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Detection of APE1 protein in multiple myeloma patients and its clinical significance
YANG Zhen-zhou', CHEN Xing-hua' , WANG Dong’, XIANG De-bing’, ZHANG Xi', ZHANG Qin-hong’ (' Department of He-
matology, Xingiao Hospital, 400037; *Department of Oncology, Institute of Surgery Research, Daping Hospital, Third Military Medical University,
Chongging 400042, China)

Abstract: Objective To detect expression of the apurinic/apyrimidinic endonuclease (APE1) protein in multiple
myeloma (MM) and illuminate its clinical significance. Methods —Expression and location of APE1 protein were de-
tected in MM cell line KM3, bone marrow specimens of 32 MM patients and 10 normal volunteers using immunocyto-
chemical staining and Western blot assay followed by measuring integral optical density by means of image analytic sys-
tem. Results Nuclear, nucleus/cytoplasmic and cytoplasmic types of APE1 positive staining could be noticed in MM.
Expression of APEIL gene in nucleus was significantly elevated compared with those in nucleus/ cy10p|$l§m and cytoplasm.
In normal control group, untreated patients group and relapse/refractory group, the positive degree of cyloplasmic stain-
ing was increased significantly in tum (P <0.05). Conclusion Expressive degree of APEl protein was associated
with MM therapeutic efficacy. High expression of APEl protein may indicate poor prognosis.
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A: Nuclear expression; B: Cytoplasmic expression; C: Nuclear/cytoplasmic expression
H1 SR8 MM EBET APEl EREAZABPRIE  (S-Px200)
Fig 1 Expression of APEI protein in nucleated cells of relapse/refractory MM patients  (S-P x 200)
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Tab1 Location of APEI protein in nucleated cells of MM patients

Cytopl Nucleus/
Groop N (%) cytoplasm(%)
Normal control 10 4(40.0) 0 0
Untreated patients 12 7(58.3) 0 2(16.7)
Relapse/ refractory 20 8(40.0) 2(10.0) 10(50.0) *

*: P<0.0l, vs untreated patients group
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Tab 2 Expressive degree of APEI protein in nucleated cells of MM patients

Nucleus Nucleus/cytoplasm
Group n C
- + 4+ - + +
Normal control 10 6 4 0 10 0 0
Untreated patients 12 3 4 5 10 2 0
Relapse/ refractory 20 2 4 14" 2 11 7™

*: P<0.05, **: P<0.01, untreated patients group
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1: KM3 cells group; 2: Relapse/refractory group; 3: Untreated patients
group; 4: Control group
B2 Western blot 43 APE1 7 MM & #& Bl H # 4B -h fY Rk
Fig 2 Expression of APE1 protein measured by Western blot in
nucleated cells of MM patients
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