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Abstract ; [ Objective ] To investigate the expression of tissue differentiation antigen 151(CD151)
and extracellular regulated protein kinasel/2 (ERK1/2) in esophageal squamous cell carcinoma
(ESCC),and to analyze the their correlation with vasculogenic mimicry(VM). [Methods ] One hun-
dred samples of paraffin-embedded ESCC tissue and 50 samples of normal esophageal tissues
were collected. The expression of CD151 and ERK1/2 in ESCC was detected by ElivisionTM plus
method. The VM in esophageal cancer was detected by CD34/PAS double staining. The relation-
ship between VM and prognosis was analyzed by Kaplan-Meier method. [Results] The positive
rate of CD151 (82%),ERK1/2 (75%) and the present rate of VM (29%) in the ESCC group were
significantly higher than those in the control group(10%,36% ,8% ;all P<0.05). The expression of
CD151 protein was correlated with the depth of invasion,lymph node metastasis,clinical stage
and degree of differentiation of ESCC (all P<0.05). The expression of ERK1/2 protein was correlated
with lymph node metastasis, clinical stage and differentiation of ESCC(all P<0.05). The expression
of ERK1/2 was positively correlated with the expression of CD151 in ESCC (:=0451,P<0.001);the ex-
pression of CD151 and ERK1/2 was positively correlated with VM(r=0.299, P=0.002;r=0.318, P=
0.001). Kaplan-Meier survival curve showed that the 5-years survival rate of VM group and non-VM
group was 10.3% and 50.7% ,respectively (P<0.05). Cox multivariate regression analysis demon-
strated that the depth of invasion,clinical stage and VM were the independent factors of the 5-
years survival(P<0.05). [Conclusion ] The expression of CD151 and ERK1/2 are upregulated in
ESCC,which may affect the development, metastasis and prognosis of ESCC through VM formation.
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Table 1 The expression of CD151,ERK1/2 and VM in observation group and control group

G CD151 ERK1/2 VM

O Positive Negative — ¥* P Positive Negative P Positive Negative P
Observation group 100 82 18  70.936 <0.001 25 21.520 <0.001 29 71 8.566 0.003
Control group 50 5 45 32 4 46

Al :Positive expression of CDI51 in ESCC (SPx400),A2:positive expression of CD151 in ESCC (SPx100),B1 : Positive expression of
ERK1/2 in ESCC (SPx400),B2 : Positive expression of ERK1/2 in ESCC (SPx100),C: Negative expression of CD151 and ERK1/2 in adja-
cent tissues (SPx400), D Positive expression of VM in ESCC (SPx100)

Figure 1 The expression of CD151,ERK1/2 and VM in ESCC and adjacent tissues
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Table 5 Multivariate analysis of factors affecting postoperative 5-years survival

52(10):777-790.

of patients with ESCC [3] Wang Y, Han R, Zuo Z.
Index B SE Wald P HR 95%Cl Dexmedetomldlne _post-treatment
induces neuroprotection via activa-
Infiltration depth 1.976  0.284 43.511 0.015 6.575 1.161~3.371 tion of extracellular signal-regulated
Lymph node metastasis 0274 0495 3226 0.103 1.638 0.317~6.658 kinase in rats with subarachnoid
TNM 0925 0373 6104 0016 2357 1.031-2.672 ”1‘?‘;2‘;”3};%"[3%2}3” Anaesth, 2016,
Pathological grading 0314 0.505 2.592 0.138 1.654  0.451~7.137 [4] Kovals'ka M.Kovalska L.Pavlikova
CD151 0.578 0.895 0.415 0.519 1.783 0.307~10.314 M,et al. Intracellular signaling
ERK1/2 0.591 1.146 0.267 0.605 1.806 0.191~17.126 MAPK pathway after cerebral is-
VM 2128 0.808 6962 0.008 0.119  0.024~0.579 chemia-reperfusion injury [J]. Neu-
rochem Res,2012,37(7):1568-1577.
herin) . Lﬁéﬂ]ﬂ@{%[@(EphAZ) o WS TR UL T v [5] Zhao WJ,Yang YP. The formation of tumor vascular di-
— s JESN versity and Its significance[J]. Journal of Chinese Oncol-
(PI3K) J2 B HE & 1 5Y2(Ln-5v2) MEAEF T 1o ogy,2015,21(6):507=511.[ % 3C & , 1 {4 . b J8g 1 55 2
(HIF-To) | Jrd 3 5 465 BRI (RAKO) AT MMPs 2615 i PR 10 T2 B B A 5 T L[] MR 2% 448 ,2015,21(6):
S b e 0 SR N 507-511.]
A8 VM P e B e, PI3K/ Ak {5538 i 'y 12 2248 [6] Liu X,Wang JH,Li S,et al. Histone deacetylase 3 expres-
% 3 E o R MT1-MMP1, MMP2 A1 Ln- sion correlates with vasculogenic mimicry through the
5wl i S BT RE ] R b = ) phosphoinositide3-kinase/ERK-MMP-laminin5y2 signaling
5y2 HERY RS S VM AP o FRILZIM,VE pathway[J]. Cancer Sci,2015,106(7):857-866.
cadherin ﬂ[xjﬁﬁﬁ?jﬁ EphA2 Lﬁﬂﬁ%%ﬁﬂ@@ﬂﬁ:*ﬁﬁ [7]  Wei Q,Liu ZX,Huang XL. Progress in the research of
- - ; v pro-angiogenesis of four transmembrane superfamily pro-
Mt EphA2 MRt WERLH EphA2 i it FAK tein CD151[J]. Chinese Journal of Histochemistry and Cy-
A ERK1/2 ##3% PIK3, 52 MMP2 ##i6 Ln-5v2 %4 tochemistry , 2011,20(1):92-97.[B1L 4> , 1| 1F ¥l , 2 e k. DY
e T s PSS AR 11 CDIST (2105 £ 0 BF 95 i JE 1), o
AT 50 VMBI CATSCRRE ™, D151 RERL B 5 AW 25 2011,20(1):92-97
1% ERK . FAK, J¥i# i3 MAPKs/ERK #11 PI3K/Akt i [8] Baranski Z,Booij TH,Kuijjer ML,et al. MEK inhibition
T ST e gy N N induces apoptosis in osteosarcoma cells with constitutive
S T LB WA FAK A5 9 A OC A il ERK1/2 phosphorylation [J]. Genes Cancer,2015,6 (11—
FRINEE ERK1/2 BEARAL TR, LABOR WAL 5 12):503-512.
4 R TE oy ) (MMP—2)/H% R 4 R E 2 9] Zuo HJ,Pln JY,.]_‘AII% 7Y et a'l. ACthatl(')Il Of‘the‘ER.K 51g',—‘
naling pathway is involved in CD151-induced angiogenic
(MT2-MMP) T ¥ ,U\ﬁﬁﬂ{f}ﬂ] H VM IE B A HESE effects on the formation of CD151-integrin complexes|[J].
— Chinese Pharmacology,2010,31(7).805-812.
4 N . 27 410 Vi 2y » B
HR R (ESCC A8 ’ﬁ VM 41 CD151.ERK1/ [10] Bai J,Xu ZJ,Liao CL,et al. Progress in research on the
2HRBHHEBER T VM4, mH VM5 &Y vascularization mimicry in cancer [J]. Journal of Central
N South University (Medical Science),2017,42(3):357-364.
= = . P15 K . ¥ o o
2 LMK (1=0299,0.318; P $9<0.05) [HJt,CDI51 10, G S I | 5. LI 25 R o F
B F A RgiE A ERK1/2 B Rk, JF £ PI3K/ S RE(T] P R (B 2 M), 2017 ,42(3):357-364.]
Akt/MTl-MMPl/MMPZ/Ln—Sy2 MAPKs/PI3K/ERK é‘% [11] Zhang X,Song Q,Wei C,et al. LRIG1 inhibits hypoxia-
A ) induced vasculogenic mimicry formation via suppression
LGS S5 EEEEN VM IE R, Mmife ok &4 of the EGFR/PI3K/AKT pathway and epithelial-to-mes-
kg2 4 F192 i enchymal transitionin human glioma SHG-44 cells[]]. Cell
AR Y PR AT o Stress Chaperones,2015,20(4):631-641.
VM (1 %5 2 X6 o g 58 3 R R BUS S 5 4EZEAF [12] Lu XS,Sun W,Ge CY,et al. Contribution of the PI3K/
Y N e - — MMPs/Ln-5v2 andEphA2/FAK/Paxillin signaling pathways
B =l I [15] 2% IEW i Y p g g p Y
HIEWILH 5 RBFIET Cox IEUH )I}’*FFEZ]IT\‘ to tumor growth and vasculogenic mimicry of gallbladder
ESCC 1%%*5 5 @ﬁiﬁ%%”ﬁ?%ﬁj\,ﬁﬁ J%/lﬂ(ﬂ%’# N carcinomas|J]. Int J Oncol ,2013,42(6):2103-2115.
*© . 0 E H I AN [13] Zuo H,Liu Z,Liu X,et al. CD151 gene delivery after my-
VM AR VM LS 8 VM 4L E{/J 5 AR AT RO ocardial infarction promotes functional neovascularization
10.3%#1 50.7% , 2 5 A 4 it 2% & L (P<0.001) i — and activates FAK signaling[J]. Mol Med,2009,15(9-10):
A A i b3 307-315.
S T VM BERZ I ESCC B H I BUS . [14] Zhang J,Gao Q,Zhou Y ,et al. Focal adhesion kinase-pro-
. . moted tumor glucose metabolism is associated with a shift
%%Eﬁj}( : of mitochondrial respiration to glycolysis [J]. Oncogene,
[1]  Chen W,Zheng R,Baade PD,et al. Cancer statistics in 2016,35(15):1926-1942.
china,2015[J]. CA Cancer J Clin,2016,66(2):115-132. [15] Guo Q,Yuan Y,Jin Z,et al. Association between tumor

[2] RaoMR,Gopinath S,Alapati K, et al. Knockdown of cathepsin
B and uPAR inhibits CD151 and a3B1 integrin-mediated

cell adhesion and invasion in gliomalJ]. Mol Carcinog, 2013,

334

vasculogenic mimicry and the poor prognosis of gastric
cancer in China:an updated systematic review and meta-

analysis[J]. Biomed Res Int,2016,2016(4):1-8.

MEFE 2019 4F% 25 %% 4 3



