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Abstract: [ Objectives] To investigate the protein expressions of toll-like receptor 4 (TLR4) and myeloid differentia-
tion factor 88 (MyD88) in esophageal squamous cell carcinoma (ESCC) and their relationship to the related pathological
factors and the clinical significance. [Methods] Totally 72 ESCC specimens and paracancerous normal tissue specimens
were selected. EnVision immunohistochemical staining was used to detect the protein expression levels of TLR4, MyD8S8,
proliferating cell nucleus antigen (PCNA) and vascular endothelial growth factor (VEGF) in ESCC and in paracancerous

normal tissue, and Multivariate Logistic stepwise regression analysis was used to analyze their expressions and clinicopath-
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ological factors.[ Results] The protein expressions of TLR4, MyD88, PCNA and VEGF in ESCC were significantly higher
than those in normal tissues (P=0.031, P=0.011, P=0.012, P=0.022). Multivariate Logistic stepwise regression analysis
showed that the independent risk factors of TLR4, MyD88, PCNA and VEGF protein expression levels were TNM stage (P
=0.032, P=0.005, P=0.000, P=0.003), rather than the genders, ages, depth of tumor invasion, or degree of differentia-
tion. There was a positive correlation between the protein expressions of TLR4 and MyD88 in ESCC (r= 0.618, P<0.01).
The protein expressions of MyD88 and PCNA , MyD88 and VEGF were positively correlated (r=0.516, P<0.01; r= 0.708,
P<0.01).[Conclusions] TNM stage is an independent risk factor of the protein expression levels of TLR4, MyD88, PCNA
and VEGF, and the expression of MyD88 protein is positively correlated with expression of TLR4, PCNA and VEGF. It in-

dicates that TLR4-MyD88 signaling pathway can promote the occurrence and development of ESCC. The combined detec-
tion of TLR4 and MyD88 may be helpful to evaluate the malignant degree of ESCC. Therefore, TLR—MyD88 signaling path-

way may be used as an important biological indicator to reflect the prognosis of ESCC and an important target of anti ESCC.
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A: paracancerous tissues; B: Cancer tissue; IHCx400.
1 TLRAERESEALAMBESHATHNERRIE

Fig.1 Protein expression of TLR4 in esophageal squamous cell carcinoma and paracancerous normal tissues

A: paracancerous tissues; B: Cancer tissue; THCx400.
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Fig.2 Protein expression of MyD88 in esophageal squamous cell carcinoma and paracancerous normal tissues

A: paracancerous tissues; B: Cancer tissue ; IHCx400.
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Fig.3 Protein expression of PCNA in esophageal squamous cell carcinoma and paracancerous normal tissues
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A: paracancerous tissues; B: Cancer tissue; IHCx400.

4 VEGFERESYEAAMEZTAHAPHRIE

Fig.4 Protein expression of VEGF in esophageal squamous cell carcinoma and paracancerous normal tissues
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Table 1 Logistic regression analysis of TLR4, MyD88, PCNA, VEGF protein expression and clinicopathological

factors of ESCC
Signal Factor Variate B SE Wald x° P OR 95% CI

TLR4 Constant 0.218 0.153 1.427 0.158 = =

lymphatic metastasis 0.320 0.111 2.877 0.005" 0.326 (0.099, 0.541)

TNM stage 0.264 0.121 2.186 0.032" 0.247 (0.023, 0.505)
MyD88 Constant 0.260 0.158 1.648 0.011 — —

TNM stage 0.344 0.118 2912 0.005" 0.329 (0.1.8, 0.579)
PCNA Constant -0.186 0.162 -1.147 0.255 = =

TNM stage 0.488 0.121 4.031 0.000" 0.434 (0.246, 0.729)
VEGF Constant 0.124 0.166 0.748 0.457 = —

TNM stage 0.385 0.124 3.109 0.003" 0.348 (0.138, 0.632)

TLR4: Toll-like receptor 4; MyD88: myeloid differentiation factor 88; PCNA : proliferating cell nucleus antigen; VEGF: vascular endothelial

growth factor; ESCC: esophageal squamous cell carcinoma; OR: odds ratio; CI: confidence interval. " P < 0.05
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