20124 F 83988 111 "P @ ﬂ"" ﬁg % 2’\ 757
- Hosb AR

Bitd B R ES S M4 be -2 VEGF 1R
%u&ﬁﬁﬂt%ﬁﬁ

EBREREY F Y FiEmY OFRMY EXE"

WE BW: AT A FF %44 (MDS)bel-2, VEGF 3 R & A B v o 4w JL R AL B T 2 18] 69 & £, 4838 MDS & % AL

2, FFik s MDS & F B A E AR AR T UL R RS A AR & R b g IO A SR M UL R R AT Ak 4l I 2 A (ALIP)
LRI F R, y’ﬁ,a’ 28 224 5 Ze &I bel-2 & VEGF #u R 89 & 3% , TUNEL sk Ae ) 2% oo 2 0 RAZ R =, G5 1360 855 839

HRRREGFHEh, FHdh:ER R @I AET REAME,RA RAEB ML & & 7% % o A U B R 3] ; A 64 8 &4
ALIPHL% , & “PRA 34 (3/8,37.50%) , RAEB 341 (3/5,60.00%) ; VEGF [aH % & 941 (9/13,69.23%) , 2L ¥ RA 641 (6/8,75.00%) ,
RAEB 341 (3/5,60.00%) ;bel-2 Fabk# & 74, 24 RA 441 (4/8,50.00% ) ,RAEB 34 (3/5,60.00% ) ; TUNEL A& 13 4] % %34 4 [
Pl ALTP BL % 4, 2 e g i K A RAZ A =9 B,/ bel-2 . VEGF 5 TUNEL £ R Z Al R ILAA B £ 5%, 4518 MDS B34 5
RRVAR W BB =, 7 TUNEL 3R 4R T AR L 58 8 AR Bk 45 3 69 4] MDS 40 i R4S 8 =9 77 % . 45 R4 %= MDS
BH ALIP I 24 Htm 08 AL S, 48 R 42 MDS & 4m o 0 o= Fn Btk 5 1538 70 VT Ak 2 P AP A R B e ALl

XEIE MW AFTLEAE bel-2 VEGF JR{zHA TUNEL

doi:10.3969/j.issn.1000-8179.2012.11.001

Investigation of bcl-2 and VEGF Antigen Expression and In Situ Apoptosis of Hematopoietic

Cells in Myelodysplastic Syndrome
Zhixiang QIU', Ting LI*, Xi'nan CEN', Weilin XU', Hanyun REN'
Correspondence to: Hanyun REN; E-mail: renhy0813@163.com
'Department of Hematology, The First Hospital of Beijing University, Beijing 100034, China
*Department of Pathology, The First Hospital of Beijing University, Beijing 100034, China

Abstract Objective: This work aims to investigate the relationship between bcl-2 and VEGF antigen expression and the in situ
apoptosis of hematopoietic cells in myelodysplastic syndrome ( MDS ), and to discuss the pathogenesis of MDS. Methods: Through
bone marrow biopsy, the degree of bone marrow hyperplasia, morphological abnormity of hematopoietic cells, and histopathological
change, called abnormal localization of immature precursor ( ALIP ) in light microscopy were observed. Immunohistochemistry was
used to monitor the bel-2 and VEGF antigen expressions. The in situ apoptosis of hematopoietic cells was detected using the terminal
deoxynucleotidyl transferase-mediated dUTP nick end labeling ( TUNEL ) method. Results: Different degrees of hematopoietic abnor-
malities were found in all 13 cases. The two groups with refractory anemia ( RA ) and refractory anemia with excess of blasts ( RAEB )
had no significant differences. ALIP was detected in 6 cases, of which 3 were RA ( 3/8, 37.50% ) and the other 3 were RAEB ( 3/5,
60.00% ). Positive VEGF expression was observed in 9 cases, of which 6 were RA ( 6/8, 750% ) and the other 3 were RAEB ( 3/5,
60.00% ). Positive bcl-2 expression was found in 7 cases, including 4 with RA ( 4/8, 50.00% ) and three with RAEB ( 3/5, 60% ). All
patients had positive TUNEL results. The patients with ALIP showed higher degrees of in situ apoptosis of hematopoietic cells. Conclu-
sion: MDS patients have various degrees of abnormal apoptosis of hematopoietic cells. The TUNEL method is simple, practical, sensi-
tive, convenient, and specific tool for detecting in situ cell apoptosis. However, the mechanisms in hematopoietic cell apoptosis and
clonally malignant proliferation in MDS patients may differ greatly.
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Figure 1  Immunohistochemical staining of bel-2 and VEGF
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Figure 2 In situ cell apoptosis detected by TUNEL method
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Table 1  Clinical situation and results of detection for ALIP, VEGF, and
bel-2 using the TUNEL method in 13 patients
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