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ABSTRACT

Autoimmune gastritis is an inflammatory condition of the gastric mucosa.We report a 64-year-old woman with chronic abdominal
pain of 3-year duration. Endoscopic and histologic evaluation revealed autoimmune pangastritis. The gastritis was partially re-
sponsive to steroids but attempts to taper failed, and the patient had no relief from mercaptopurine, adalimumab, budesonide, or
hydroxychloroquine. The patient was treated with mycophenolate mofetil which resulted in resolution of symptoms. Endoscopic
and histologic examination aftermycophenolate therapy showed near complete resolution of active inflammation. To the best of our
knowledge, this is the first report of symptomatic autoimmune gastritis successfully treated by mycophenolate mofetil.

INTRODUCTION

Classic autoimmune gastritis (AIG) is a gastric-body predominant inflammatory process mediated by antibodies which target the
parietal cell H1,K1-ATPase.1 Patients with body-predominant AIG present with symptoms including epigastric pain, weight loss,
heartburn, and nausea.2 The most serious long-term consequences are malignancy, vitamin deficiency (ie, vitamin B12), and
pernicious anemia. There are few reports of patients with autoimmune pangastritis with diffuse involvement of the body and
antrum.3,4 In this report, we present a patient with severe abdominal pain and pangastritis who was treated with multiple immu-
nosuppressants for symptomatic relief.

CASE REPORT

A 64-year-old white woman presented to our clinic for a second opinion on her unremitting epigastric postprandial abdominal
pain, and nausea of 3-year duration associated with 35-pound weight loss. She had a history of hypertension (treated with
olmesartan), hypothyroidism, and lichen planus. Her previous workup showedmicrocytic anemia and low normal vitamin B12
levels. Abdominal computed tomography was normal. Endoscopy at an outside institution showed deeply ulcerated gastric
mucosa (Figure 1). The duodenum, terminal ileum, and colon were endoscopically and histologically unremarkable. Gastric
biopsies showed Helicobacter pylori gastritis which was treated with quadruple therapy including a maximal dose of proton
pump inhibitor. Her abdominal pain continued and endoscopy a month later showed persistent gastric ulcerations. Biopsies of
the gastric antrum and body showed continued severe inflammation; however, H. pylori was eradicated. Peripheral blood
studies including gastrin, anti-intrinsic factor antibodies, and antiparietal cell antibodies were unremarkable. A clinical
diagnosis of Crohn’s disease was considered because of the previous endoscopic findings. Additional workup including video
capsule endoscopy, 24-hour pH-impendence monitoring, esophageal manometry, computed tomography mesenteric angio-
gram, and gastric emptying studies was all unrevealing. She continued to have severe and unremitting abdominal pain. She
continuedmaximal proton pump inhibitor andwas started on prednisone (40mg daily for 2 weeks, 10mg taper per week until 5
mg daily) with moderate improvement in clinical symptoms and endoscopic findings. While on 5-mg prednisone, endoscopy
showed partial improvement in gastric ulcerations (Figure 2).
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With tapering doses of prednisone, she had recurrence of epi-
gastric abdominal pain and weight loss associated with early
satiety, nausea, and hair loss. Clinical suspicion of Crohn’s
continued based on the lack of improvement in gastrointestinal
symptoms and persistent gastric ulcerations. A rheumatologic
evaluation at an outside institution revealed elevated C-reactive
protein (55 mg/L), antinuclear (1:320), anti-Smith (.8 U), and
antichromatin antibodies (.2 U) which were concerning for
systemic lupus erythematosus as well as gastric Crohn’s disease.
In an attempt at steroid sparing therapy, she was sequentially
treated at outside institutions withmercaptopurine (6months),
adalimumab (5 months), budesonide (4 months), and
hydroxychloroquine (6 months) without improvement in
symptoms, serological markers, endoscopy, or histology. She
remained on varying doses of prednisone which partially im-
proved her abdominal pain.

Two years after her initial presentation, she was referred to our
institution on prednisone 20 mg daily with continued abdominal
pain, weight loss, and nausea. Outside biopsies from previous
endoscopies were reviewed, and olmesartan-associated gastritis or
autoimmune pangastritis was added as additional considerations.
Olmesartanwas discontinued; however, endoscopy 3months later
showed continued severe inflammation in the stomach with su-
perficial ulcers in the antrum. The histology was still suggestive of
autoimmune pangastritis (Figure 3 A). Her prednisone dose was
tapered and then discontinued. A subsequent evaluation showed
some endoscopic improvement but continued ulceration. Her
abdominal pain improved, but she then developed arthralgia and
muscle weakness. She was referred to a rheumatologist at our
institution and was found to have persistently elevated serum
antinuclear antibody, anti-Smith, and anticentromere antibodies.
The primary diagnosis was now considered autoimmune pan-
gastritis secondary to atypical systemic lupus erythematosus. At
this point, she had been off prednisone for 4 months. Since
hydroxychloroquine had been previously ineffective, she was
started on mycophenolate mofetil (MMF) at 250 mg twice a day
and was escalated to 750 mg twice a day over a month. She had
resolution of abdominal pain and arthralgias. Histology after
MMF treatment showed resolution of active inflammation, but
continued chronic inflammationn with extensive metaplasia
(Figure 3B). Thirty-two months after MMF initiation, endos-
copy showed complete resolution of mucosal ulcerations
(Figure 4). Biopsies showed no active inflammation, but inactive
chronic gastritiswith atrophy and intestinalmetaplasiawerenoted
(Figure 5). The patient is currently on MMF 500 mg twice a day
andhas remained asymptomaticwith onlyminimal endoscopic or
histologic inflammation.

DISCUSSION

AIG is a precancerous condition characterized by autoim-
mune destruction of gastric parietal cells.1 The incidence of
AIG is estimated to be approximately 4% of gastroenterology
clinic patients with elderly women being disproportionately
affected.2 The diagnosis can be clinically challenging because
gastrointestinal symptoms are nonspecific and hematologic
manifestation based on B12/iron deficiency present late in the
disease process.5 An average delay of 14 months between
symptoms onset and disease identification has been reported.6

A high degree of suspicion, early measurement of intrinsic
factor and parietal cell antibodies, and adequate endoscopic
sampling of gastric mucosa can expedite diagnosis and help
prevent disease consequences.1,5,7

Lupus is a complex disorder with a wide range of gastrointes-
tinal manifestations.8 Another aspect of this patient’s history
was her treatment of hypertension with olmesartan, an angio-
tensin II receptor antagonist. Previous reports have described
olmesartan associated with severe enteropathy as well as
gastritis.9–11 Olmesartan-associated gastritis was an initial
consideration for this patient, but discontinuation of olme-
sartan did not resolve her gastritis.

Figure 1. Initial endoscopy shows severe inflammation with deep
ulceration throughout the stomach.

Figure 2. Treatment with steroids (prednisone, 5 mg per day)
showed some improved, but continued inflammation (gastric body).
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Historically, management of AIG has centered around nutri-
tional therapy including vitamin supplementation and gastric
cancer screening. We are not aware of treatment strategies to
alter the inflammatory disease course. MMF is an immunosup-
pressant that inhibits T- and B-cell proliferation, that in our
patient resulted in complete symptomatic relief of pain and re-
mission of disease activity by endoscopy and histology.12 The
patient has tolerated .32 months of MMF therapy with no
adverse events. As far aswe know, this is thefirst human report of
immunosuppressive control of AIG. Further studies are needed
to validate the efficacy and safety of MMF therapy in AIG.
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