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Background

Case Report — Physical examination Hb (g/L)
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Disease and Febrile Conditions — Skopje, shows the prevalence of VL in
different regions of our country.

Initial laboratory findings
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Hypocalcaemia of Ca=1,8 mmol/L was noted 0 28
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Where is the place of hematologist in the setting of Leishmaniasis? : : . Additionally, we did PCR for B-cell rearrangement gene and it was negative. & & & &
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Due to the broad spectrum of hematologic manifestations of VL, patients with _ _ : : : : — & &
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Hodgkin Lympnoma eIn order to confirm the diagnosis of multiple myeloma, bone marrow Treatment and outcome .
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hypergammaglobulinemia is not that frequent, especially not in early
Infection. Our goal is to present here a patient with VL whose initial clinical
and laboratory findings mimicked multiple myeloma and led us to series of
diagnostic procedures for plasma cell dyscrasia.

Case report — Medical history

A 66-year —old woman from the central region of the country presented at
our institution with a 2-month history of back pain radiating down the
legs, bilateral leg swelling, occassional hematoms. She reported no
history of fever. She suffers from hypertension and hypothyreodism. Her
family history was unremarkable.

marrow aspirate smears intra and extracellular inclusions,
resembling Leishmani amagstigots. An increased number of
macrophages with abundant grey cytoplasma containing
numerous blue vacuolated bodies (figure 2-3). On the other hand,

plasma cells did not exceed 5% of nucleated cells.

In contrast to this, classical histologiical stating of the bone marrow
tissue was not consistent with our findings. The final histological
report supported the diagnosis of multiple myeloma, as clusters of
atypical plasma cells up to 20% infiltration were noted.

Figure 4,5 and 6 — Blood counts recovery from treatment initiation to +4 months
Figure 7 — Total proteins, globulins and IgG kinetics over time. IgG remained elevated twice the upper limit of normal

* Resolution of the symptoms was protracted and notable at +2 months of therapy.
o at + 4monts.

*The complete recovery of the blood counts was noted at +2 months of therapy, as
shown on figures 4-6.
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« What we would like to outline is that the monoclonal IgG although decreased,
remained high at the time of last visit (IgG = 27g/L), or at +4 months of therapy. This
Kinetics is shown on figure 7.



