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Effect of albumin-bound indoxyl sulfate on the chemotaxis in monocytes
Shi Zhengmin, Zhou Baoshang, Chen Yu, Gong Yi, Yuan Fahuan ( Department of Nephrology, Xinqiao Hospital, Third
Military Medical University, Chongqing, 400037, China)

[ Abstract ]| Objective To determine the effect of albumin-bound indoxyl sulfate (IS) on the activity
of chemotaxis in the monocytes and investigate its underlying potential mechanism. Methods  Different
concentrations of IS were bound to 4% human serum albumin ( HAS), and the binding efficiency was
evaluated by high-performance liquid chromatography ( HPLC). CCK-8 assay was employed to evaluate the
proliferation of THP-1 cells after exposure to free IS and albumin-bound IS at different doses for 24 h. After
free and albumin-bound IS were respectively incubated with THP-1 cells for 24 h, Transwell chemotaxis
chamber was used to measure the chemotaxis, ELISA was employed to evaluate the contents of monocyte
chemoattractant protein-1 ( MCP-1), and flow cytometry was adopted to detect the protein expression of
chemokine receptor CCR2. Results The protein binding efficiency of albumin-bound IS was about 90% .
Both free and albumin-bound IS suppressed the proliferation of THP-1 cells (P <0.05) , and up-regulated the
MCP-1 and CCR2 in THP-1 cells in a dose-dependent manner ( P <0.05). Conclusion Albumin-bound
IS, like free one, enhances the chemotaxis of monocytes by up-regulating the expression of MCP-1 and CCR2.
Eliminating albumin binding IS is beneficial to reduce cardiovascular events, inflammation, and infection-
related complications in uremic patients.
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fuZZ1 CCR2 AR I .
1.3 %itSoM

K] SPSS 18.0 Gt # /i s Bkl Ll & + s o,
22 8] 25 57 FL AR F LR 2R Jr 224307, 401 1) R G EL e
R FH LSD #5565 ( Jr 2255 i) 3R H Tamhane” s T2 455
(FFZEARFFRE) o PIZLIA 2253 Ho s il F A4 ¢ AR

2 HFR
2.1 &G AR R T

B AR AL A R BN, AR E R A S 1S
(4% HSA +1S 100,200 400 .800 wmol/L) f5E 4454
RKAVHH 88.5% ,87.2% ,90.8% F192. 15% , 5 3CHik



966 B =R, 2016,38(9)

http : //aammt. tmmu. edu. cn

[2 ] AP R s W 2 11 45 3 R 249 90% M, W &
F4a 1S il s i, AT T g i s. K1 4%
HSA +18 200 pmol/L ¢ & £H i o AR (3 1 o

PRERmTE) AL WEG
8.269 |1055666483[25458282)

25004

8.269

20004

. 1500
fan

U {4

= 10001

500

0 = =

B e
500 6.00 7.00 8.00 9.00 10.00 11.00
H 8] (¢/min)

CREamff EEl | e

135370124459795

8.288

0 i AN

500 6.00 7.00 8.00 9.00 10.00 11.00 12.00
B8] (/min )
A FRER V| PR B AR R 92 (1S 200 wmol/L) ;B: & & 45 & FLER
vk By (4% HSA +1S 200 wmol/L) # 3%
Bl S3EMEeIEERNISHEALESE

2.2 FAER|EEr*T THP-1 48 e 64 32 78 47 25 4 JF)

CCK-8 Z5 L (18 2) Wn, Ui e 1S 4 5xf Bl b
%5,200 400 800 wmol/L ¥ 5 24 210 i 384 5t B0 A ) A
FEAMHI(P <0.05) ,{Hix 3 dl[a] lL 4 22 R LG T2 =
X(P>0.05), BEHELE IS 4. 5x%HR4A H 4,200,
400,800 wmol/L ¥ i 211 20 Hfu 3 5 3 B AS [) i J3E 410 o
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