ISSN 1738-3331 elSSN 2671-826X, https://doi.org/10.7704/kjhugr.2021.0016
The Korean Journal of Helicobacter and Upper Gastrointestinal Research, [Epub ahead of print]

CASE REPORT
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Five Autoimmune Gastritis Patients with Positive Findings of Serum Anti-Parietal Cell
Antibodies

Jong Hyeon Jeong’, Sun-Young Lee', Hye Seung Han?, Jeong Hwan Kim', In-Kyung Sung’, Hyung Seok Park'

Departments of Internal Medicine' and Pathology’, Konkuk University School of Medicine, Seoul, Korea

Autoimmune gastritis is a corpus-dominant type of gastritis with positive serum anti-parietal cell antibodies (APCA) and/or anti-in-
trinsic factor antibodies. Serum APCA and pepsinogen (PG) assays were performed in subjects with corpus-dominant gastritis de-
tected by endoscopy. Serum APCA was positive in five patients. All these patients were postmenopausal women (four Koreans and
one Caucasian from the Russian Federation) with a mean age of 59.0+3.2 years. They displayed low PG I levels ranging from 8.1
to 18.8 ng/mL (mean, 11.4+4.8 ng/mL) and low PG I/1I ratios ranging from 0.7 to 2.4 (mean, 1.2+0.7). Three of the patients were
being treated for autoimmune thyroiditis. Multiple gastric neuroendocrine tumors were observed in two Helicobacter pylori (H. py-
lori)-naive patients with high serum gastrin levels exceeding 700 pg/mL and serum chromogranin A levels exceeding 1,000 ng/mL.
In the remaining three patients, intestinal metaplasia was observed in the biopsied specimens from the antrum, suggesting a history
of H. pylori infection. Our findings indicate the value of positive serum APCA findings, low serum PG I levels, and low serum PG
I/II ratios in confirming autoimmune gastritis in patients showing corpus-dominant atrophy, regardless of their H. pylori infection
status. (Korean J Helicobacter Up Gastrointest Res 2021 Aug 2. [Epub ahead of print])
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Tokyo, Japan) 0= F=5151c}. €% PG HAKHBI Co., Anyang,
Korea):= latex enhanced turbidimetric immunoassay= %
819431 3 pydori immunoglobulin G (IgG) X1 gheloflA
T 100%2} E0l% 75.4%% Holk= Chorus A pylori 18G
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71 A7) A G o= BaEjlom PG I A= 81
ng/mLE W3 A pyiord A2 A= stk Table 1. €%
7RAE-S >1,000.0 pg/mL (LA 13~115 pg/ml), chro-
mogranin A 4= 1,643.0 ng/mL G474 <108.0 ng/mD%
t}, g ZALollA] hemoglobin 10.4 g/dL (87X 12~16 g/dD),
hematocrit 32.7% (14| 36~48%), mean corpuscular vol-
ume 82.6 {1 GF274] 80~98 1), mean corpuscular hemoglobin
(MCH) 26.3 pg (a24] 26~32 pg), MCH concentration 31.8%

Fig. 1. Gastric neuroendocrine tumors in an autoimmune gastritis patient with general weakness. (A) Retroflexed view shows several subepithelial
tumors with diffuse atrophy in the upper body. (B) Antegrade view shows diffuse atrophy with several subepithelial tumors in the lower body.
Transparent vessels are observed on the surface of the subepithelial lesions. The lesions were hard in consistency without the cushion or rolling
sign. (C) No atrophy is observed in the antrum. (D) Neuroendocrine tumors arising from the atrophic gastric mucosa (H&E stain, x40). (E) Tumot
cells positive for synaptophysin, which is specific for neuroendocrine tumors (synaptophysin immunohistochemical stain, x40). (F) Proliferation
of enterochromaffin-like cells observed with atrophy in the biopsied specimen taken from the lower body (H&E stain, x200). (G) In the biopsied
specimen taken from the upper body, atrophic mucosa without fundic glands are observed. Pseudo-pyloric metaplasia is also observed (left part
of this image) with intestinal metaplasia and lymphoplasma cell infiltration (right part) in the atrophic mucosa (H&E stain, x200).
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(1] 32~36%), Z(Fe) 24 ug/dL CFa1x] 29~164 ug/dL), fer- (endoscopic mucosal resection= AABIACE AASE 97
ritin 6.19 ng/mL (F%] 13~150 ng/mL), transferrin and E—‘:r AlgUiRbEeFo g AdElon 7R 2 Fke 1.7
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Hxlo] HEA] Wgs Zdsieict. €7 Hlel] B12 A= o7 Acke2ckFig. 1D). Synaptophysin HSFIEAS A]
108 pg/mL (&1 197~771 pg/ml), HIEF] D 44 6.17 St A}, o 24S HtkFig. 1B). th2 AFUEY] 24
ng/mL F7A] >21 ng/mD)=E Wobx| HEAdg4 W8y} oM ZFe] chromogranint CD560]| tat HAGM AL oFAdo]9)
HIdo] gy Z o= Zdsolct. t}. Ki-67 indext= 3.7%% AU 26+ (grade 2)°]l
ARl Bol= Adudl e BF WA dufsilele didsisith WA AAE Al AR 1RdRE 2AoflA= ARl
(endoscopic submucosal dissection® WA HubdAlL A 91231t ECLAIE S4]0] #=ickFig. 1. 714 oA=

Table 1. Fasting Serum Assay and Imaging Study Findings in Five Autoimmune Gastritis Patients

Patient 1, F/54 Patient 2, F/58 Patient 3, F/62 Patient 4, F/61 Patient 5, F/60
Anti-parietal cell Positive Positive Positive Positive Positive
antibody
Anti-H. pylori 1gG <5 54 5.7 13.7 53
(AU/mL)
Pepsinogen I (ng/mL) 8.1} 13.6 | 18.8 | 6.8 | 9.9 |
Pepsinogen I1 (ng/mL) 10.2 18.6 7.7 7.3 10.4
Pepsinogen I/1I ratio 0.8} 0.7 } 2.4 ) 0.9 } 1.0 |
Hemoglobin (g/dL) 104 | 14.0 12.5 13.0 12.8
Vitamin B12 (pg/mL) 108 | 425 573 121 | NA
Gastrin (pg/mL) >1,000 t 776.0 t 430.0 t 97.8 NA
Chromogranin A 1,643.0 5,640.0 NA NA NA
(ng/mL)
H. pylori infection Naive Naive Past infection Past infection Past infection
status (unintended (unintended (eradicated in May
eradication) eradication) 2012)
Medical history None Hypertension No recurrence after Hysterectomy because Endoscopic resection
Left thyroidecotmy for ~ resecting left breast  of uterine myoma (20  for 1 cm-sized gastric
papillary carcinoma  cancer in June 2006  years previously) hyperplastic polyp in
in February 2021 December 2018
Coesxisting None Autoimmune None Autoimmune Autoimmune
autoimmune disease thyroiditis with thyroiditis with thyroiditis with
synthyroid intake synthyroid intake synthyroid intake
since January 2021 since August 2017 since January 2013
Symptoms General weakness and Chronic fatigue None Epigastric pain, None
dizziness anorexia, and nausea
Endoscopic findings of Diffuse atrophy with  Diffuse atrophy with  Diffuse atrophy Diffuse atrophy Diffuse atrophy and
the corpus nine NETs (resected  inumerable NETs nodularity due to
endoscopically in (under octerotide extensive IM
December 2020) treatment since
February 2021)
Endoscopic findings of None Linear streaks Nodular lesion with ~ Ulcer with limited IM  Elevated lesion with
the antrum limited IM extensive IM
Computed tomography Nodular enhancing Low density lesion No remarkable Mild gastric wall No remarkable finding
findings of the lesions in the gastric ~ with mild capsular finding thickening
abdomen body (<1.1 cm) retraction in the liver*

F, female; H. pylori, Helicobacter pylori; IgG, immunoglobulin G; |, below the index level; NA, not available; 1, above the index level; NETs,
neuroendocrine tumors; IM, intestinal metaplasia.
“Limited evaluation (non-enhanced scan) due to allergy to the contrast compound used for computed tomography.
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Fig. 2. Multiple gastric neuroendocrine tumors in an autoimmune gastritis patient with newly-diagnosed thyroid cancer. (A) Diffuse atrophy is
observed with multiple subepithelial lesions in the fundus. (B) Retroflex view of the upper body reveals multiple subepithelial lesions with yellowish
sticky mucus. A grade 1 neuroendocrine tumor with positive staining for chromogranin A and synaptophysin is observed in the biopsied specimen
of the largest subepithelial lesion in the greater curvature side of the upper body. (C) Linear hyperemic streaks are evident in the antrum without
atrophy.
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Fig. 3. Endoscopic findings of an autoimmune gastritis patient with a history of breast cancer resection. (A) Diffuse atrophy is observed in the fundus.
(B) Retroflex view of the body shows diffuse atrophy. (C) Diffuse irregular nodularity is observed in the antrum. Mild intestinal metaplasia and
erosion are evident in the biopsied specimen from the elevated lesion in the posterior wall of the antrum. (D) In the lamina propria taken from the
upper body, lymphoplasma cell infiltration can be observed in the atrophic mucosa (H&E stain, x200). On the right side of this image, the pink-colored
cells indicate parietal cells in remnant fundic glands. Intestinal metaplasia and pseudo-pyloric metaplasia are observed in other parts of the image.
The findings are consistent with autoimmune gastritis. (E) No abnormal findings are observed in the biopsied specimen taken from the background

mucosa of the antrum (H&E stain, x200).
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Fig. 4. Endoscopic findings in an auto-
immune gastritis patient with auto-
immune thyroiditis. (A) Retroflexed view
shows diffuse atrophy in the upper body.
(B) Diffuse atrophy extending down to
the lower body. (C) No atrophy is obser-
ved in the antrum. (D) An ulcer is obser-
ved in the lesser curvature side of the
distal antrum. A mild degree of in-
testinal metaplasia and erosion are
observed in the biopsied specimen from
the margin of the ulcer. Helicobacter
pylori was found to be absent.

Fig. 5. Endoscopic findings in an autoimmune gastritis patient with a history of Helicobacter pylori eradication and gastric hyperplastic polyp resection.
(A) Diffuse mucosal nodularity and atrophy are observed in the fundus with whitish nodular lesions. (B) Retroflex view of the body with diffuse
mucosal nodularity and atrophy. There was no evidence of recurrence in the lesser curvature side of the lower body after gastric hyperplastic polyp
resection (2 years prior). (C) Diffuse mucosal nodularity and atrophy extending down to the antrum. A 1.5 cm-sized elevated lesion is observed
in the greater curvature side of the antrum. A marked degree of intestinal metaplasia was found in the biopsied specimen from the elevated lesion.
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