Cancer Research on Prevention and Treatment

TAK-24254 \ 55 2t B SR LR L S = S
B, A

FHASL:
BOpEpE, M. TAK-242%0 N 22 Vi e 40 ML A8 S R T i s2 e [J]. IR B i 9, 2019, 46(04): 322-326.

DUAN Pingping, Al Limei. Effect of TAK-242 on Proliferation and Apoptosis of Human Multiple Myeloma Cells[J]. Zhong Liu Fang Zhi
Yan Jiu, 2019, 46(04): 322-326.

TEZR R View online: https://doi.org/10.3971/j.issn.1000-8578.2019.18.1743

TR AT BERRAR  HAt SO

Articles you may be interested in

S RMERTEZ KA B BRI T B BUIR S AR
Current Status and Challenges in Treatment of Relapsed/Refractory Multiple Myeloma
JbIRE B IR ST 2019, 46(09): 759-765  https://doi.org/10.3971/j.issn.1000-8578.2019.19.0871

TL AT 2009—20144F 22 M5 B89 A0 73 B
Incidence of Multiple Myeloma in Shenyang from 2009 to 2014
JifIgd D7 1A ST 2019, 46(06): 547-550  https://doi.org/10.3971/j.issn.1000-8578.2019.18.1851

RNAZR G IR ENE- k bR R A R CNE- LRSI (228 51T
RNA Polymerase I Inhibitor Regulates Proliferation, Invasion and Apoptosis of Nasopharyngeal Carcinoma Cell Line CNE-1 by NF-«k b
JbIRE BT IR ST 2019, 46(04): 294-300  https://doi.org/10.3971/j.issn.1000-8578.2019.18.1211

CD20+22 S F BB A I R R AR T IFSE
Clinical Characteristics and Treatment of Multiple Myeloma with Positive Expression of CD20
Jigd D7 1A ST, 2017, 44(1): 34-37  https://doi.org/10.3971/j.issn.1000-8578.2017.01.007

T A AE U RS MK 20 M JeE 15141
One Case of Solitary Plasmacytoma of Skull Bone with Teenagers
JbIRE B IR ST 2017, 44(1): 79-80  https://doi.org/10.3971/.issn.1000-8578.2017.01.017

.
=
=

REEN MIERA


http://www.zlfzyj.com/
http://www.zlfzyj.com/
http://www.zlfzyj.com/
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.18.1743
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.19.0871
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.18.1851
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.18.1211
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2017.01.007
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2017.01.017
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2017.01.017

© 322 ADBBLH 38372019 F 85464555488 Cancer Res Prev Treat,2019,Vol.46,No.4

doi:10.3971/j.issn.1000-8578.2019.18.1743 . Eﬁﬂﬁﬁ?ﬁ .
TAK-242%F N\ 22 A a e ieg A s ve N -1 -1

5%

BORSE, ST

Effect of TAK-242 on Proliferation and Apoptosis of Human Multiple Myeloma Cells
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Abstract: Objective To investigate the effect of Toll-like receptor 4 (TLR4) specific inhibitor TAK-242 on
the proliferation and apoptosis of human multiple myeloma cell line RPMI8226. Methods Treated with 0,
20, 40 and 80 umol/L TAK-242, the human multiple myeloma cell line RPMI8226 with logarithmic growth
were divided into control group, group A, group B and group C, respectively. After 24 hours of culture, the cell
proliferation inhibition rate was detected by CCK-8 method; the apoptosis rate was detected by Annexin-V/PI;
the expression levels of TLR4 and Myd88 mRNA were detected by RT-PCR; the protein expression levels
of Myd88 and NF-kB were detected by Western blot. Results Compared with the control group, the cell
proliferation inhibition rate and apoptosis rate of group A, B and C were increased; the expression levels
of TLR4, Myd88 mRNA and the protein expression levels of Myd88 and NF-kB were decreased; and the
differences among group A, B and C were statistically significant (P<0.05). Conclusion TAK-242 could
inhibit the proliferation and promote the apoptosis of human multiple myeloma cell line RPMI8226, which
may be related with the inhibition of NF-kB signaling pathway function.

Key words: Multiple myeloma; TAK-242; Proliferation; Apoptosis

i E: BHY AR Toll#f 24k4 (TLR4) 4 b4y 4] #] TAK-2425F A $ R 1 8 9% 49 IR AR RPMI8226
W AR T Hra, Bk FOTRMARGA S L E MG 2 IERRPMIS226 AA | B, CLLA X1
28 (Control ) , A, B, CZA5 A M ANLEFE H20, 40, 80 umol/LETAK-242, ¢ F&LA R Hediph) 7],
324 W), KRIACCK-8:kA 4m A3 74 49 4] % ; Annexin-V/PI# | 2o fJ8 == % ; RT-PCRA& M| 2 ff
TLR4, Myd88 mRNAG#) & iAK-F; Western blot#x ] 28 fMyd88 ., NF-xB#y & & kAL, R A,
B. Chasmpasgsidpd . A %45, TLR4, Myd88 mRNA & ik K-F ZMydSS. NF-xB# & & &k ik
R BAR, BOREZ A0 £ F A G FEL (P<0.05) . G458 TAK-242T#pHl A % KA 358
20 JRRPMI8226#9 34 54, ARt 2w i/ =, HALH) 7T 4k A NF-kBAZ 5 1@ % 7 Ae A 47 41 .
KR AW EHIE,; TAK-242; 3g5; AT

FESES: R7333

MERFRIRAS: A FFRURLE (R AR 55) 4R 1R A5(OSID) :

0 5|5 FEAEIT . BT A s i T AN MRS AT, (HRYTRIOCR

Z RV E#E (multiple myeloma, MM ) LA AR, Z ke 2 H AT IR SR B R
B R AN A ARG A SRR, R IR R SR — MR AR ERY, X R 2R SRR R Y
PEMPIE , R OR Tk, EFRE 1 RN % HIT BRI A S . KA. AR
211075, A5 0 2 KB BEIRIGIT A IRWFFE R . AWIRYT X 2 kB iR HoA R A7
MY, Wk, SR LR A YIRIT I
ﬁfﬂﬁ,a 290 = T R S R LR el

WisHER: 2018-11-15; fEEIHH: 2019-01-30 R

BEEWB . O7 40885 k451 % (20180550001) v - )

FEREALT. 121000 44M, 4 M EFH X 5 B 2 — E B T"“#?ﬁﬁg“ (Toll like receptors 4, TL
it B . R4 ) JE— PP 2 4, J8 T 1 2 i i

WS SO il aim 21001 @63 con (17, R AR B AT LR B B 28 1,

VEEEN: BEE (1988-) , 4, MEEiE, £EM
ER NN T 5 AT 2R S g, s R, TLR4



AYEBRH38 32019 F 55464555488 Cancer Res Prev Treat,2019,Vol.46,No.4

* 323

i 3 R AR 1 96 SRR 5 43 7880 (pathogen-
associated molecular patterns, PAMP ) B fiif/i4H%
7 FH#E2 (damage- associated molecular patterns,
DAMP) RG], AT A ST Y 1A Ho g2 FAR AR
Pegap! . TLRAZERYERN . o MR A9 & A
RIEH BEAELEREWN, B EIEMyd88/NF-xB
e . 5 S IR A B Y e g kot | i R
Y M A S A AUEAL . R R A R T, PR
TLRAR] REZs BN I AE G YT BT s . BRI,
ABFFEEE T TLRAIN I TAK-2423F N\ 2 KAk
HERE A M ARRPMIB226 H9FH . T HsEm, IR
AT RERIAVE FIBILAR

1 #MR5AE
L1 4 K

N2 M iR A M AR RPMI8226 Hi v [ = 2
BE# B R B2 B S g 2 9 17 o S sl &
POt RN & A & RABMAH . 51Y&
S e 127 e v A ) TR BR S W) 58
L1, Myd88. NF-xB. GAPDHYJLIAM) B 5
Abcam/AH], TAK-2424 H ¥ EInvivoGen/A 7l ,
RPMI16401% 57k W H € [E HyClone/A 7], CCK-8
A& A HA R AL+ 5E P, Annexin-V/PTi{
FIEEE F o 2 A R A PR A F

&1 PCR3|MF5!

Tablel Sequences of PCR primers

Genes Primers
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Inhibition rate (%)
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A: 20umol/L TAK-242 group; B: 40pmol/L TAK-242 group; C:
80umol/L TAK-242 group; **: P<0.01, compared with control group(0)
Bl CCK-$EM AR KEMEFIXA L L1t FIEREH
FIRPMI82263& 58 K41 I {F

Inhibition effect of TAK-242 at different
concentrations on proliferation of human multiple myeloma
cell lines RPMI8226 detected by CCK-8 assay
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Myd88 mRNA expression

0.0
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**: P<0.01, *: P<0.05, compared with control group

E3 RT-PCRIEMAFEIREMHFIIERFALLETIERE
HHITLR4. Myd88 mRNAR)FRILKFE

Figure3 TLR4 and Myd88 mRNA expression in human
multiple myeloma cells treated with different concentrations
of TAK-242 detected by RT-PCR

Myd88 protein expression
Control A B C

Mydss N S S S 33|
GAPDH <l <D GEED <D ;D

NF-xB protein expression
Control A B C

NE-«B [M———— s
GAPDH vl i < 3D
**: P<0.01, *: P<0.05, compared with control group
El4 Western blotiill REIREMFIFIERBEALLMET

DS 4MAIMyd88. NF-xBHIE AFRILIER
Figure4 Expression of Myd88 and NF-kB in human

multiple myeloma cells treated with different concentrations
of TAK-242 detected by Western blot
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