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Urea 24 mg/dl Amylase 50
WBCs 4300 /ul Creatinine 0.7 mg/dl Uric Acid 4
L/N 49/47 Glu 87 mg/d|
RBCs 3.56 ¥103/ul CRP 30 mg/dI (up to 5)
Ht 23% LDH 205 U/L Sl SRl
Hb 7.7 g/dl ALT 15 U/L &) ekl
MCV 84 fl AST 21 U/L 2-1 RBCs
PLTs 122 *103/ul TP 7.9 g/dl 12-10 WBCs
ALB 2.8 g/dl 5.5 pH
ALP 26 /L = B
Na 135 mEq/I Total Bilirubin 0.38 mg/dI
K 3.7 mEq/I Direct Bilirubin 0.18 mg/dI
Ca 8.3 mg/dI PT 100%
P 3.6 mg/dl INR 1
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Serum Protein Capillary Electrophoresis
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Tests Result Normal range ~ Unit Last dated result
7ot/ Frotemn 3.7 L 6.4-8.3 g/dL
Copcenttion
Al 1.81 L 3.40-4.74 g/dL
Aphia7 0.28 0.21-0.35 g/dL
- Apraz 03 L. 051-085 | gl |
- Betar 021 L 034-054 | gaL
- Bets2 016 L 023-049 | g
Gamma 0.95 _ 0.6-16 gl |
Percentage
Albumn % 48.8 L 55.8 - 66.1 %
- Aprar % 76 H 29-49 [ » |
- Apraz% 81 71-18 [ » |
- Betar % 57 | 47-72 | » |
- Bet22% 42 | 32-65 | » |
- Gamma % 267 H| 11-188 | © |
Alburmnin To Globulin Ratio 09 L 11-22 [ Rato |
Suggested Diagnosis SPE = In Acsitic Fluid: Suspecting monoclonal gammopathy 0.61g/dL (16.4%)




-

Oleja Ailg uibadiwl glay priads clpal ol
12390 ¥ LALS 2909 Ly Lol Qi) pa A




Myelomatous ascites and pleural
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A 70-year-old male patient with an initial
presentation of back pain and difficulty walking
was diagnosed with IgD lambda subtype of
International Staging System (ISS) stage || MM

8 years prior to current presentation with only
bony lesions and without renal disease. He was
found to have a T3 tumor with a lytic bone
lesion which was managed by a laminectomy
and radiation therapy. He was able to achieve a
very good partial response with six cycles of
lenalidomide, bortezomib, and dexamethasone
(RVD). The patient underwent high-dose
chemotherapy followed by autologous stem
cell transplant and was subsequently started
on maintenance therapy with 10 mg
lenalidomide. He had multiple relapses and
underwent multiple lines of therapy. Most
recently, the patient was on once-weekly
salvage therapy with carfilzomib,
pomalidomide, and dexamethasone (KPd);
however, he developed anemia grade 3 and
neutropenia grade 4. He was hospitalized due
to acute kidney injury with oliguria likely due to
cast nephropathy in the setting of progressive
MM. His renal function improved significantly
following treatment with cyclophosphamide

1 gm/m? for 2 days, pulse dexamethasone

significant abdominal pain and distension.
Paracentesis revealed ascitic fluid with elevated
white blood cell count indicating possible SBP.
An abdominal ultrasound with liver doppler
ruled out any liver pathology, and ascitic fluid
cultures were negative. The peritoneal fluid
cytology demonstrated the presence of
numerous atypical CD138+ plasma cells with
lambda light chain restriction on kappa/lambda
immunoglobulin light chain immunostaining,
and this confirmed our suspicion of malignant
plasmacytic ascites (Figure 1A-D). The patient's
condition progressed rapidly over a period of

1 month. Thereafter, he was further evaluated
for possible non-B-cell maturation antigen
(BCMA) directed therapies under clinical trials.
He was hospitalized multiple times for pleural
effusions requiring thoracentesis and pleural
catheter placement to alleviate his worsening
dyspnea. The possibility of malignant effusion
was considered since his respiratory symptoms
were new and of sudden onset. Accordingly, a
confirmatory pleural fluid cytology and
immunohistochemistry was performed which
revealed atypical plasma cells positive for
CD138 with lambda immunoglobulin light
chains restriction (Figure 2A-D). Concurrently,
his serum creatinine levels rose dramatically

dyspnea. The possibility of malignant effusion
was considered since his respiratory symptoms
were new and of sudden onset. Accordingly, a
confirmatory pleural fluid cytology and
immunohistochemistry was performed which
revealed atypical plasma cells positive for
CD138 with lambda immunoglobulin light
chains restriction (Figure 2A-D). Concurrently,
his serum creatinine levels rose dramatically
from 0.86 to 2.63 mg/dl and evolved to acute
renal insufficiency necessitating a cystoscopy
to place a ureteral stent. Although the patient's
kidney function improved after one cycle of
cyclophosphamide, bortezomib, and
dexamethasone (CyBorD), he developed
uncontrolled atrial fibrillation. The patient was
transitioned to hospice care and ultimately
died.




Case Report

Ascites revealing
peritoneal amyloidosis
and IgG kappa multiple
myeloma: A case report
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Case presentation

We report the case of a 71-year-old male
chronic smoker with a 50 pack-year history,
presented with abdominal distension among a

background of general deterioration. At his first
clinical presentation, he was alert, well
oriented in time and space, with a Glasgow

Coma Scale (GCS) of 15/15, he was also apyretic.

On physical examination, the patient was
bedridden, malnourished, and showed various
dermatological manifestations including
painless flesh-colored papules and nodules in
the pelvic region, ecchymotic purpura (Fig. 1,
Fig. 2), lower limb oedema, and a distended

abdomen with dullness on percussion.
Examination of the pleuropulmonary system
revealed we noted decreased vocal fremitus
and breath sound evoking a condensation
pulmonary syndrome.

Examination of the ascitic fluid indicated an
exudative profile (albumin = 35 g/1) with a
predominant cellular composition consisting
mainly of lymphocytes (569 white cells per m3,
comprising 60% lymphocytes). Despite
comprehensive assessments including cultures
and assays for neoplastic cell detection such as
quantiferon and antinuclear antibodies, all

yielded negative results.

An injected CT-scan was conducted revealing

pleural effusion, moderate ascites, peritoneal
thickening, and infiltration of abdominal fat

(Fig. 3). Histopathological analysis of peritoneal

biopsies disclosed Congo red staining under
polarized light, suggestive of amyloid deposits
(Fig. 4).
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