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Abstract

Myobacterium	kansasii	is	an	acid-fast	bacilli	that	is	second	only	to	Mycobacterium	avium	complex	in	

causing	non-tuberculous	mycobacterial	disease	 in	 the	United	States.	While	 immunocompetent	hosts	

typically	only	experience	pulmonary	manifestations,	M.	kansasii	can	become	disseminated,	especially	in	

immunocompromised	patients,	and	present	with	extrapulmonary	features.	This	case	report	describes	a	

HIV	patient	who	presented	with	a	hepatic	abscess	and	concurrently	low	CD4	count	and	also	includes	a	

discussion	on	management	issues	and	modi�ications.
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Introduction

	 Mycobacterium	kansaii	is	the	second	most	commonly	identi�ied	non-tuberculosis	mycobacteria	

(NTM)	 in	 the	 United	 States.	 It	 is	 a	 slow-growing	 photochromogenic	 acid-fast	 bacilli	 with	 multiple	

subtypes	that	is	typically	found	in	tap	water	of	endemic	areas	[1].	M.	kansasii	has	been	associated	with	

clinically	signi�icant	pulmonary	and	disseminated	disease.	Pulmonary	disease	with	M.	kansasii	is	the	

more	common	manifestation	and	typically	presents	as	nodular,	bronchiectatic	or	cavitary	lung	disease	

[2].	Disseminated	NTM	disease	can	be	seen	in	addition	to	pulmonary	disease	in	immunocompromised	

populations,	 especially	 in	 patients	 infected	 with	 human	 immunode�iciency	 virus	 [3].	 Reported	

extrapulmonary	sites	of	M.	kansasii	 involvement	 include	the	 intestines,	 liver,	spleen,	central	nervous	

system,	kidney,	bone	marrow,	and	pericardium	[4].	Clinically,	disseminated	M.	kansasii	disease	presents	

with	 fever,	 chills,	 night	 sweats,	 diffuse	 myalgias,	 pancytopenia,	 splenomegaly,	 and	 other	 signs	 and	

symptoms	that	are	speci�ic	to	site	of	involvement	[5].	We	report	a	case	of	liver	abscess	due	to	M.	kansasii	

infection	in	a	patient	with	HIV.	

Case	Presentation

	 A	38-year-old	African	American	woman	presented	to	the	Sisters	of	Charity	Hospital	with	a	3-week	

history	 of	 right	 upper	 quadrant	 abdominal	 pain.	 She	 also	 reported	 lightheadedness,	 night	 sweats,	

unintentional	 weight	 loss	 of	 twenty	 pounds,	 and	 generalized	 weakness.	 Patient	 reported	 ongoing

Abbreviations

M.:	Mycobacterium;	NTM:	non-tuberculosis	mycobacterium;	AFB:	acid-fast	bacilli;	HAART:	highly	active	

antiretroviral	therapy

ISSN 2374-216X



Page	2

intravenous	drug	use	but	denied	multiple	sexual	partners	or	recent	sick	contacts.	She	also	reported	

having	oral	thrush	and	odynophagia	for	2	months.	

	 On	examination	she	had	a	temperature	of	38.7˚C,	blood	pressure	of	110/54	mmHg,	heart	rate	of	

114	beats/min,	 respiratory	rate	of	18	breaths/min,	and	oxygen	saturation	of	98%	on	room	air.	Oral	

mucous	membranes	demonstrated	white	scrapable	lesions	consistent	with	oral	candidiasis.	Abdominal	

examination	revealed	right	upper	quadrant	tenderness.	Her	dental,	chest,	lung,	skin	and	neurological	

examination	were	unremarkable.	

	 A	complete	blood	count	revealed	leukopenia	(2400	cells/mm3),	anemia	(hemoglobin	7.7	mg/dl),	

and	a	platelet	count	of	130,000	cells/μL.	She	also	had	elevated	serum	alanine	transaminase	at	62	U/L	and	

elevated	 serum	 aspartate	 transaminase	 at	 168	 U/L.	 Oral	 mucocutaneous	 cytology	 was	 positive	 for	

candida.	Blood	and	urine	cultures	were	obtained.	Abdominal	CT	revealed	a	single	�luid-�illed	lesion	in	the	

right	hepatic	lobe	(Figure	1).	Chest	radiograph,	abdominal	ultrasound	and	hepatobiliary	imaging	were	

unremarkable.	Blood	and	urine	cultures	were	negative	as	were	autoimmune	markers	and	viral	hepatitis	

panel.	HIV	testing	was	positive	for	HIV-1	with	CD4	count	of	25	cells/μL.	Viral	susceptibility	was	shown	to	

be	sensitive	to	all	three	drug	classes	of	antiretroviral	therapy.	She	was	taken	for	CT-guided	aspiration	and	

biopsy	of	the	liver	lesion;	a	catheter	was	placed	at	this	time.

	 The	microbiology	laboratory	reported	many	acid-fast	bacilli	(AFB)	con�irmed	as	Mycobacterium	

kansasii.	Susceptibility	testing	was	performed	and	the	isolate	was	shown	to	be	sensitive	to	all	routine	

antituberculous	agents	except	pyrazinamide.	She	was	started	on	daily	doses	of	oral	isoniazid,	rifampin	

and	 ethambutol	 for	 12	 months.	 Patient	 also	 warranted	 prophylaxis	 for	 Pneumocystis	 jirovecii	

pneumonia,	toxoplasmosis,	and	Mycobacterium	avium	complex;	she	was	therefore	promptly	started	on	

trimethoprim/sulfamethoxazole	and	azithromycin.	Fluconazole	for	oral	candidiasis	was	also	added	at	

this	time.	

	 Over	 the	 course	 of	 her	 antimycobacterial	 treatment,	 the	 patient	 tolerated	 the	 regimen	well.	

Drainage	from	the	liver	abscess	catheter	gradually	resolved	over	the	course	of	2	weeks	of	treatment.	

Subsequently	CT	guided	removal	of	the	catheter	was	performed.	Repeat	CT	imaging	showed	a	signi�icant	

reduction	in	size	of	the	liver	abscess	(Figure	2).

	 Patient	 remained	 afebrile	 and	 her	 general	 condition	 improved	 markedly.	 Given	 her	 clinical	

improvement,	we	elected	to	discharge	the	patient	with	plans	to	start	highly	active	antiretroviral	therapy	

(HAART)	at	a	local	HIV	clinic.

Discussion

	 Nontuberculous	 mycobacteria	 are	 ubiquitous	 in	 the	 environment,	 rarely	 causing	 disease	 in	

immunocompetent	individuals.	However	in	immunocompromised	patients	such	as	HIV	or	transplant	

patients,	NTM	are	important	pathogens	to	consider	[3].	There	are	more	than	20	species	of	NTM	and	M.	

kansasii	 is	 the	 second	most	 commonly	 identi�ied	NTM	 after	Mycobacterium	 avium	 complex	 [1].	M.	

kansasii	and	other	NTM	will	usually	present	as	pulmonary	disease	with	bronchiectasis	or	as	a	cavitary	

lesion	[2].	Disseminated	disease,	while	not	uncommon,	is	a	rarer	manifestation	usually	presenting	with	

fever,	pancytopenia,	and	splenomegaly	[6].	Development	of	liver	abscess	with	M.	kansasii	is	an	unusual	

presentation	of	NTM	disseminated	disease	only	documented	infrequently	[5,	7,	8].		
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	 In	this	case	report,	our	patient	had	both	pancytopenia	and	a	history	of	intravenous	drug	use	on	

presentation	 concerning	 for	 an	 immunocompromised	 state.	 When	 evidence	 of	 HIV	 infection	 was	

con�irmed,	 suspicion	 for	 a	 disseminated	 disease	 process	 increased	 given	 the	 patient's	

immunocompromised	state.	A	hepatic	abscess	was	identi�ied	and	drained	by	abdominal	CT.	AFB	was	

isolated	and	con�irmed	as	M.	kansasii	from	the	hepatic	abscess	specimen.	

	 We	believe	the	source	of	M.	kansasii	in	this	case	was	likely	the	patient's	intravenous	drug	use.	

However	 given	 the	 prevalence	 of	 NTM	 pulmonary	 disease,	 we	 also	 considered	 the	 possibility	 of	

radiographically	occult	asymptomatic	pulmonary	disease	as	a	potential	source	[1].	Since	there	are	no	

established	treatment	regimens	for	M.	kansasii	liver	abscess,	we	followed	guidelines	pertaining	to	the	

treatment	of	NTM	pulmonary	disease	from	the	American	Thoracic	Society,	which	suggest	a	three-drug	

combination	of	isoniazid	300	mg	daily,	rifampin	600	mg	daily,	and	ethambutol	15	mg/kg	per	day	[1].

Conclusion

	 Finally,	HAART	was	not	initiated	at	the	time	of	the	patient's	liver	abscess	diagnosis	due	to	the	

possibility	 of	 immune	 reconstitution	 in�lammatory	 syndrome	 [9].	 Due	 to	 concern	 of	 paradoxically	

worsening	the	M.	kansasii	liver	abscess,	we	decided	to	start	HAART	later	in	the	outpatient	setting	after	

adequate	treatment	with	the	antimycobacterial	regimen.	
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