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WE AT KA ARNA MALAT L& 74 7% 1 K B2 ik &% (diffuse large B cell lym-
phoma, DLBCL) % & 494k A 2T 6% 69 5T AL, iZ #F 5 £ R 913 /~DLBCL %0 2 % SU-DHL-14=
SU-DHL-4, # it & iA R EAKMALATI, & 52 B 5% 567 F PCR 52 3 - #7 &40 40 et F MALAT1#) &
ik K-F, I CCK-8 5 36 A BrdU45 N\ 5 3o o A7 4 el 38 78 7% M, ) Annexin V/PIXUARE 5 B A5 ) 4m iR,
BT KF, B &G %P T 5 5 4 #rB-catenindz 5 i@ B 09 F MR, 4 R & I, 5 Control8 48
b it & IAMALAT1, DLBCL %8 . F MALAT1 89 & i& & % 4% 5 (P<0.001), i3 A E 2 E 75
(P<0.05), BrdU Fa 14+ 28 i bo 7] 2 3 4+ 5 (P<0.01). 5 4% 4 3+ FBSiRNAZH 4m L 48 bb, 4% X MALATI
SiIRNAZE 0 IEMALAT 1 & A K- 2 2 F 4(P<0.01), it 74 7% 4 2 % T %(P<0.01), BrdU 84 40
e b B2 T [4(P<0.001), /et A18 = o) 2 3% 7+ 3 (P<0.001). & & R EEIFLERET, &
FAMALATI4E # 7 GSK3B#) 5% BL AL & B-catenin®? 7& 1L, f S IKMALAT 1 F&1K T GSK3p &4 B 84
1 B B-cateninéy 7EAL, X 2 F IS4 IE K B, MALAT1 T4 #t DLBCL %8 iR 6438 74, 49 4] s L8 ==, %
"% 48 it B-cateninfz 5 i@ 3449 7F L.
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Effects of Long Non-Coding RNA MALAT1 on Proliferation
and Apoptosis of Diffuse Large B Cell Lymphoma

MA Le', GONG Qiang ', LI Xi?, CHEN Jieping'*
(‘Department of Hematology, the First Affiliated Hospital of Army Medical University, Chongqing 400038, China,
“Department of Infection, the First Affiliated Hospital of Army Medical University, Chongqing 400038, China)

Abstract This study was to investigate the role of long non-coding RNA MALAT1 in DLBCL (diffuse
large B cell lymphoma) and the underlying molecular mechanism. DLBCL cell lines SU-DHL-1 and SU-DHL-4
were cultured in vitro, and MALAT1 was overexpressed or inhibited. The expression level of MALATT1 in each
group was analyzed by real-time qPCR. The proliferation activities were analyzed by CCK-8 assay and BrdU stain-
ing assay. The apoptotic rates were detected by Annexin V/PI double staining assay, and the activation of -catenin
signaling pathway was analyzed by immunoblotting assay. Compared with Control group, overexpression of
MALAT]I, the expression of MALAT1 in DLBCL cells was significantly increased (P<0.001), cell proliferation
activity was significantly increased (P<0.05), and the proportion of BrdU positive cells was significantly increased

(P<0.01). Compared with the control siRNA transfection group, the expression level of MALAT1 and proliferation
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activity of cells in the MALAT1 siRNA transfection group were significantly decreased (P<0.01), and the propor-

tion of BrdU positive cells was significantly decreased (P<0.001). The proportion of late apoptosis was significant-

ly increased (P<0.001). Immunoimprinting results showed that overexpression of MALAT1 promoted the phos-

phorylation of GSK3p and the activation of B-catenin, while inhibition of MALAT1 decreased the phosphorylation
of GSK3p and the activation of B-catenin. These results indicated that MALAT1 could promote the proliferation of

DLBCL cells, inhibit apoptosis, and affect the activation of f-catenin signaling pathway.
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verse: 5'-ATT CGG GGC TCT GTA GTC CT-3'; U6-
forward: 5'-CTC GCT TCG GCA GCA CA-3'; U6-
reverse: 5'-AAC GCT TCA CGAATT TGC GT-3',
1.3.3 CCK-84m e3¢ 54 £ %  SU-DHL-1MISU-
DHL-44 ffl 28 33 % 44 3 3238 # ARk 8siRNA 24 h)5,
B CEAT i, Jf BN, LLREFLS 00041 B
FhFo6fLA M FEt b . RIS 550, 1. 2. 3K
B 5 984, B FLINN10 uL CCK-8K W, R IR
TR 2] Ja 2R BERE T4 h, A Eg AR A DysolE -

13.4 BrdU# & tomsmiegzhd  SU-DHL-140f1%%
Yuid Rk B A ESiRNA 24 b5, AR FREF 10 uL
1 pmol/LI¥BrdU, &G E 1737 °CH: 7= 46 5 12 he
Bt 5 oA AT, 4% 22 5% H S VAV 52 10 miin,
B J5 F10.2% Triton X-10038# 3% 10 min, 5 J& I APE-
BrdUHi/A 4445 min. 4yt )5 (140 i A5 I 204
I M PEIBIE 7 615 5 .

1.3.5 Annexin V/PIX &M 40 fe. A=  SU-DHL-1
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Relative MALATI level

Relative MALATI level

*P<0.05, ***P<0.001.

*P<0.05, #*P<0.01, ***P<0.001.
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Fig.3 Flow cytometry analyzes the effect of overexpression and knockdown of MALAT1 on cell division
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Fig.4 Flow cytometry analyzes the effect of knockdown of MALAT1 on cell apoptosis
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Fig.5 Immunoblotting analyzes the effects of overexpression and knockdown of MALAT1 on B-catenin signaling pathway
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