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Changes and clinical significance of serum GH, PG | /PG ||, TGF-BR ||, IL-6, and TNF—« levels in patients with
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[Abstract] Objective To explore the changes and clinical significance of serum levels of growth hormone (GH),
pepsinogen (PG) I /PG II, transforming growth factor-8 receptor I (TGF-BR II), interleukin—6 (IL-6), and tumor ne-
crosis factor-a (TNF-a) in patients with chronic atrophic gastritis complicated with Helicobacter pylori (Hp) infection.
Methods From February 2018 to February 2020, 72 patients with chronic atrophic gastritis admitted to Ankang Central
Hospital were selected as the observation group, and 70 healthy people who received physical examination in our hospital
during the same period were selected as the control group. The fasting venous blood of the patients on the next day after
being included in the study was collected to detect and compare the levels of serum GH, PG I /PG I, TGF-BR II, IL-6,
and TNF-a between the observation group and the control group, between Hp infection positive and negative patients in
the observation group and the control group. Pearson correlation analysis was used to analyze the correlation between se-
rum GH, PG I /PG Il and TGF-BR II, IL-6, TNF-a. Results The level of serum GH, PG I /PG I, and TGF-BR Il
were significantly lower in the observation group than in the control group (P<0.05): GH, (18.3243.71) ng/mL vs (34.09+
4.20) ng/mL; PG [ /PG I, (5.71£0.86) vs (9.16+1.79); TGF-BR 1T, (24.92+3.40) ng/mL vs (49.11+4.92) ng/mL. The lev-
el of serum IL-6 and TNF-a were significantly higher in the observation group than in the control group (P<0.05): IL-6,
(18.2042.51) pg/mL vs (7.02+2.17) pg/mL; TNF-a, (8.42+1.81) pg/mL vs (2.10+0.53) pg/mL. The Hp infection rate was
58.33% in the observation group, and the level of serum GH, PG I /PG II, and TGF-BR Il were significantly lower in
the Hp infection positive group than in the Hp infection negative group (P<0.05): GH, (14.27+3.60) ng/mL vs (23.18+
3.21) ng/mL; PG 1 /PG I, (4.83+1.03) vs (6.70+1.26); TGF-BR 1T, (19.48+2.75) ng/mL vs (30.08+3.40) ng/mL. The se-
rum level of IL-6 and TNF-a were (25.62+3.74) pg/mL and (15.72+3.08) pg/mL, respectively, which were significantly
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higher than corresponding (10.7442.26) pg/mL and (5.41+1.33) pg/mL in the Hp infection negative group (P<0.05).
The level of serum GH, PG I, PG I /PG I, and TGF-BR Il in patients with positive and negative HP infection were

all significantly lower than those of the control group, and the serum IL-6 and TNF-« levels were significantly higher

than those of the control group, with statistically significant differences (P<0.05). Pearson correlation analysis showed
that serum GH, PG I /PG Il and TGF-BR Il were positively correlated (=0.348, 0.410, P<0.05), and were negatively
correlated with IL-6 and TNF-a (=-0.391, -0.377, -0.453, —0.389, P<0.05). Conclusion The expression of serum
GH, PG [ /PG II, and TGF-BR Il decreased in patients with chronic atrophic gastritis complicated with HP infection,

and the levels of IL-6 and TNF-« increased, which has important clinical significance in early screening and disease

assessment.
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