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Sudy on Bone Marrow Microvascular Density in Hematol ogical Diseases
GAO Wu, SONG Yan-Qiu, LI Wei, WANG Guan-Jun
Department of Hematology and Oncology, The First Hospital of Jilin University, Changchun 130021, China
Abstract To invedtigate the state and dgnificance of bone marrow angiogenessin hematologica dissases, bone marrow
microvascular dendty (BM-MVD) in plasticembedded section was examined usng acetonefixed bone marrow tissues
embedded in glyool-methacrylate (GMA) resn and by the method of immunohistochemistry. The results showed that
bone marrow MVD increased greatly in newly diagnosed hematologicd malignancies before treatment. BM-MVD in
patients with acute leukemia decreased down to the norma rarge as the controls at the time of conplete remisson. Inthe
non-remisson group , BM-MVD decreased less, but when relgpsed it increased again up to the same range as the newly
diagnosed hematological malignancies, dgnificant increase of BM-MVD was found in patients with anemia, but in less
degree than that in hematologicd malignancies. It is concdluded that bone marrow angiogeness plays a key role in the
pathogeness and devdopment of hematological maignancy. Antiangiogenic thergpy may be able to congitute a nove
srategy for the treatment of hematologica malignancies including leukemia.
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Table 1. Bone marrow M VD in blood disor ders

Group n Mean + D P p# P’
AML 21 21.58+1.53 0.00013 0.00001 0.388
ALL 5 17.37+1.99 0.0066 0.035

CML 5 23.15+2.48 0.0074 0.0164

anemia 10 11.29+1.21 0.0316

control 8 8.02+0.65

P : compared with control group , P # : compared with anemia group ,

P

: andyss vaue of variance among hematologic mdignancies (F =

1. 044)

Table 2. Bone marrow M VD in AML subtypes

Type n  Mean+ D Median (range) P’
M; 4 18.39+1.08 17.91(16.51- 21.22) 0.625
M, 6 22.36%4.26 20.78(7.35- 38.12)
M3 4 23.70+0.82 23.68(21.75- 25.70)
Mg 3 24.75%7.07 25.52(12.15- 36.59)
Ms 2 19.33%+0.87 19.33(18.45- 20.20)
Mse 2 18.91+1.50 18.91(17.41- 20.41)
P "-vdue: andyssvaueof rank sum test among AML subtypes(H =
4. 2965)
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Table 3. Bone marrow MVD in different stages of acute leukemias
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Acute leukemia stages n mean + SD P p* =
Complete remisson 11 9.39+1.47 0.407

Unremisson 6 15.82+2.12 0.042 0.048 0.056
Relapse 5 22.28+3.57 0.017 0.021 0.707
Pre-therapy 26 20.77+1.32 0. 00001

Control 8 8.02%0.65

P *: compared with remisson group , P
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