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Relationship of PGK1 and VEGF-C expression in tissues of patients with
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Abstract: Objective To investigate the relationship of phosphoglycerate kinase 1 (PGK1) and vascular
endothelial growth factor-C (VEGF-C) expression in tissues of patients with endometrial cancer with patho-
logical features and prognosis. Methods A total of 106 patients with endometrial cancer treated in Yulin First
Hospital from May 2017 to May 2020 were retrospectively selected as the study subjects. Immunohistochemi-
cal staining method was used to detect the expression of PGK1 and VEGF—C in cancer tissues and paracan-
cerous tissues of patients with endometrial cancer. The expression of PGK1 and VEGF-C in cancerous tissues
and paracancerous tissues was compared. The expression of PGK1 and VEGF-C in cancerous tissues of endom-
etrial carcinoma patients with different pathological features was compared. The Kaplan-Meier survival curves
was adopted to analyze the prognosis of patients with different PGK1 and VEGF-C expression. Results The
proportions of patients with high expression of PGK1 and VEGF-C positivity in cancerous tissues were signifi-
cantly higher than those in paracancerous tissues (P <C0. 05). The proportions of low-differentiation, FIGO
stages [l to IV and lymph node metastasis in patients with high PGK1 expression were significantly higher
than those in patients with low PGK1 expression (P <C0. 05) ,and the proportions of FIGO stages [l to [V and
lymph node metastasis in VEGF-C-positive patients were significantly higher than those in VEGF-C-negative
patients (P<C0. 05). The 3-year survival rate of 106 patients with endometrial carcinoma was 79. 25% (84/
106). Kaplan-Meier survival results showed that the 3-year survival rates of patients with high PGK1 expres-
sion [67.44 %(29/43) ] were significantly lower than those of patients with low PGK1 expression [ 87.30%
(55/63) ], with statistically significant difference (Log-RankX*=7.513,P < 0, 01);the 3-year survival rate of
VEGF-C-positive patients [[75. 00% (60/80) ] was significantly lower than that of VEGF-C-negative patients
[92.31%(24/26) ] with statistically significant difference (Log-RankX*=6.527,P < 0. 01). Conclusion The

levels of PGK1 and VEGF-C are closely related to the occurrence and development of endometrial cancer. Pa-
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tients with high expression of PGK1 and VEGF-C positivity have more serious disease progression and worse

prognosis.
Key words: endometrial cancer;

pathological feature; prognosis
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