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[ Abstract)Objective ; To evaluate influences of different blood purification treatments on expressions of ATP-binding cassette receptor
AT(ABCA1) in patients with maintenance dialysis. Methods:Between August 2010 and March 2012,30 uremia patients treated by
hemodialysis(HD),30 uremia patients treated by hemodiafiltration(HDF) and 20 healthy volunteers(control group) were investigated.
Peripheral blood mononuclear cells were isolated and stimulated to transfer to macrophages. Macrophages were identified by Oil red
O dyeing. Macrophages were collected to detect ABCA1 and nuclear factor-xB p65 (NF-«kB p65 )expression by using real-time PCR
and Western blot. Results ; Expression of ABCAI was significantly decreased in HD and HDF groups compared with that in control
group (P<0.01). Expression of ABCA1 was increased in HDF group compared with that in HD group(P<0.05). Furthermore , expression
of NF-kBp65 mRNA and protein in HD and HDF groups was higher than that in control group (P<0.01,P<0.05). Expression of
NF-kBp65 mRNA and protein in HDF group was significantly lower than that in HD group(P<0.01). Conclusions : HDF may increase
cholesterol efflux in human monocyte—macrophage derived foam cells,the mechanism of which may associate with inactivation of NF-
kBp65 pathway and increase of the expression of ABCA1 mRNA and protein.
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Tab.1 Analysis of patient’ s clinical data

g C

5 (k3 S JLiEF W RE FIEEF BJHEEE =R W EIREN REENREN (low density
(n) (%) ( pumol/L) (mg/L) (gL) (mmol/L)  (mmol/L) (mg/dl ) lipoprotein, LDL ) ( mg/dl )
HD#Z 30 553+103 9132+1543 841197 392+42 521+1.03 212+054 079+0.24 2.13 +0.64
HDF 41 30 53.1+122 84211492 7.10+1.61 37449 513+1.12 1.88+0.51 0.91=031 2.21+0.57
15 0.75 1.81 2.82 1.53 0.29 1.78 1.65 0.52
P >0.05 <0.05 <0.01 >0.05 >0.05 <0.05 <0.05 >0.05
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Fig.1  Morphology of mononuclear cells in a state of suspension
and deformed macrophages attached to cytoderm
( Inverted microscope, 200 x )
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Fig.2 Intracellular lipid drops of macrophages by oil red O

staining ( 400 x )
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Tab.2 Expression of ABCA1 mRNA in different groups

H50 B (n) ABCA1 NF-kB p65
popiEiil 20 1 1
HDF 4] 30 0.654 +0.118" 1.232 +0.232%
HD 4 30 0.335 + 0.097* 1.654 +0.273
FA4 3224 22.76
P <0.05 <0.05

T ra, HXTHELH L, P<0.05;b, 5 HD 4H 8%, P<0.05
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Fig.3 Expression of ABCA1 protein in different groups
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Tab.3 Expression of ABCAT1 protein in different groups

215 B (n) ABCA1
XA 2H 20 0.832 £ 0.165
HDF 4] 30 0.643 +0.179"

HD 2 30 0.443 £0.151*

FH 33.86

P{E <0.05

T ra, HXTIEL AL, P <0.05;b, 5 HD 4 Fb4E, P<0.05

X HRZH HDF4H HDZH
so G S S

4 FHABEMEMAE NF-«B p65 EARIRIE
Fig.4 Expression of NF-«xB p65 protein in different groups
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Tab.4 Expression of NF-«kB p65 protein in different groups

215 B (n) NF-kB p65
XJ HEZH 20 0.324 +0.068
HDF 4] 30 0.412 +0.074"
HD 4 30 0.675+0.119"

F{E 102.04

P1E <0.05

T ra, HXTIEL AL, P<0.05;b, 5 HD 4 4%, P<0.01
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