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Protective effects of rosuvastatin on vascular endothelial cells in hyperlipidemia patients with diabetes
Yang Fang ,Liu Xuemei
(Wubei Out patient Department ,Wuchang Hospital of Wuhan .Wuhan . Hubei 430063 ,China)

Abstract: Objective  To investigate the protective effects of rosuvastatin on vascular endothelial cells in hyperlipidemia patients
with diabetes. Methods 76 hyperlipidemia patients with diabetes were randomly divided into acarbose group(n=38.took acarbose
100 mg orally thrice a day) and rosuvastatin group(n=38,took rosuvastatin 20 mg orally once a day on the basis of administration
of acarbose group). Both treatment course were 4 weeks. Levels of blood glucose,blood lipid, endothelin(ET) , nitric oxide(NO) ,C-
reactive protein(CRP) and circulating endothelial cells (CEC) of patients were measured in the two groups before and after treat-
Levels of lood lipid, ET,NO,CRP

and CEC of patients in acarbose group showed no significant difference between before and after treatment (P>>0. 05). Compared

ment. 38 healthy persons were selected as control for ET,NO,CRT and CEC detection. Results

with treatment before,levels of total cholesterol(TC) ,low density lipoprotein(LLDL) , triacylglycerol(TG) .ET,CRP and CEC of pa-
tients in rosuvastatin group decreased obviously after treatment(P<Z0. 01) ,while levels of high density lipoprotein(HDL) and NO
increased markedly (P<C0. 01), and they demonstrated significant difference when compared with those in acarbose group (P <C
0.01). Conclusion Rosuvastatin plays a protective role on vascular endothelial cells probably through regulating blood lipid, NO,
ET levels and its anti-inflammation mechanism.
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L A B A LA AR 2 TP P I B (L B TR T OE N2 BRI (n=38) FIER&T AL TT 24 (n=38) . BT A A&
WML SR RS LAY B R R AR mAE AT E R R KR AT R R BT DO AL AR A R B
BB B fi i 2 A 22 o IS 0 38 () P g LA B i Sl ik R 100 mg, 3 U/ de T & AR TT 4 AE BT DR A1 iR 0T At
o8 R B AL L300 A R A 22— o L A I A R I A i b e EF HAt 7T 20 me. 1 k/d. 2 4P R 4 8. 36

S 240 A5 47 0 2y E L f IR A B U6 LA P9 B AR
A3 % 38 G g LB P B D AR B4 L A O S A B AR T
B PR TT A AT S 25 W BT T R FEBR T B R AR T 4b
fe LA AT PAY B2 2 L D RE L A A 9 E SN K B AR AL 4F 2 ELAR
F T RIR 7 O ML AP B AR I A B o AR X i 47
7T 7 fo LG PR DR B O LA N B Y PR A G ET
REDLH AT UR TS BARGE T

1 BREFE

L1 —B%OR R Be.L R 2009 4F 1 H & 2010 4F 12 A
AL B LG R RO R 76 BN AR . N ASRHE: (1)
B2 0 2 BUBE IR 5 (2) 8012 2 15 I8 MLAE 5 (3) L 4R I AR T
18 % . HEBR™ FCo AT D RE WA A R . T IR T4 1 A
B 38 A IEREEE X IR . Frf 32l 8 AT 228 i
R

L2 Jrdk B ABEIER 76 4 @ 0 W DR 8 BEHIL >

I7 BT IR YT W A1 BOE i KB S 2 h B Bkom . R A i b
FE SO 7 78 T M & UG 2 h oK, 4 8 3l A A 4O E i
JiG 7K S o S B 5 0 A2 P B2 & (endothelin, ET) , H 68 35 1 2
— 4L (nitric oxide, NO) , 5 5 it 3% I & C e i 85 F (C-
reactive protein, CRT) , 1§ ¥F N F 40 Jfg (circulating endothelial
cells, CEC) 3R il Percoll dF i &5 14 % J8& #5185 .0 15 43 5, fR] I
P EIEARIC AR T B BRI it B A H At I 2 B
ATHI R bkt IR P AT A . SRR I ET NOLCRT
il CEC f & Al .

1.3 Ziifepab B JH SPSS10. 0 84 b AT 48 it 2 40 # 3 4
Bzt i'%ﬂ?ﬂkﬁﬁ th%vﬁﬁ'ﬁ?ﬂﬁtﬂﬂ v R, PLP<
0.05 % 5 A gL it

2 % R

2.1 X RRZH (BT AR AR R B AT A — R AR LR 3
YR AR PR B R RIR BT P LA, 22 R R



1816

X (P>0.05), W1,
*1 JHERA FFEEA RS RMITA

—BRERAEER(TLs)
415 no AERRCE) OB/ BEem) K (k)
XJRRZH 38 51.8+6.9 24/14 17046.5  63.446.2
B P 38 52.3+8.7 21/17 17248.2  62.4%6.9
e AT 38 53.4%7.5 22/16 17147.6  61.8+7.3

2.2 BT R 2 R E Y PR T2 AR AN AR ) R BT R 3

FREF 2011 £ 6 A% 40 K5 18 M

I 20 R0 B £ AL VT 2L ot AR R I I 5 R UL AR 2 B o 4E A
Fi &7 AL TT B FIRT R A I A RIS SS 2 hoaiovE R T R
P8 F AR (P<20. 01) o Bl < 0B 436 77 A e A8 1 s G W
A AL (P>>0. 05) . 1 Hif & £t 77 2036 97 J 10 AS A6 A5 48 b5 A
JIH [ i (total cholesterol, TC) & %8 & 15 % 11 (low density lipo-
protein, LDL) 1 = Bt H it (triglyceride, TG) 7K 5 V4 7 Bl i 35
M4 (P <<0. 01), T /= % B I§ %K [ Chigh density lipoprotein,
HDL) 7K - i 3 T8 (P<C0. 01) 5 55 B - I 4% 401 58 2 1fi A 46 75
FEPR L ER . 22 B A ST L (P<<0. 01,

&2 B - 37 478 28 0 B &F X At 3T 428 7 BT 5 I 4E A0 i AR A 4L (T s, mmol/L)

ik 1A
25
25 [ MR A J5 2 hogE TC HDL LDL TG

o 95 A 2

BT R 6.041.0 8.0£1.6 241.5 1.740.6 5.541.3 2.640.7

BT R 4.541.4% 6.2+1.3" L7£0.9 1.6%0.8 1.9+1.1 2.441.2
Jits &7 AR Al 7T 20

M Ei] 6.240.9 7.94+1.5 5+1.3 1.8+0.7 5.3+1.4 2.440.9

BIT S 4.241.3 6.2+1.5 6+1.1*% 3.0+£0.6" % 3.5+0.9%% 1.540.9%#

* . P<C0.01, 5 R4IIAIFATEL#E s 7 . P<<0. 01, 5B PR 413897 )5 L.

2.3 NP B BT S oM A B B AT AR A TT 41 ET.NOLCRT X
CEC /K FEmy b 341 ET.NO.CRT fl CEC 45 % L3 3., ¥4
97 A BT W 2 R e 67 AR At 7T 41 ET.CRP #1 CEC /K F 4 &
T AL (P<C0. 01), 7 NO 7K 3 i % T 4 B 41 (P <<
0.01), BJRUEWELLIEIT AT, )5 MK ET.NO,CRT K CEC fiy
R TG ¥ E X (P>0.05), &P &AM ITHBREIBITE
M3 ET.CRT # CEC /K56 Y7 i &3 AL (P<<0. 01) ,NO
IKFBORITHT B THE (P<<0.01); B 5B R P40 &8, &%
W AR Y 22 5 A ST 8 X (P<<0.0D)
F3 HRAMFEBEARKSFRMITE ET.NO,
CRT B CEC T (7+s)

244 ET(ng/L)  NO (pmol/L)  CRP(mg/L)  CEC(4~/0.9 pl)
fHEH  63.8+12.5 26.4+6.7 2.070. 4 4.5+1.3
B Pl

BITRT 98.7415.64 15,846,448 4,941,345 8.241.94
RITE 96.9+18.1 16.348. 4 4.5+1.7 8.0+2.1
BT AT 20

WBIFHET 95.618.64  16.547.30 5.241.84 8.0+1. 74
VBITIE 73.214.5° % 22,3487 % 3.4%1.6" % 5.340.9% %

AL.P<<0.01, 5T AL E ;- - P<<0. 01, 5 W 413497 i L4
P<C0. 01, 5P7 R ALIBIT G K .

3o i

B DR s T T 5 ok oA A B AL ) R A 5 R TR L 38 LA B
L A ey A2 A o LA A B A0 R DR R AR R
A B fik 1) 220D A7 F 5 2 WA o W R 85 1 LA 9 B 2
JHELAT e AR A [l A2 2 A9 A 385 L% 45 A 4 7 DT S B30 4 B RE R
AL PR LR PR BROS R E HE SZ B R IR TR T Y )
I i A A Y B 2 M A PR A

o I e R A R 9 R A I P R A L SZ A A PR P B A i
43 WA 45 1B ) BT AN ETD 5 97 5K i 8 W B NOD K- 2k
i JET 43 WA i NO 43398 2>, ET Fi NO . — @ B JE bR
O I P B2 (0 A8 40 R BE L B R RO A I TR R B R
FEPLH 2 5 T S RICPUR 4 R i s BE ALY . g
PEE TR 1) 2 R 5 88 35 R D9 RRE LI AH 26 L 7R Y CRT K7 2
ETHE . CEC A1 JE i i #6021 ) 1 5 P9 J 40 0 . CEC i
Y 10 A A0 05 B R 2 O R e — S Bk o 4 Y R 40 e
PR RE A B A AR G T . AR B T o A I i
ET.NO.CRT F1 CEC /K- 0f 55 1L 45 1) 32 45 155 1 o

Ty G AR A TT SRR — 10 B I R B S I A Chydroxy-
methylglutaryl CoA, HMG-CoA) if J& i 1 1 51 . 2 25 #4F i &
BRI 2 TC.LDL A1 TG, Jt = HDL, #) il 1 42 JE 5 . 3
HiSF v LN M 3G 5 T X B sl Bkl R RE AL SE . 5 RI 25259
AR L EG AT AT M A B DY . AR AR B T 8 ok R
T A | it i S5 % B WL Aok i 258 95 9%

ARG, e L P W PR 1) A TR R LR Y S 1
JIR i &7 A At VT AT g 2 0 1A K 7 L 3 &F AR b 7T M 7+ HLD 4
AL AR, HMERE HDL fl g B % 1 B K 2
TR B e LB -3 A /26 B A (S 5l AR 1 AR DY 40
HEGE GE R LA T 5 A0 B A0 R A B L L AR AN B N 2
TEREE

AW 5T R YA YT A5 B i ET.NOLCRT F1 CEC #y K
- AW S B &5 H A VT 6k 8 P R p ORI VR . P IR R YT
A3 ET.CRT #l CEC 1 3 i T3 AL KF L 1 NO KOF i 3
IR T X5 BRAL(P<0. 01) o B &7 £ A 77 1B = P WS 65 36 97 7T LA
AR M R ET.CRT 1 CEC /KSFifi F# NO 7K -, 5
BRI B R A YT R B 3 ET.CRT,CEC J& NO 7k
SFTEHE B O It R 2 B i AT AR A TG R IR A DR AR
W N B DI REAE B AR . CT #6565 1819 TD)



FTHRESF 2011 %6 A% 40 5% 18

(5]

[6]

7]

[8]

(9]

(10]

[11]

[12]

P2 DR AR YR 9T T A E (B 52 il 5O [T, op B o
ANBF 4 ,2010,13(6) :499-500.

XUAS A s 5 M B8 SR & VI BR R FE IR 9T T RE T
B AL A ANEESY . 2010,29(16)  112.

W1 AR /N e A0 M0 o T T T P T TR A9 I R A 2
[J]. S5 M IR BE 4 B 41, 2010,31(8) : 1221-1222.

R, M IR ARGV IE 55 M e 5 T J S bl 25 4 1) T R
Y7 FAFAE 32 BT )7 V4 BE B K % 242 2009, 26 (6) -
952-983.

T A L e i M I . M fs A S SR 25 i U I KRR T
FATAELT ] #IT 614558, 2009, 14(6) : 570-571.

Tejedor A, Anglada MT, Pons M, et al. Outpatient or
short-stay videothoracoscopy-assisted thoracic sympa-
thectomy: anesthesia in 445 cases[J]. Rev Esp Anestesiol
Reanim,2010,57(9) :553-558.

Jeong JY,Park HJ. Sympathicotomy under local anesthe-
sia:a simple way to treat primary hyperhidrosis[J]. Ann
Thorac Surg,2010,90(5) :1730-1731.

Yanagihara TK,Ibrahimiye A, Harris C,et al. Analysis of
clamping versus cutting of T3 sympathetic nerve for se-
vere palmar hyperhidrosis [J]. ] Thorac Cardiovasc Surg,
2010,140(5) :984-989.

Wolosker N, Yazbek G, de Campos JR, et al. Quality of

[13]

[14]

[15]

[16]

[17]

1819

life before surgery is a predictive factor for satisfaction a-
mong patients undergoing sympathectomy to treat hyper-
hidrosis[J]. ] Vasc Surg,2010,51(5):1190-1194.
Angouras DC, Dosios TJ, Dimitriou CA, et al. Surgical
Thoracic Sympathectomy Induces Structural and Biome-
chanical Remodeling of the Thoracic Aorta in a Porcine
Model[ J].J Surg Res,2010 Sep 17.

Vorkamp T, Foo FJ, Khan S, et al. Hyperhidrosis: evol-
ving concepts and a comprehensive review[ ] ]. Surgeon,
2010,8(5) :287-292.

Kauffman P, Wolosker N, de Campos JR, et al. Azygos
lobe:a difficulty in video-assisted thoracic sympathecto-
my[ J]. Ann Thorac Surg,2010,89(6) :e57-59.

Rieger R, Loureiro Mde P, Pedevilla S, et al. Endoscopic
lumbar sympathectomy following thoracic sympathecto-
my in patients with palmoplantar hyperhidrosis[J]. World
J Surg.2011,35(1):49-53.

de Campos JR, Wolosker N, Yazbek G, et al. Comparison
of pain severity following video-assisted thoracoscopic
sympathectomy:electric versus harmonic scalpels[]J]. In-
teract Cardiovasc Thorac Surg.2010,10(6):919-922.

Ofchs H 1 .2010-12-22 & 1a] H :2011-04-04)

(3% 1816 T1)

2% 3k
(1] B RER. A AR, 5 40 22 5 BT HE AR T 19 98 I8 )7

(2]

[3]

[4]

[5]

(6]

[7]

RO 1L Y B D RE S i [ 1. 16 PR O 1L 9 4% 75, 2010,
26(12):909-911.

Verma S, Buchanan MR, Anderson TJ. Endothelial func-
tion testing as a biomarker of vascular disease[ ] ]. Circula-
tion,2003,108(17) :2054-2059.

RS R TE S0, SR P IR ML AR R R HEAT S2 A
ST TS AR IR XS P9 R AH 20 K 7 i 5w LT 1. o I 2R Ak
244 ,2010,31(5) :346-348.

Davignon J. Beneficial cardiovascular pleiotropic effects of
statins[ J]. Circulation,2004,109(23 Suppl 1) : [l1 39-43.
KUK FRE  EARH A M I IR fL 2 7 W B AR 9T 25 )
SRR A P R D R ZE AL T 1. b [ 2 B A 4R . 2007
23(5) :565-567.

FAIUC, TR B, 2 BB R HE A8 I 45 PN B 40495 1 A DG TR 3R 43
BELI]. b [ 4F 4 4 75, 2008, 28(17) 1 1748-1749.
Sobrevia 1., Mann GE. Dysfunction of the endothelial ni-
tric oxide signalling pathway in diabetes and hyperglycae-
mia[]]. Exp Physiol,1997,82(3) :423-452.

(8]

[9]

[10]

[11]

[12]

[13]

Risso A, Mercuri F, Quagliaro L, et al. Intermittent high
glucose enhances apoptosis in human umbilical vein endo-
thelial cells in culture [J]. Am ] Physiol Endocrinol
Metab,2001,281(5) :924-930.

El-Osta A, Brasacchio D, Yao D,et al. Transient high glu-
cose causes persistent epigenetic changes and altered gene
expression during subsequent normoglycemial[J]. ] Exp
Med,2008,205(10) :2409-2417.

B, R BB R 7T X 2 TR R AR L Y R A i
B PR AP AR R AT 8 LT 0. 52 FH 0 i i 1, 4 95 2% &%, 2010, 18
(2):113-115.

MRAME. B 5=, a4 55 ARAY R x) 2 BUBE SRS C 2 i
TH MR IR AE I T 5 R IR 3R 5 R Y e PR B ST LT ] 8
5 ,2009,41(8) :26-27.

Mancuso P, Peccatori F,Rocca A, et al. Circulating endo-
thelial cell number and viability are reduced by exposure
to high altitude[ ] ]. Endothelium,2008,15(1) ;53-58.
e L J8] S XURA IS . 3 &7 AR AT 10 mg « d X E A
VR BR VB F A AUHE F e 2 M Meta 37 [T s E 25 55
2009,20(29) :2284-2286.

(i B #7:2011-03-09 &[] B #9:2011-04-20)





