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A case of disseminated histoplasmosis: lung abscess without pneumonia
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Disseminated Histoplasmosis, a rare manifestation of a - Labs: Elevated CRP, ESR, LDH; no leukocytosis (CBC 5.6) Pulmonary histoplasmosis can progress through several stages based on the
fungal infection, most commonly seen in patients with « EKG: sinus tachycardia, preventricular contractions with normal QTc (432) seve_rlﬁy and duration of ‘;‘? infection. The '”I'dt'aj sftlagf:r;ﬂen involves asymptomatic
HIV/AIGE who:are particylary. susgentible:tn opporiinisti Cah dre i Mt T i s e e st hets hesltly | Wbinals @il sy TemNE Susnsously.  Mowedst b
infections._The infection results from inhaii_ng spores of th'e Initial albuterol-ipratropium, and atovaquone for pneumocystis pneumonia prophylaxis. immunocompromised patients or those with underlying lung disease, the infection
fungus Histoplasma capsulatum. In regions where this Labs can progress to chronic pulmonary histoplasmosis, (characterized by persistent
fungus is endemic, such as parts of North and Central resp.iratorl'y symptom‘s such as coygh, chest .pain, and §hodness of breath).
America, immunocompromised individuals are at » Initial chest x-ray showed a thick-walled left posterior cavitary opacity with air-fluid level ?;c:;F:gg;:rafilll;;,rocsli'nsroor::cin;::lri:onsatrydil'ne::trzpjzlasmosm FERIRERERERYnS fedies
3 . o . = = T, vities, | u 4
heightened risk, which can lead to severe respiratory and surrounding consolidated changes. Chest CT showed thick-walled left posterior 2rg
: : : ; . . leural 7.7 52 76 vita ity with air-fluid level i di
ilness and disseminated infections if not promptly ggﬁgﬁrgm cﬁ;n;es inc\fnmfrjng Ié:?uﬁp?)er ahd gﬁgﬂ"m?’ﬁiﬁ‘ﬂse?.fm'ﬂgﬁﬁoge’"g Severe pulmonary histoplasmosis can lead to complications such as respiratory
diagnosed and treated. [1] Initial ground-glass nodular opacities with peribronchial thickening, most consistent with failure or disseminated disease. Disseminated histoplasmosis occurs when the
T infectious/inflammatory process. fungus spreads from the lungs to other organs, causing systemic symptoms such
Therefore, understanding its clinical presentation is crucial & as fever, weight loss, hepatosplenomegaly, and lymphadenopathy. Diagnosis
tor: Paslthoare: oroviders: to effsclival: manaas and isat involves a combination of clinical suspicion, imaging studies (chest X-ray, CT
p ; y g : + Sputum culture, acid-fast bacillus culture x 3, Quantiferon, urine culture, biood culture, sgan), and Iaboraipry tests (gerololgy, funggl culture) to confirm the presence of
these vulnerable patients regardless of geographical legionella, aspergillum IgG, HIV viral load/CD4 count, and a hepatitis panel was ordered Histoplasma organisms or antigens in biological samples.
setting. Here we present a case of disseminated « Toxoplasma IgG/M, hisngasma ﬁﬂlfgahdmnnan. cryptococeal Ag, and LFTs were
histoplasmosis in a severely immunocompromised patient ordered in the following days. Patient continued to remain febrile (Tmax 102.8F). According to the National Institutes of Health (NIH) guidelines, management of
) ) ) ) Week 1-2| Meropenem was also initiated on day 7. HAART therapy was put on hold until HIV moderate to severe disseminated histoplasmosis in HIV-infected patients involves
with no recent history of travel to endemic regions. genotype was confirmed. . ; R i :
induction therapy with intravenous amphotericin B, followed by maintenance
- therapy with oral itraconazole. Amphotericin B is preferred for initial treatment due
Case Presentation to Its rapid fungicidal activi | _ - pi
pid fungicidal activity and efficacy in controlling severe disease. Lipid
— « Due to worsening neutropenia,heme-onc was also consulted at this time and Neupogen formulaiior!s of amphotericin _B are often L.!sgd to minim?zg ngphrotoxicity, Ia
This case report involves a 55-year-old male patient with 60 mcg/day was administered. A low CD4:CD8 prompted an urgent bone biopsy which common side effect of conventional amphotericin B. Once clinical improvement is
past medical history of HIV/AIDS and substance use ruled out 1y-r§ell proliferative disorclef.‘ » i ) ; s & ! observed and the patient is stable, transition to oral itraconazole is recommended
(marijuana) who presented to the emergency department Week 2-3|° };ﬁﬁﬂﬁ;ﬂﬁg&gﬂ;ﬁgﬂmﬂgﬁ;igmﬁfﬁﬂ“sigﬁﬂfﬁgﬁﬁ('" Fdiy. Serial chest x-ray imaging showing the progression of lung cavitation and its response following ToF DR SR SNAniBAINTY IRENAR-RAICO S I ds SRS Dlg I prasging N hee
(ED) with complaints of a productive cough for 2 weeks treatment over 33 days. and reducing the risk of recurrence.[1,3-4]
with yellow sputum, shortness of breath, and pleuritic chest Initiating HAART th v with for hi | , n
pain. Past labs showed a HIV viral load of 60,508 and a I"11tlat||“|g“ - t‘erapy colncurrenty wit ".ea‘tme.m or hislop aRnge's, rather
€134 court of 94wtk non-comaiiance: fo HAART - thera than waiting until discharge, is essential to optimize immune function and prevent
. : : p ; py. S : - disease progression in HIV/AIDS patients.[3]
The patient denied fever, night sweats, sick contacts, or mwas Sigrted ?ahggmeﬂéa{omwl dpntiln B1gf5wn;g;°f0;§mwe%%mer( 2we%ks,
- . . al ericin B was transition a loading dose nazole ev . =
any Irecent trav.ei 0|:1t51de of New York. Patle_nl was born in hours) for 3 days on an empty stomach. Ma?ntenanoe dmo“m“az’g?e mgﬁmg j COnclu5|on
Haiti, however immigrated to the US a long time ago. Week 3-5 {every 12 hours) was initiated consecutively. =
j Management of disseminated histoplasmosis in HIV patients requires a
Upon admission, the patient was tachycardic (HR: 129, L ?] multidisciplinary approach involving infectious disease specialists and HIV care
pulse 133) and tachypneic (RR: 24), but afebrile. On :{ providers to optimize outcomes and minimize complications. Obtainig detailed
physical exam, the patient appeared cachectic with « Itraconazole (CYP3Ad inhibitor) levels were repeatedly measured. QT, LFTs, and overall ] patient h‘istory and providing patielnt education on HAART therapy adherence can
temporal and generalized muscle wasting. Auscultation of drug-drug interactions were monitored during this time. 1 be effective measures to prevent disease occurrence.
the lungs was notable for diffuse crackles and decreased > Eﬂ?pegtme?mvswe; done ?‘;Tmipfﬂgmesionaqdmn%ﬁewnt e
breath sounds on the left lung fields. The patient also Week 5 [ 2 2wec ot haspiatzation, the:patient s fealih Was optimiznc for safe diacharge
with HAART therapy (Biktarvy), Itraconazole, and acetaminophen (as needed).
endorsed weight loss , however, was unable to quantify Py ( ) phen ( ) References contaCt Info

how much and over how long.

Chest CT of lung cavitation on Day 0 and its progression to lung abscess formation on Day 7.
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