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ABSTRACT Objective: To investigate the relationship between vasculogenic mimicry (Vasculogenic mimicry, VM) and clinico-
pathological features of esophageal squamous cell carcinoma and its influence on the prognosis of the patients, and analyze the mecha-
nism of VM formation in the esophageal cancer. Methods: A total of 57 cases of ESCC paraffin bag buried samples and periodic acid
Schiff (PAS) and CD34 immunohistochemical double staining, combined with HE staining were selected, the occurrence of vasculogenic
mimicry in esophageal squamous cell carcinoma was observed. Combined with the clinical pathology and prognosis information, the cor-
relation parameters were analyzed by univariate analysis, Kaplan-Meier survival comparison and Cox risk model analysis. Through the
three-dimensional culture of esophageal squamous cell carcinoma cell line Eca-109 were established in the effect of RNA1 silencing of
VE cadherin in esophageal squamous cell carcinoma Ecal(09 vasculogenic mimicry formation. Results: The positive rate of VM expres-
sion in the esophageal squamous cell carcinoma was 54.3%, which was significantly higher than that in the normal esophageal mucosa;
The positive expression rate of VM expression in the poorly differentiated squamous cell carcinoma was 78.9%, which was significantly
higher than that in highly differentiated group (P<0.05). The positive expression rate of VM expression in the Stage III-IV esophageal
squamous cell carcinoma was significantly higher than that of esophageal squamous cell carcinoma patients with stage I and II (P<0.05).
The positive expression rate of VM expression in the esophageal squamous cell carcinoma with lymph node metastasis was significantly
higher than those without lymph node metastasis (P<0.05). Univariate analysis showed that the incidence of VM in esophageal squamous
cell carcinoma was closely related to the degree of tumor differentiation, TNM stage and lymph node metastasis. Kaplan-Meier survival
analysis showed that there was significantly shorter survival than no VM group, Cox analysis showed that VM was an independent risk
factor for the prognosis of patients with esophageal squamous cell carcinoma (RF=0.67, VM). Three dimensional culture results showed

that Eca-109 cells in Matrigel formed typical vascular network like structure. VE-cadherin-siRNA can effectively inhibit VE-cadherin ex-
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pression in Ecal09, inhibit the formation of in vitro cultured Ecal09 cell VM. Conclusion: Vasculogenic mimicry isunique pattern of

blood supply that is closely related to the differentiation, TNM stage, lymph node metastasis of esophageal squamous cell carcinoma, and

it is an independent risk factor for survival in the postoperative patients with esophageal squamous cell carcinoma.
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Fig.1 Staining of normal esophagus and esophageal squamous cell carcinoma VM A : There is no VM in normal esophagus. B: The red arrow shows CD34

negative tumor cells and the black arrow shows CD34 positive epithelium(x 400)
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Table 1 Relationship between VM expression and clinicopathological parameters in the esophageal squamous carcinoma

VM
Groups n x* Value P Value
+ -
Normal esophageal tissue 21 0 21 19.45 P<0.05
Squamous carcinoma tissue 57 31 26
TNM
I-11 15 3 12 9.703 P<0.05
M-IV 4 28 14
Degree of differentiation
Medium to high differentiation 38 17 21 6.021 P<0.05
Poorly differentiated 19 15 4
Lymphatic metastasis
Yes 40 28 12 13.18 P<0.05
No 17 3 14
23 EGFSH ey
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Fig.2 Effect of VM expression on the survival of patients with esophageal
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Fig.3 VE-cadherin mRNA and protein expression after VE-cadherin siRNA transfection
A: VE-cadherin mRNA tested by qRT-PCR; B: VE-cadherin protein expression tested by Westernblot.
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