+ 570 - pieEFIZRBEORAE 2013FE8328H 1235 §E8HF  ChinJ Mult Organ Dis Elderly, Vol.12, No.8, Aug 28, 2013

- AR NI E A

WaldenstromEKERQMENFEE., @AEEERE ., dAiaEEEIL
ROFEMERR

B, 8 3, FHT, XHRE, BNE ERE

(Jemt R AR E R MBoR I i, JLat 100044)

[ ZE]1B& ZHrwaldenstromE BREE [ MAE (WM ) TEZS2F . AN S B | A0 3815 2 LA 4y T4 0% (MICM )
SR AR . Ak URAE1999 % 20104F MICMZERL 52 B MM I WM ER #4141, 32741 | £c 1449 o a1k 43 L e R 22 B
HEOAS . AR R M fe . SRR AR LN EHE . BRI R APUR (PRAME) yFRE K HS
IGRTE Z MR, &R A& faE# 558.5%. i mRER A 54Hr . CD19FH:100.0%, CD20FH P:97.6%, CD38
FAPE74.1%, FMCT7BAT:36.9%, CD5FH{E10.0%, CD23FH:31.6%, HLA-DREA14:83.3%, CXCR4FHM:85.7%. # ML4NAE
L 2 DL R 58 6 TR 2 38 R RE e P 2 B i A5 2 % . PRAMEZE WM Hh 3R 30, L5554 v Ik £ 200 i 50 6

MAGECL/CTT/EWMH R ik . WM & F 2 B PUI& 407 SR B I I + K B o + G FR 1R e Ay (COP) 7 RiIBYT
RIWWALFLES, &1t WMEAMEFMICMERE, ifidMICMB LS RIA B T2 9132 Wr WM X5 A7 W, A
B G AR UL B A

[ 438 ] Waldenstrom BREE [ IMILE; s R, AN 1528, 1677

[hES%E] RS53 [ xmkiRiR®am ] A [ DOI] 10.3724/SP.J.1264.2013.00143

Morphology, immunophenotypes, cytogenetics and molecular biology of
Waldenstrom macroglobulinemia

LU Jin, BAO Li, LU Xi-Jing, LIU Yan-Rong, LAI Yue-Yun, HUANG Xiao-Jun”
(Institute of Hematology, Peking University People’s Hospital, Beijing 100044, China)

[ Abstract] Objective To analyze the morphology, immunophenotypes, cytogenetics and molecular biology (MICM) abnomaities
of Waldenstrom macroglobulinemia (WM). Methods Clinical data of 41 patients with newly diagnosed WM from 1999 to 2010
were collected and studied retrospectively (including 27 males and 14 females). Their clinical manifestations, cell morphology in
bone marrow, immunophenotypes, and cytogenetics, immunoglobulin heavy chain gene rearrangement, and expression of
preferentially expressed antigen of melanoma (PRAME) were examined by G-banding and FISH, PCR-IgH and RQ-PCR-PRAME
and MAGE C1/CT7, and the results were analyzed with clinical prognosis. Results The incidence of high risk patients accounted
for 58.5%. Their imunnophenotypes was 100.0% positive to CD19, 97.6% positive to CD20, 74.1% positive to CD38, 36.9% positive
to FMC7, 10.0% positive to CD5, 31.6% positive to CD23, 83.3% positive to HLA-DR, and 85.7% positive to CXCR4. There were
specific cytogenetic abnormalities found by G-Banding and FISH. RQ-PCR-PRAME had high quantities in WM, which was related to
the number of lymphocyte in bone marrow. The MAGE C1/CT7 was negatively expressed in WM. There was no significant survival
difference between the Rituximab containing regimen and COP (cyclophosphamide combined with vindisine and prednisone) in
treatment of WM. Conclusion WM has specific MICM characteristics. Integrating those measures is helpful to diagnose WM as
early as possible, and to monitor the disease during the treatment. Rituximab has no survival benefit in this cohort of patients.
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Table 1  Immunophenotype of WM

Antigen Freguency Positive(%)
slg 41/41 100.0
CD20 40/41 97.6
CD19 41/41 100.0
CD103 0/22 0.0
CD38 20/27 74.1
CD138 4/17 235
FMC7 7/19 36.9
CD5 2/20 10.0
CD23 6/19 31.6
CD10 0/24 0.0
CD11c 2/16 12.5
CD25 0/13 0.0
HLA-DR 5/6 83.3
CXCR4 5/7 85.7

WM: Waldenstrom macroglobulinemia
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Figure 1  Progression free survival and overall survival for WM with
Rituximab containing or not
WM: Waldenstrom macroglobulinemia; R: Rituximab; COP:
cyclophosphamide combined with vindisine and prednisone
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