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Clinical value of plasma PGD2 detection in the diagnosis of gastric cancer”
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Abstract : Objective To investigate the clinical value of plasma prostaglandin D2 (PGD2) levels in the di-
agnosis of gastric cancer. Methods Plasma specimens {rom newly diagnosed gastric cancer patients, patients
with benign gastric lesions and healthy subjects were collected. The plasma PGD2 levels were detected by en-
zyme-linked immunosorbent assay,and the differences of plasma PGD2 levels in different groups and different
clinical data were analyzed. Western blot was used to analyze the protein expression levels of prostaglandin D2
synthase (L-PTGDS) and prostaglandin D2 receptor (PTGDR2) in gastric cancer tissues,adjacent tissues and
benign gastric lesions. Results The level of plasma PGD2 in gastric cancer patients was significantly lower
than that in patients with benign gastric lesions and healthy subjects (P <C0. 05). There was no significant
difference in PGD2 levels between patients with benign gastric lesions and healthy subjects (P >>0. 05). The
level of PGD2 in gastric cancer patients with lymph node metastasis was significantly lower than that in gas-
tric cancer patients without lymph node metastasis (P <C0. 05). The level of plasma PGD2 in patients with
poorly differentiated gastric cancer was significantly higher than that in patients with moderately and well dif-
ferentiated gastric cancer (P <C0. 05). It was negatively correlated with the differentiation degree of gastric
cancer cells (r=—0.279,P<C0.05). The receiver operating characteristic curve showed that the optimal cut-
off value of PGD2 for the diagnosis of gastric cancer was 350. 89 pg/mL,the specificity was 81. 2% ,and the
sensitivity was 72. 9%. The protein expression levels of L-PTGDS and PTGDR?2 in gastric cancer tissue were
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lower than those in adjacent tissue and benign gastric lesions(P<C0. 05) , while there was no significant differ-

ence in the expression levels of L-PTGDS and PTGDR2 between adjacent tissue and benign gastric lesions

(P>>0.05). Conclusion The detection of plasma PGD2 level has a certain diagnostic value for gastric cancer,

and has a preliminary differential diagnosis effect on the nature of gastric lesions. The decreased protein ex-

pression levels of L-PTGDS and PTGDR2 in gastric cancer tissue can provide a clinical basis for the study of

the mechanism of PGD2/PTGDR2 signaling pathway in the occurrence and development of gastric cancer.
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