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Relationship between Helicobacter pylori infection and the
expressions of transforming growth factor-p, and penicillin-
binding protein 1A in patients with early gastric cancer®
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Abstract: Objective To analyze the relationship between Helicobacter pylori (Hp) infection and the
expressions of transforming growth factor (TGF)-f1 and penicillin-binding protein 1A (PBP1A) in patients with
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early gastric cancer. Methods A total of 106 patients who underwent surgical treatment and were pathologically
diagnosed with early gastric cancer in Tongchuan People's Hospital between January 2020 and January 2023 were
selected. Among these patients, 49 were Hp-positive and included as the positive group, and 57 were Hp-negative
and included as the negative group. General data and pathological characteristics of patients were collected, and
preoperative serum levels of inflammatory factors [interleukin (IL)-6, IL-8, and tumor necrosis factor (TNF)-a] and
TGF- B, were compared between the two groups. The expression of PBP1A in tumor tissues was assessed after
surgery. The multivariable Logistic regression model was used to explore the relationship between Hp infection and
the levels of TGF-B, and PBP1A in patients with early gastric cancer, and the diagnostic efficacy of TGF-f, and
PBPI1RA for Hp infection in early gastric cancer patients was evaluated using receiver operating characteristic
(ROC) curves. Results There were no statistically significant differences between the two groups in terms of sex
composition, age, body mass index, family history of diseases, tumor diameter and location, tumor type, tumor
staging, and lymph node metastasis rate (P > 0.05). The proportions of patients with poorly-differentiated tumors and
tumor infiltration into the submucosa in the positive group were higher than those in the negative group (P < 0.05).
The levels of IL-6, IL-8, TNF-a and TGF-, in the positive group were higher than those in the negative group (P <
0.05), and the mRNA expression of PBP1A in the positive group was lower than that in the negative group (P <
0.05). The multivariable Logistic analysis exhibited that poorly-differentiated tumors [OAR = 6.345 (95% CI: 1.571,
25.630) ], highly invasive tumors [OAR =7.853 (95% CI: 1.824, 33.805) ], high TGF-p, levels [OAR =1.541 (95% CIL:
1.287, 1.844) ], and low mRNA expression of PBP1A [OAR =0.003 (95% CI: 0.000, 0.179) ] were risk factors for Hp
infection (P < 0.05). The ROC curve indicated that the area under the curve of the combination of TGF-f, and
PBPI1A for diagnosing Hp infection in patients with early gastric cancer was 0.921, with a sensitivity of 81.6%
(0.680, 0.912) and a specificity of 86.0% (0.742, 0.937). The diagnostic accuracy of the combined detection was
higher that of the indicators alone. Conclusions TGF-f, and PBP1A are of great value in assessing Hp infection
among patients with early gastric cancer and may indicate the diagnosis and prognosis of these patients.
Keywords: gastric cancer; helicobacter pylori; transforming growth factor-f,; penicillin-binding protein 1A
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P 2H 49 151.15 £ 19.71 142.36 + 16.28 149.15 +20.64 2295 +4.51 0.33+0.13
{H 5.697 7.649 4.809 9.549 6.069
PH 0.000 0.000 0.000 0.000 0.000
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ik PBP1A mRNA /K- -5.772 2.066 7.806 0.005 0.003 0.000 0.179
HE -7.776 2.020 14.819 0.000 = = =

2.4 ROC #iZ& 5 0.921, {2 A 81.6% (95% CI:0.680,0.912) , 4 5

ROC £ 2t 5 R ,TGF—BIE%% PBP1A mRNA R 86.0% (95% CI:0.742,0.937) . B4 12 W i UE
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BA - 0.676 81.6 0.680 0.912 86.0 0.742 0.937 0.921 0.972 0.969
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