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Table 1 Laboratory data on admission

Hematology Biochemistry Immunoserology
WBC 8,200 /uL TP 7g/dL CRP 1.97mg/dL
Neutro 90.7 % Alb 32g/dL CD4 positive cells 4/ul
Lympho 4.6 % CK 46 U/L CD8 positive cells 107 /uL
Mono 4% AST 81U/L HIV-1 antibody WB (+)
Eosino 0.5% ALT 50U/L HIV-2 antibody (=)
Baso 0.2% LDH 431U/L HIV-1 RNA 2.9%10°copies/mL
RBC 329 x 10" /uL. ALP 230U/L B-D-glucan 276.1 pg/mL
Hb 95¢g/dL v-GTP 79U/L CMYV antigen (C10, C11) (=)
Ht 28.3% Cr 081 mg/dL CMV-1gG [EIA] (+)
Plt 144 x10*/uL BUN 19mg/dL CMV-IgM [EIA] (=)
ESR (60min) 50 mm Ferritin 1,252ng/mL EBV VCA-IgG [EIA] (+)
Haptoglobin 281 mg/dL EBV VCA-IgM [EIA] (=)
Blood coagulation tests KL-6 1,377U/mL EBV EBNA-IgG [EIA] (+)
PT 86.9% sIL-2R 738 U/mL Toxoplasma-1gG [EIA] (=)
APTT 35.7sec Entamoeba histolytica antibody (=)
Fibrinogen 266 mg/dL

WB: Western blotting, HIV: human immunodeficiency virus, CMV: cytomegalovirus, EBV: Epstein-Barr virus.

Fig. 1 Contrast-enhanced chest CT scan on admission
showed ground-glass opacity in both lung fields.
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Fig. 2 Finding of bone marrow aspiration showed he-
mophagocytosis by macrophages (May-Giemsa stain-
ing, x400).
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Fig. 3 Clinical course after admission. mPSL: methylprednisolone, PSL: prednisolone, DTG: dolutegravir, TAF/FTC: teno-
fovir alafenamide fumarate/emtricitabine, TMP-SMX: trimethoprim-sulfamethoxazole.
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Abstract

Hemophagocytic syndrome after starting Pneumocystis jirovecii
pneumonia treatment in an AIDS patient: a case report

Takahiko Hashimoto, Kosuke Takahashi, Nobumasa Okumura,
Haruka Kondo, Asuki Fukatsu and Toru Hara
Department of Respiratory Medicine, Anjo Kosei Hospital

A 32-year-old man presented with a 2-month history of fever and pancytopenia. Based on the clinical exami-
nation, we diagnosed him with human immunodeficiency virus (HIV) infection and Preumocystis jirovecii pneu-
monia (PCP). A few days after receiving oral trimethoprim-sulfamethoxazole (TMP-SMX), his fever and pancyto-
penia worsened. Suspecting drug-induced pancytopenia, we discontinued TMP-SMX; however, his condition did
not improve. We observed a marked increase in his blood ferritin levels and hemophagocytosis on bone marrow
aspiration. Therefore, we diagnosed the patient with hemophagocytic syndrome (HPS). We restarted TMP-SMX
and added antiretroviral drugs (emtricitabine, dolutegravir, and tenofovir) and high-dose corticosteroids to the
regimen. Eventually, the fever, pancytopenia, and pulmonary opacities disappeared. Pulmonologists often treat
PCP patients, and high rates of hospital mortality are reported in HPS patients who have HIV infection or pulmo-
nary involvement. If cytopenia occurs in a PCP patient after TMP-SMX administration, we recommend that HPS
be considered a cause of drug-induced cytopenia.



