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Ectopic expression of LMO4 regulates NB4 cells

proliferation and differentiation
Qin Yu', Chen Qiongqiong', Zhai Zhimin®, et al
(' Dept of Biochemistry and Molecular Biology, School of Basic Medicine, Anhui Medical University, Hefei 230032;
*Dept of Hematology , The Second Affiliated Hospital of Anhui Medical University, Hefei 230601)

Abstract Objective To investigate potiential functions of LMO4 in regulating proliferation and differentiation of
acute promyelocytic leukemia cells ( NB4) . Methods The expression of LMO4 in the acute promyelocytic leuke—
mia cell line ( NB4) was detected using qRT-PCR and Western blot, respectively. Depending on lentivirus trans—
duction, NB4 cells with overexpression of LMO4 were established. The MTT assay was performed to detect prolifer—
ation; NB4 cells were induced by all trans retinoic acid ( ATRA) to differentiate into mature granulocytes, which
could be detected by using NBT test or flow cytometry for analysis of CD11b ¥ cells. Results Western blot analysis
showed that LMO4 ectopically expressed in NB4 cells, and expression level of LMO4 decreased during differentia—
tion induced by ATRA. After transduced by lentivirus containing human LMO4 ¢DNA, the NB4 cell line with
LMO4 overexpression was obtained according to detection of LMO4 expression using qRT-PCR and Western blot a—
nalysis. Compared to the control cells, the MTT assay showed LMO4 overexpression in NB4 cell could improve
cells proliferation; meanwhile, both NBT tests and flow cytometry analysis indicated that LMO4 overexpression
could also increase NB4 differentiation efficiency depending on ATRA induction. Conclusion Ectopic expression
of LMO4 in NB4 cells promotes cell proliferation, and increases differentiation potency of NB4 cells due to being a—
vailable of sensitiveness to ATRA.
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Effect of microRNA21 on EMT of human cholangiocarcinoma

xenografts in nude mice
Jin Zhiyuan'? ,Huang Qiang',Liu Chenhai' et al
( 'Dept of General Surgery, *Key Laboratory of Hepatopancreatobiliary Surgery of Anhui Province,
The Affiliated Provincial Hospital of Anhui Medical University, Hefei 230001)

Abstract Objective To observe the effects of microRNA21( miR21) on the epithelial-mesenchymal transition
( EMT) of human cholangiocarcinoma xenografts in nude mice. Methods (QBC-939 and QBC939-miR21 cholan—
giocarcinoma cells were subcutaneously injected into two groups of nude mice respectively as xenografts, expressions
of E-cadherin, N-cadherin and Vimentin were detected by Western blot ,RT-PCR and immunohistochemical analy—
sis. Results Compared with group QBC939, group QBC939-miR-21 xenografts showed the greater tumor weight
and rapider growth, expression of E-cadherin decreased ,whereas the protein expressions of Vimentin and N-cadherin
increased. Conclusion miR-21 overexpression enhances tumor growth, which promotes EMT phenotype and the
foundation for further study of miR-21 function in cholangiocarcinoma and mechanism is established.
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