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Expression and clinical significance of Id1 and its gene in diffuse large B-cell lymphomas”
Ren Minggiang' ,Yuan Zhong' ,Su Jun®
(1. Department of Hematology ;2. Department of Pathology A f filiated Hospital of Zunyi Medical
College, Zunyi,Guizhou 563003, China)
[Abstract | To investigate the expressions and clinical significance of Id1 in diffuse large B-cell Lymphomas (DL-

BCL) tissue and Id1 gene in bone warrow cell. Methods

Objective
Forty cases of DLBCL (observation group) and 25 cases of reactive lymph-
oid hyperplasia (control group) were included in this study which were admitted by our hospital from October 2011 to October
2014. The expression of Id1 proteins in DLBCL and reactive lymphoid hyperplasia were detected by imunohistochemical technique.
The expression of Id1 genes in all patients’ marrow cells was detected by reverse-transcriptase polymerase chain reaction. The data
In 40 DLBCLs, the positive rate of Idl were 75. 00% (30/40) , which was
higher than in RHs 32.00% (8/25) , with statistic difference (P =0. 001). Idl protein was not correlated with sex and age (P>
0. 05) ,but was correlated with clinical stage, LDH level and extranodal infiltration(P<C0. 05). The expression of Idl genes in mar-
row cells in DLBCL was higher than in RH (IdImRNA level 2. 8040. 87 ws. 1.3740.51,P<C0. 05) ,and also correlated with clini-

cal stage, LDH level and extranodal infiltration(P<C0. 05). Conclusion The expression of Id1 proteins and genes are much higher in

were collected and analyzed by designed person. Results

DLBCL tissue and marrow and probably related to the prognosis of DLBCL. This discovery would contribute to predicting prognosis
of DLBCL, which also could be a therapeutic target of DLBCL in the future.
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