MiR-410 ¥ % & 1% B & 765 2 el 35 78 #0
SET Al

B OARLEBEZ®LAFN B ARG, EEE!
(1. NEE BB 22 e B B, 52T PEARNG 4F 010050
2. W RN BT B X R B, N 5 I AN 010050)

O E.[HM] KN miR-410 5 HMGB1 78 £ & 1k B 865 b it 26 35 2K S Je Hox 4 it 186 4 5
{278 RE 1 B2 BRI miR-410 76 22 K Pk a BE i BOw R I EH . [k ] SEnd ool i PCR
i 22 2 M B9 B A AT T miR-410 1) #3k 7K 8 BRI H 40 8t HMGBI & 1%
KK CCK8 5256 Al Boyden 1278 /N3 5258 43 591 FH 46 100 400 Jta 348 5 05 1k K AR 22 BE 1 5 WL e
F R A S H TR miR-410 5 HMGB1 2 [8] A4 AH B AE H 5 38 52 8 20 ook # S 4 it 5% G
T AT 5% 35 R 7E A P9 A 3K 5 3 o S R R O AR A R FE PR B IE miR-410 X g A
K52, (450 ] MiR-410 78 2 A& PE i 8 8 56 S 40 i v 23534 M (P<0.01) , 1 HMGB1
IR FIH (P<0.01)  MiR-410 410 i 2 1 B 1 9 40 e i 384 58 AR 22 (P<0.01) . MiR-410 i i
5 HMGBI1 9 3°UTR fEH , fi s P8 4% HMGBI1 9235 , MiR-410 i i3 T 8 HMGB1 il £ %
VB B R A B R4 28 (P<0.05), MiR-410 1) 22 % kB B8 A R /0 UM R A4 K (P<
0.05). [4516] MiR-410 i 3 f fm) J8 45 HMGB1 223k , 4 22 & P 5 6 93 40 i 34 i AR 28, A
T 410 o) Jeb R e e

F5A  2 &M B ;miR-410; HMGB1 ; 40 i1 4% 58 ; 20 ifd (= 78

B4 %S . R733.3 T HkERIRAD ;A X EHS1671-170X(2019)02-0133-07
doi:10.11735/j.issn.1671-170X.2019.02.B01 1
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Abstract ; [ Objective ] To investigate the expression of miR-410 and HMGBI1 in multiple myelo-
ma(MM) and its effect on cell proliferation and invasion. [ Methods] The expression level of miR-
410 in bone marrow of MM patients and multiple myeloma KM3 and U266 cells was determined
by qRT-PCR. The expression level of HMGB1 was analyzed by Western blot. The CCKS8 assay
and Boyden chamber assay was used to detect the cell proliferation and cell invasion,respective-
ly. Dual-luciferase reporter assay was performed to determine the interaction between miR-410
and HMGBI1. The expression levels of miR-410 and HMGB1 in cells were modulated by recom-
binant plasmid construction and cell transfection. The nude mice model of MM xenograft was es-
tablished to verify the effect of miR-410 on tumor growth. [Results] MiR-410 was down-regulated
and HMGB1 was up-regulated in bone marrow of MM patients and MM cell lines (all P<0.01).
MiR-410 inhibited the cell proliferation and invasion of multiple myeloma cells(P<0.01). MiR-410
negatively regulated the expression of HMGB1 through targeting 3’ UTR of HMGB1. MiR-410 in-
hibited the growth of MM tumor in nude mice xenograft model (P<0.05). [Conclusion] MiR-410
inhibits cell proliferation and invasion of multiple myeloma through negatively regulating
HMGB1 ,leading to the suppression of development and progression of multiple myeloma.
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Figure 1 Expression of miR-410 and HMGBI1 in bone marrow of MM patients and

normal subjects
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Figure 2 Expression of miR-410 and HMGB1 in cells of MM and PBMC
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Figure 3 The effect of miR-410 on cell proliferation and invasion in MM
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Figure 4 Verification of targeting relationship between miR-410 and HMGB1
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Figure 5 The effect of miR-410 and HMGB1 expression on cell
proliferation and invasion in MM
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Figure 6 The effect of miR-410 on tumor growth in mice xenograft
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