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Human Albumin Enhances Cisplatin Resistance to MCF7

Cells
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Abstract; [ Purpose | To investigate the effect of human serum albumin (HSA)combined with cis-
platin(DDP)on the resistance of MCF7 cells. [Methods] MCF7 cells were intervened with DDP at
different concentrations,and the inhibition rate of cell proliferation was examined by CCKS after
72h treatment. The 1Cs, concentration of DDP was selected to be combined with 10 or 20pmol/L
HSA respectively,and the inhibition rate of MCF7 cell proliferation by combined administration
was further detected. The samples were divided into blank control group,DDP group,HSA group,
DDP combined with HAS (10 or 20pmol/L)treatment group. Each group treated MCF7 cells for
72h and the expression of ERCC1 were detected by real-time quantitative PCR  (qRT—-PCR)and
Western blot. [Results] DDP combined with 10 or 20 umol/LL HSA on MCF7 proliferation inhibi-
tion rate were (50.97+1.50)% and (45.15+2.10)% respectively. The inhibition rate of DDP alone
was (55.60+5.20)%. qRT-PCR and Western blot assays showed that DDP combined with HSA
(20pmol/L)significantly enhanced ERCCI mRNA and protein expression. [Conclusion] DDP
combined with high concentration of HSA can induce resistance to chemotherapeutic drugs by up-
regulation of ERCC1 expression.

Key words : human serum albumin ;cisplatin ; drug resistance ; MCF7 ; ERCC1
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244 DDP(55.60+5.20)%(Figure 1),
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520 (Figure 2),
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Note:DDP+HSA 10:ICs, concentration of DDP combined with 10pwmol/L. HSA ;
DDP+HSA 20:1Cs, concentration of DDP combined with 20wmol/L, HSA.

Figure 1 Proliferation inhibition effect of different concentrations of
DDP and DDP combined with HSA on MCF7 cells(x+s,n=3)

— 3 K

8 %

5

3

= 2T

.c

T

-

(5]

- 1 e

z

/=

=
T 0 o 0
con© 0\)\)0? b 2“? )(\(\%IX\ Y\%Ps?'

AN )
Note ; * . P<0.05.

Figure 2 Effect of DDP, high concentration of HSA and DDP
combined with HSA (10pmol/L or 20pumol/L) on mRNA expression
of ERCC1 in MCF7 cells(x+s,n=3)
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Figure 3 Effect of DDP,high concentration of HSA and DDP combined with HSA on protein expression of ERCC1
in MCF7 cells(xzs,n=3)
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