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Abstract: Objective To investigate the expression and clinical significance of paired related homeobox 1
(PRRX1) and homeobox C8 (HOXCS8) in non-small cell lung cancer (NSCLC) tissue. Methods 120 patients
with NSCLC who underwent surgical resection in a hospital from May 2015 to May 2017 were selected as the
research objects. The expressions of PRRX1,HOXCS8,E-cadherin and Vimentin in cancer tissues and adjacent
tissues of NSCLC patients were detected. The relationship between the expression of PRRX1, HOXCS and the
expression of E-cadherin, Vimentin and clinicopathological characteristics of patients was analyzed. After 5
years of follow-up,Kaplan-Meier method and Log-rank test were used to analyze the cumulative survival rate
of patients with different PRRX1 and HOXCS8 expression. COX hazard regression model was used to analyze
the prognostic factors of patients with NSCLC. Results The positive expression rates of PRRX1 and E-cad-
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herin in cancer tissues of NSCLC patients were lower than those in the adjacent tissues,while the positive ex-
pression rates of HOXCS8 and Vimentin were higher than those in the adjacent tissues, with statistically signif-
icant differences (P<C0. 05). The expression of PRRX1 was positively correlated with the expression of E-cad-
herin (P<C0. 05) and negatively correlated with the expression of Vimentin (P <C0. 05). The expression of
HOXCS8 was negatively correlated with the expression of E-cadherin (P<C0. 05) ,and positively correlated with
the expression of Vimentin (P<C0.05). The maximum tumor diameter=5 cm, TNM stage [l A,and the pro-
portion of lymph node metastasis in the PRRX1 positive expression patients were lower than those in the neg-
ative expression patients, with statistically significant differences (P < 0. 05). The maximum tumor
diameter=5 cm, TNM stage [l A and the proportion of lymph node metastasis in the HOXCS positive expres-
sion patients were higher than those in the negative expression patients, with statistically significant differ-
ences (P<C0. 05). Kaplan-Meier analysis showed that the 5-year overall survival rate of PRRX1 positive ex-
pression patients was 69. 05% (29/42) higher than that of negative expression patients [ 36. 99% (27/73)],
with a statistically significant difference (X*=4.956,P =0. 026). The 5-year overall survival rate of HOXCS
positive expression patients was 39. 47% (30/76) lower than that of negative expression patients [ 66. 67 %
(26/39) ], with a statistically significant difference (X*=6.974,P =0. 008). Multivariate COX risk regression
model analysis showed that maximum tumor diameter =5 cm, TNM stage [l A, lymph node metastasis,
HOXCS8 positive expression were risk factors for poor prognosis (P <C0. 05),and PRRX1 positive expression
was protective factor for poor prognosis (P <C0. 05). Conclusion The positive expression rate of PRRXI1 in
cancer tissue of NSCLC patients decreases, while the positive expression rate of HOXCS increases, which are
closely related to the clinicopathological characteristics,epithelial mesenchymal transformation related mark-
ers,and disease prognosis,and they can expected to be a potential marker to judge the prognosis of NSCLC.
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