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CASEREPORT

Tuberculous Pyloric Stenosis; Successful Medical Therapy May Obviate 
Surgery
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Abstract
Gastroduodenal involvement occurs in only 0.3 to 2.3%
of patients with tuberculosis (TB). Clinically, it may
resemble peptic ulcer disease ormalignancy.We present
a 36year oldmanwith gastric outlet obstructionproven
tobepyloricstrictureduetoprimarypylorictuberculosis.
Diagnosis was established endoscopically and patient
was successfully managed by standard anti-tuberculous
therapy. Although rare, tuberculous involvement of the
stomachshouldbeconsideredinthedifferentialdiagnosis
of gastric outlet obstruction especially in regions where
tuberculosis is endemic. This case also emphasizes that
medical management with anti-TB medications can be
tried solely as thefirst line therapy for strictured pyloric
stenosis.However, surgical intervention is requiredmore
oftenthannoneincaseswheregastrointestinalobstruction
isthemainclinicalproblem.
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Introduction 
Gastroduodenal tuberculosis  (GD-TB) occurs in 0.3 to
2.3%onlyofpatientswithTB.Clinicallyitmayresemble
peptic ulcer disease or malignancy (1-5). Gastric outlet
obstruction (GOO) is themost common complication of
GD-TB.Inonereport,forexample,GOOwasthepresenting
feature in 61% of 23 patients with biopsy-proven GD-
TB (6).Theobstructionmaybedue to infiltrationof the
gastricantralorduodenalwall,ortoextrinsiccompression
by adenopathy or a phlegmon (2,7). GD-TB is rare and
as it exhibits no specific symptoms or signs and has no
characteristic endoscopic or radiographic features (8,9),
diagnosis requiresahigh indexofsuspicion.Wereporta
caseofendoscopicallydiagnosedandmedicallymanaged
tuberculouspyloricstenosis.
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Case report
Athirtysixyearoldmanpresentedtotheemergencyroom
with intermittent epigastric pain of 8 month duration.
This had been treated previously as gastritis. He had
received H2 blockers and proton pump inhibitors (PPI)
with some relief initially. Over the previous two weeks,
pain had worsened; becoming persistent and associated
withvomiting,constipationandsporadicabdominalcolic
despite treatment with Omeprazole 40 mg orally once
daily. The patient admitted losing weight (about 2.5 kg)
over the previous 2months.He denied any chills, fever,
nightsweats,cough,hematemesis,melenaordiarrhea.He
hadnopasthistoryoftuberculosisoranyothersignificant
illness. He had had appendectomy 25 years previously.
On physical examination, the patient was conscious and
oriented.Hisvitalsignswerenormalwithbloodpressure
of 103/74 mmHg, pulse rate of 64 beats per minute,
temperature at 36.5°C, respiratory rate of 21 breaths per
minute,andoxygensaturationwas100%whilebreathing
ambientair.Hisweightwas40kgandbodymassindex15.4
kg/m².Examinationofhisheadandneck,cardiovascular

Figure 1. AbdomenKUBshowsanalmostgaslessmid
abdomenandlumbarregionwithdisplacementofthelarge
bowelloopsinferiorly.

Figure 2. Markedlydistendedfluid-filledstomachwithcollapse
oftheduodenumandthesmallbowelloops.Findingsare
consistentwithgastricoutletobstruction.

Figure 3.Endoscopicviewofthepyloricstricturebeforemedi-
caltreatment.
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system and chest was unremarkable. Abdominal
examination revealed visible epigastric peristalsis, a scar
ofpreviousappendectomy,mildepigastrictendernessbut
no rigidity or rebound tenderness. No masses or organ
enlargementwere detected.Basic investigations revealed
a white blood cell count of 5.8 x109/L, a hemoglobin
level of 118 g/L, a platelet count of 397 x109/L, normal
serumamylaseandnormal renal and liver function tests.
Chestradiographwasnormal;abdominalplainKUBfilm
showed that themidabdominaland lumbar regionswere
almost gasless with displacement of the large bowel
loops inferiorly (Figure 1). The patient was admitted
to hospital with the initial impression of gastric outlet
obstruction for further management. He was put on nil 
per os (NPO);withintravenousfluiddripwassetupand
an nasogastric (NG) tube was inserted for drainage. CT
abdomenbecameavailableonthenextday.Thisrevealed
a markedly distended fluid-filled stomach with collapse
of the duodenum and the small bowel loops. These
findings were consistent with gastric outlet obstruction.
No obvious masses were demonstrable in the stomach
(Figure2).ThepatientwaskeptNPOandstartedontotal

parentralnutrition(TPN).Endoscopyrevealedasmallhiatus
hernia, severe pan-gastritis and severe pyloric stricture.
An adult scope could not be passed through however a
pediatricscopepassed(withsomemanipulation).Balloon
dilatationupto8mmwasdoneandbiopsiesweretaken
(Figure3).Thefirstpartoftheduodenum(D1)wasthick-
walled.ThepatientwasstartedonparenteralPPIinfusion,
TPNwas stopped and clear liquids initiated. Endoscopy
wasrepeated3dayslaterwhichrevealedmoderategastritis
withpyloric stricture thatwasdilated to10mmwithno
complications.The patient tolerated oral intake andwas
senthomeonPPIwithafollowupendoscopyappointment
one week later. The endoscopic biopsy showed severe
granulomatus gastritis with multinucleated giant cells
but definite caseation could not be identified.Acid fast
bacilli cultureswere suggested.Endoscopywas repeated
as planned and this showed normal esophagus but the
pyloricstricturewastighterthanbefore.Eventhepediatric
scopecouldnotbepassedonthisoccasion.TBculturewas
taken as recommended and the patient was referred for
surgicalevaluation.Aftermulti-disciplinarydiscussion,it
was agreed to start him on anti-tuberculousmedications
pending culture results. The patient was prescribed on
dailyIzonizide300mg,Pyrzinamide1000mg,Rifamicn
600mgandEthambutol800mg.Followupendoscopywas
scheduled after 2months provided the patient continued
to improve. This showed normal esophagus, the pyloric
stricture was still present (but less severe than before),
and theduodenal capwasdeformedand the adult scope
managed to pass through with some manipulation. The
culturewas negative for acid fast bacilli, but in viewof
improvement of his condition, it was recommended to
continue the empiric anti-TB drugs for a period of one
year. The patient was followed up in clinic jointly by
the gastroenterologist and infectious disease specialist.
Hisweightandphysical condition improved.Endoscopy
was repeated twice (After  completing the treatmentand
6 months later). In both occasions endoscopy revealed
normalesophagus,stomach,anddeformedduodenalcap
withnormalsecondandthirdpartsoftheduodenum(D2
and D3). The pyloric stenosis seen previously has now
markedlyimproved(Figure4).

Discussion 
Thereisaresurgenceoftuberculosisinwesterncountries,
mainlyfoundeitherinimmigrantsfromcountrieswhereTB
isendemicorinimmunosuppressedpatientswithleukemia
orAIDS(10).Themostcommonsiteforgutinvolvementof
TBistheileocecalregion(2).Tuberculosisofthestomach

Figure 4. Endoscopicviewofthepyloricstrictureaftermedical
treatment.



IbnosinaJournalofMedicineandBiomedicalSciences(2012)

IbnosinaJMedBS 201

israreandisusuallysecondarytopulmonarytuberculosis
(11). Primary and isolated gastric tuberculosis without
evidence of lesions elsewhere is fairly uncommon (12).
PossiblereasonsforsparingofthestomachbyTBinfection
includehighacidity,apaucityoflymphoidtissueandrapid
transitoffoodthroughthestomach(8,13-15).Hence,long-
termtherapywithH2blockers increases the incidenceof
GD-TB(16).Due to its rarity, lackofspecificdiagnostic
features and absence of co-existing pulmonary disease,
GD-TBisnotusuallythoughtofasacauseofgastricoutlet
obstruction.Therefore,thismayleadtounnecessarysurgical
interventionsincasesthatcouldbedealtwithconservatively
(2).Inourcase,nocaseationwasobserved,inagreement
withthepreviousreportssuggestingthatTBisnotalways
presentinmucosalbiopsy(17).Surgeryisusuallyreserved
forpatientswhohavedevelopedcomplications,including
perforation, confined perforation with abscess or fistula,
massivebleeding,completeobstruction,orobstructionnot
respondingtomedicalmanagement(18-20).Ourcaseisan
exampleoftuberculouspyloricstenosisthatwasdiagnosed
endoscopically, did not respond to balloon dilatation but
was successfully treatedwith anti-TBmedications. Thus
confirmingthatsurgeryisnottheonlyapproach(21-22).

Conclusion
Tuberculousinvolvementofthestomach,albeitrare,should
beconsideredinthedifferentialdiagnosisofgastriclesions
especially in geographical regions where tuberculosis is
endemic.  This case emphasizes that perseverance with
medicalmanagement instricturedpyloricstenosiscanbe
triedasafirstlinetherapybeforeresortingtosurgery.
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