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CBC Chemistry
RBC (x10/ ul) 370 T-Bil (mg/dl) 0.49
Ht (%) 350 TP (g/dl) 6.9
Hb (g/dD 108 Alb (g/dl) 40
Plt (x10/ ul) 17.7 Glb (g/dl) 29
WBC (/ul) 14800 AST (IU/1) 231
N Myelo (%) 15 ALT (IU/1) 49
N Metamyelo (%) 25 ALP (IU/1) 557
N Band (%) 55 LDH (IU/1) 9757
N Seg (%) 575 BUN (mg/dl) 16.1
Eo (%) 05 Creat (mg/dl) 0.81
Lymph (%) 255 Ca (mg/dl) 10.3
Mo (%) 7.0

sIL-2R (1U/1) 3320
Coagulation Ferritin (ng/ml) 10137
PT (sec) 13.1
APTT (sec) 24.7 anti-Cardiolipin IgG (U/ml) <05
Fibrinogen (mg/dl) 524 Lupus Anticoagulant (<1.3) 1.23
D-dimer (u g/dl) 111
TAT (ng/ml) (<3.0) >60
PIC (ug/ml) (<0.8) 2.8
CRP (mg/dl) 104
Endotoxin (pg/ml) (<5) <5
f-D Glucan (pg/ml) (<11) <6
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SUMMARY

A 72-years-old male complained of fever, lumbago and malaise and visited our hospital. He was
diagnosed with diffuse large B cell lymphoma (DLBCL) at the other hospital 6 years ago, which
entered into complete remission by chemotherapy. However, lymphoma relapsed after 5 years, which
entered into partial remission by the re-treatment with chemotherapy. Laboratory data on admission
revealed increased levels of LDH, sIL-2R and D-dimer. Bone marrow aspiration smear and bone
marrow biopsy specimen revealed only necrotic cells. MRI finding of vertebrae revealed focal low
intensity on TI. These findings were compatible with bone marrow necrosis due to the relapsed
lymphoma. After chemotherapies by CHOP, R-CHOP, THP-COP, transient hematological improvement
was obtained and bone marrow aspiration smear revealed a few hematopoietic cells. However, these
treatments were not ultimately effective, and the patient died of multiple organ failure after 3 months.
Autopsy revealed progression of lymphoma, infiltration of lymphoma cells and necrosis of the bone
marrow. The infiltration of lymphoma cells in the bone marrow, DIC and inflaimmatory cytokine were
suggested for the pathogenesis of bone marrow necrosis.





