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[Abstract] Objective To analyze the diagnostic process and clinical characteristics of autoimmune

gastritis(AIG) in order to improve the awareness and diagnostic proficiency of this disease. Methods
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A retrospective cohort study was conducted on 114 patients diagnosed with AIG in Army Medical Center of
PLA between January 2021 and June 2024. Comprehensive statistical analysis was performed on clinical data,
including demographic characteristics(age, sex), clinical symptoms, comorbidities, diagnostic process,
Helicobacter pylori(H. pylori) infection and treatment history, laboratory indicators [results of routine blood
test, anemia-related indices, thyroid function, anti-parietal cell antibody(APCA), intrinsic factor antibody
(IFA)], and gastrointestinal endoscopic findings(frequency and endoscopic features). Results Among the
114 patients, males accounted for 28. 19%(32/114) and females for 71. 9%(82/114), and they were at a mean
age of 56.3+8. 4 years. Predominant symptoms included epigastric/upper abdominal pain(47. 4%, 54/114)
and postprandial fullness(43. 0%, 49/114), while 24. 6%(28/114) reported acid reflux or heartburn. Diagnostic
delay occurred in 76.4%(87/114) of patients, with a median delay duration of 11.5 months. Primary
diagnostic clues were endoscopic reverse gradient atrophy(significantly more severe mucosal atrophy in the
gastric corpus/fundus versus antrum; 53. 5%, 61/114) and repeated H. pylori eradication failure(=2 attempts;
22.8%, 26/114). Positivity rate of thyroid peroxidase antibody(TPOAb) and thyroglobulin antibody(TgAb) was
56. 9%(33/58) and 36. 2%(21/58), respectively. APCA positive rate was 98. 8%(81/82), IFA positive rate was
34. 1%(28/82), and dual-antibody rate was 32.9%(27/82). Anemia was present in 25.7%(26/101) of the
patients. Gastric neuroendocrine tumors(NET) were found in 12. 2%(14/114), intraepithelial neoplasia in
5.3%(6/114), and gastric adenocarcinoma in 0. 9%(1/114). Among colonoscopy-examined patients, tubular
adenomas occurred in 25. 0%(13/52) and colorectal malignancies in 3. 4%(2/58). There were 18. 4%(21/114)
patients having gallbladder-related diseases, 7.9%(9/114) having diabetes mellitus, and 1. 8%(2/114) of
subacute combined degeneration of the spinal cord. Conclusion AIG is frequently associated with
diagnostic delay. The reverse pattern of atrophy on endoscopy serves as a critical diagnostic clue,
necessitating enhanced recognition in endoscopists. Patients with recurrent H. pylori eradication failure
(=2 attempts) should be evaluated for AIG.
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Table 1 Baseline characteristics in autoimmune gastritis patients and stratification with diagnostic delay [ x+s,n(%) ]

Total cases

Clinical characteristic

Diagnosis delayed group Non-delayed diagnosis group

(n=114) (n=87) (n=27)
Agelyears 56.3+8. 4 56.7+8.0 54.9+9.7
Gender
Female 82(71.9) 64(73.6) 18(66.7)
Male 32(28.1) 23(26.4) 9(33.3)
Clinical symptoms
Epigastric pain 54(47.4) 45(51.7) 9(33.3)
Abdominal distension 49(43.0) 40(45.9) 9(33.3)
Anxiety/depression symptoms 33(28.9) 30(34.5) 3(11.1)
Acid reflux 20(17.5) 16(18.4) 4(14.8)
Nausea 12(10.5) 8(9.2) 4(14.8)
No obvious gastrointestinal symptoms 20(17.5) 8(9.2) 12(44. 4)
Heartburn 11(9.6) 7(8.0) 4(14.8)
Limb numbness or paresthesia 8(7.0) 6(6.9) 2(7.4)
H. pylori-related
Urea breath test positive(n=79) 69(87.3) 54(87.1) 15(88.2)
Failed eradication treatment =1(n=63) 55(87.3) 42(84.0) 13(100.0)
Failed eradication treatment =2(n=63) 37(58.7) 28(56.0) 9(69.2)
Laboratory indicators
Anti-parietal cell antibody (APCA ) positive(n=82) 81(98.8) 55(100.0) 26(96.2)
Intrinsic factor antibody (IFA) positive(n=82) 28(34.1) 13(23.6) 15(55.5)
APCA and TFA double positive(n=82) 27(32.9) 13(23.6) 14(51.9)
Endoscopic findings
Gastric neuroendocrine tumor 14(12.2) 10(11.5) 4(14.8)
Gastric intraepithelial neoplasia 6(5.3) 2(2.3) 4(14.8)
Gastric adenocarcinoma 1(0.9) 1(1.1) 0(0.0)
Colonoscopic tubular adenoma(n=52) 13(25.0) 11(22.4) 2(15.4)
Colonoscopic colorectal malignant tumor(n=58) 2(3.4) 2(4.1) 0(0)
Diagnostic clues
Gastric mucosal reverse atrophy 61(53.5) 44(50.6) 17(63.0)
H. pylori repeated eradication failure(=2) 26(22.8) 22(25.3) 4(14.8)
Neuroendocrine cell hyperplasia 13(11.4) 12(13.8) 1(3.7)
Gastric neuroendocrine tumor 9(7.8) 7(8.0) 2(7.4)
Elevated gastrin level 3(2.6) 2(2.3) 1(3.7)
Anemia 2(1.7) 0 2(7.4)
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Table 2 Logistic regression analysis of factors related to diagnostic delay in autoimmune gastritis

Related factors Regression coefficient Standard error OR(95%CI) P
No obvious gastrointestinal symptoms 0.693 0. 675 2.000(0. 533~7.509) 0. 305
Failure to identify reverse atrophy in Initial gastroscopy 1. 886 0.636 6.596(1.897~22.929) 0.003
No biopsy taken in Initial gastroscopy -0.204 0. 567 0. 816(0. 268~2. 481) 0.720
First visit to non-gastroenterology department 1.587 0.765 4.891(1.091~21.919) 0.038
Without concurrent gastric neuroendocrine tumor -0. 465 0.673 0. 628(0. 168~2. 349) 0. 489
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A: Marked atrophy of gastric body mucosa with submucosal vessel visualization (typical “reverse atrophy”) ; B: No obvious

atrophy of gastric antrum mucosa; C: Island-like residual fundic glands in the gastric body; D: Hyperplastic polyps in the

gastric mucosa; E: Yellow-white dense adherent mucus on the gastric mucosa; F: Patchy or streaky mucosal erythema in the

gastric body

1 BRREMBERNETARRI

Figure 1 Typical endoscopic findings of autoimmune gastritis
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endoscopy; B: Dilated cyan spiral subepithelial vessels
(brain gyrus-like appearance) under magnifying endoscopy

with narrow-band imaging(NBI).
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Figure 2 Typical endoscopic findings of gastric

neuroendocrine tumor (NET)
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Table 4 Lesion characteristics of 14 autoimmune gastritis patients with concurrent gastric neuroendocrine tumor

Maximum lesion

Case Gender Age/years Number of lesions Location Gross type Infiltration depth
diameter/cm

1 Male 47 1 Greater curvature of gastric body ~ Superficial Elevated type 0.6 Submucosal

2 Female 56 1 Anterior wall of gastric body Superficial elevated type 0.3 Intramucosal

3 Female 52 1 Greater curvature of gastric body  Flat type 0.4 Intramucosal

4 Female 46 1 Anterior wall of gastric body Superficial elevated type 0.3 Intramucosal

5  Female 61 1 Anterior wall of gastric body Superficial elevated type 0.5 Intramucosal

6  Male 44 4 Greater curvature of gastric body  Flat + superficial elevated type 0.6 Muscularis Propria
7 Male 55 3 Greater curvature of gastric body  Superficial elevated type 1.1 Intramucosal

8  Female 65 7 Lesser curvature of gastric body Superficial elevated type 1.3 Submucosal

9  Female 41 1 Anterior wall of gastric body Superficial elevated type 0.9 Submucosal

10 Female 46 3 Lesser curvature of gastric body* Superficial elevated type 1.1 Intramucosal

Gastric Fundus

11 Female 55 1 Greater curvature of gastric body  Superficial elevated type 1.0 Submucosal

12 Female 57 1 Anterior wall of gastric body Superficial elevated type 0.5 Submucosal

13 Male 66 3 Greater curvature of gastric body ~ Superficial elevated type 1.0 Muscularis Propria
14 Male 57 2 Greater curvature of gastric body Superficial elevated type 0.9 Intramucosal

+ posterior wall of gastric body

AIG: Autoimmune gastritis; NET: Neuroendocrine tumor; Gross type is classified based on endoscopic visual features.
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