
HKE LR 0.282 0.096 8.629 <0.001
EPPKI ¥ 0.325 0.123 6.982 <0.001
LPCATI FA%E  0.280 0.093 9.095 <0.001

.129 0.937 ~1.360
.358 1.080 ~1.708
.326 1.098 ~1.600
.384 1.088 ~1.761
.323 1.013 ~1.588

—_ = e = e e e

F4 ZHER Cox BIHIT ESCC B U AR K R
Tab.4 Multivariate Cox regression analysis of factors influencing

the prognosis of ESCC patients

o # Bfi SEMH Wald{d P1H HR{E 95%CI

TNM 2 0.566 0.196 9.276  <0.001 1.730 1.434 ~2.099
FiRMEHR  0.426 0.118 13.033  <0.001 1.531 1.215 ~1.930
EPPK1 [HM: 0.641 0.181 12.542 <0.001 1.898 1.331 ~2.707
LPCATI BA¥E  0.517 0.204 6.423  <0.001 1.677 1.124 ~2.501
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