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The interventional effect of rosiglitazone on the expression of protein ABCA1 in

peripheral blood mononuclear cells in patients with acute coronary syndrome

GOU Lian-ping,et ol
(Department of Cardiology,the First Affiliated Hospital ,Chongqing Medical University)
[ Abstract ]Objective: To investigate the interventional effect of rosiglitazone on the expression of protein ABCA1 ( ATP-binding cassette
transporter—1) in peripheral blood monocytes(PBMC ) in patients with acute coronary syndrome(ACS ). Methods: Twenty—one patients with
ACS were enrolled in the study. PBMCs were isolated by density gradient centrifugation. The experiments included: (1) Rosiglitazone of dif—
ferent final concentrations(0 p mol/L,, 1.0 | mol/L, 10 . mol/L, 100 . mol/L )were incubated with PBMCs for 24h. (2) Rosiglitazone of the
chosen final concentration of 10 i mol/L was incubated with PBMCs for 0 h,6 h,12 h and 24 h, separately.(3) Control groups were also set
(cells treated with PBS).Three wells served as measured wells. And one well acted as blank well in each group.Then the level of protein
ABCAT1 was determined by flow cytometry after incubation. Results: Compared with control groups, after PBMCs were intervened by rosigli—
tazone, the expression of protein ABCA1 of PBMCs increased in dose—and timedepe—ndent manners.Conclusion: Rosiglitazone can in—
crease the expression of protein ABCA1 of PBMCs,which may be one of the possible mechanisms for rosiglitazone to play an anti-
atherosclerotic role.
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13 Fi&
1.3.1  AANE i 888 40 M8 (Peripheral blood monocytes , PBMC)
Bitle SREEEEHFTEY, FRIES MBI
HLEEIM 20 ml, S4B Hanks VAR FE, IR RN Z % B 2R 1.007
#) 20 ml Ficoll &M _k ,2 000 r/min 85.0> 20 min, & HH. &
J2, H Hank's 8% 3 YK (1 500 r/min B5.L> 5 min); & B
yefs HEUS I >95% , H B TF RPMI1640 #5554, BT
37°C 5%CO0, ¥EF548 2 h; I 37 CHIARIE B VL 2 K
SR BE AN MTE RN , N5 R 40 i DA B FR e e 8 S A A, o
90% LA b s ¥ WG REAR M AL R R T T VAR G vk
F1x10°4 fml & H
132 W HHBRRNARBER 1 x10° 4 /ml
B PBMCs 43 7% BEZH( PBS 438 ) A FIVR B 5 46 51| B b 2
R(RIKES BN 1.0 wmol/L.10 wmol/L.100 pmol/L ,Zb3H
B [Ef Yy 24 h) FON R B E] 24 5 R AL B AH (RS R e &
WX 10 pmol/L, £ FHM )53 54 6 h 12 h.24 h) , &4 51
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Quest 2344, W E HHHESHRIE . &AM E LM LR
BEE B A AE R S H LA 2R S EIR BB R 398 AR (N %
ZA M ABCAL EAFERIKFE,
14 %itH &

N7 SPSS 10.0 Feit BT BT 1T . ITRENAY
B+ AiHEE (0 £5) KRR, RAFEGW L I, L P<0.05
ARG E L
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ACS B SN M B A% 40 Mo 7EXT B 45 (B PBS 4k
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10 pmol/L.100 pmol/L A EXT A E R A ST
ZE Y510 wmol/L 4HE 1.0 wmol/L 2 FH B3
B, &1,

F1 ACS BEIEMBAZMEZTARRRET %
FIFALIE 24 h J§ ABCA1 BEHHIRIE (x2s)

27 ABCA1 BEHFEE
ot FEZE (0 . mol/L) 3.096 + 0.230
1.0 p mol/L £ 3.159 £ 0.253
10w mol/L 41 3.977 £0.174>
100 p. mol/L 4 4.662 + 0.518b<

a5 0 p mol/L BHEFIERL HLEL, P>005; 5.5 0 p mol/L
BHHIBL LB, P < 0.05;5¢.5 1 pwmol/L BAEFIEHILA Lh3Z,
P<0.05; d5 10 p mol/L BAEHIFRL 5k, P>0.05

£2 ACS EEHIEAMEAZEMT 10 pmol/L ZIRET
BRI IEA R R E/E ABCA1 EAKTRIE(x2s)

oy ABCAl EAFA
X fRZH(Oh) 3.096 = 0.230
6h# 3.627 +0.358
12h# 4.150 £ 0.123b
24h#H 4.613 = 0.296"

a5 0 h ZF#FIEIZH LA, P<0.05;b.5 0 h B #E3ER
HELEE,P<0.01;¢.55 6 h BAEFIERALE 4, P<0.01;d.5 12 h
B3\ B L $E , P<0.05
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TR 4 MEEEXT SRR E SR TGACCA) L, i
UL RIREE SR, PPAR v B AR BB LS A0 A
LXR P#FHY PPAR TG (FRA DRI 3 DR2,
M 1 MR EXT BRI B 2 AGGTCA ) iR 51 i # 1%
LXR,LXR 5 ABCA1 BHE3IXH LXR RG4S
43| ABCA1 FEFH G 3hF AR5 1F5) DR-4 £, W1
LA ABCA1 A KA, Bli@id PPAR-LXR -AB-
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The effect of cilostazol on erectile function in diabetic rat model

DOU Hong-zhen et al

(Department of Urology ,the First Affiliated Hospital , Chongqing Medical University )
[ Abstract JObjective:To investigate the effect of cilostazol on erectile function in diabetic rat model. Methods:Diabetes were induced in 50
male adult sprague-dawley (SD) rats by an intraperitoneal injection of streptozotocin. The DM rats were randomly divided into diabetic

group(DM group Jand cilostazol therapy group(CI group) 8 weeks after the injection (another 10 normal SD rats as control, C group ).The
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