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PCDH10 prevents muitiple myeloma cell escape from
epirubicin—induced cytotoxicity
Yuan Haiting, Chen Jianbin,Xu Yonghui,Y ang Zesong
(Department of Hematology,The First Affiliated Hospital of Chongging Medical University)

[ Abstract] Objective : To explore the influence and mechanism of PCDH10 on the chemotherapy of epirubicin in multiple myeloma
(MM). Methods :The PCDH10 expression was regulated by transfecting pcDNA3.1(+) PCDH10 in RPMI8226 cells. RT-PCR and
Western blot were used to test the transfection effect. The CCK-8 assay was used to evaluate cell proliferation. The Boyden chamber
and matrigel glue were used to construct migration and invasion model for detecting the influence of PCDH10 on epirubicin—induced
cell escape. Flow cytometry was used to test the CXCR4 protein expression. Western blot was used to assess the expression of RhoA
and MMP-9. Results : The mRNA and protein expressions of PCDH10 were significantly up regulated by pcDNA3.1(+)-PCDH10.
Epirubicin could inhibit cell proliferation in a dose—ependent manner but the ICs, for PCDH10—transfected cells(0.87 + 0.07) pg/ml
was much lower than that for vector~transfected cells(1.27 £ 0.02) png/ml(F=77.93,P=0.000). The effect that epirubicin could induce
cell escape could be inhibited by PCDH10(F=34.943,P=0.000). The expression of CXCR4 which could be stimulated by epirubicin
was decreased by PCDH10(F=117.269,P=0.000). PCDH10 could also reduce the expression of RhoA (F=1 818.250,P=0.000) and
MMP-9( F=523.764, P=0.000) obviously. Conclusion :PCDH10 could sensitize RPMI8226 cells to epirubicin and inhibit epirubicin—
induced cell escape. The down-regulating of CXCR4,RhoA and MMP-9 may act as an important mechanism.,

[Key words ]multiple myeloma ; protocadherin~10;epirubicin; CXC chemokine receptor 4;ras homolog gene family member A ;matrix

metalloproteinase—9
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HLE RNA , #5657 & (TaKaRa /A 7)) i8] 456 RNA 3
35 cDNA, PCR BRRIERN 12.5 pl, BN SA 54
#3557 SCHR(4]
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FeirEE (B 1), MERFEH . PCOHI0 R RIFERA
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n B-actin(268 bp) IR §—octin 42 kD
L REEYA 2. o FURIEEH4H ;3. PCDHI0 #5340
B 1 PCDH10 BEER IR RPMIS226 MR R ThRiE
Fig.1 PCDH10 expression regulated by transfection
in RPMI18226 cells
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Fig.2 Inhibition effect of epirubicin on RPMI8226 cells
proliferation augmented by PCDH10
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%1 PCDH10 B{ERFEBR/ER T RPMIS226 4HARH ICx
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A {1148 ICsp 7K (pg/ml)
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25 FUbIE YLl 3 1.27 £0.02
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BB W Bt 18] 59 FE 1 W30 (F=63.915, P=0.000) , 5340 5 B¢
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2 PR R R 4, R E 4% H B B i (1=5.913,
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Tab.3 PCDH10 inhibited epirubicin—-induced escape
in RPMI8226 cells
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A 1 2 3 4 B 1 2 3 4
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Fig.3 PCDH10 down-regulated the expression of RhoA and
MMP-8 in RPM!8226 cells
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