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[ ABSTRACT | Aim To investigate the protective effection of atorvastatin on cardiovascular in maintenance hemodi-
alysis patients. Methods The new import maintenance hemodialysis (MHD) patients (100 cases) were randomly di-
vided into atorvastatin treatment group (n =50) and control group (n=50). Before and after the study, hemoglobin, se-
rum lipids, liver and kidney function, and markers of myocardial damage in patients of the two groups were detected with
conventional method, dynamic blood pressure changes were also monitored. ~ Before and after the study, changes of coro-
nary vascular stenosis and calcification in patients of the two groups were analyzed by 64 row spiral CT coronary angiogra-
phy. At the same time, the incidence of cardiovascular events in patients of the two groups were comparatively analyzed.
Results In atorvastatin treatment group, before and after the study, no significant differences was found in vascular num-
ber of small coronary arteries stenosis =50% , vascular number of small coronary arteries stenosis < 50% , and vascular
number of no vascular stenosis, respectively, but in control group, at the end of the study, vascular number of small coro-

nary arteries stenosis =50% and vascular number of small coronary arteries stenosis <50% were obviously increased, and

[KkFEH] 2012-02-09

[(BE€TH] HEE=SIIREFRIF L 54 % 1) (09010460201 )

[(MEEET] Z2H e, Wt B B E W, BB, B0 58 A48 S 0, B9 0 1) hy 08 P B I 52 05 O &0 A B ¥, E-mail 24 li-
kailong1966@ 163. com,, AEHUBR, T @I 3241 B2 W, B 2082, BF 58 J5 1) 2 o0 ML 29 B9 A AR YT, E-mail 24 xklin5918 @ chi-
na. com. cn, JEIAVEF M WEGE , 1 FATEE N, #0352, L 05 4 S0, BF 55 07 1) A 08 1 B A 35 1) 4 338 A AL, E-mail

heynmail @ yahoo. com



58

ISSN 1007-3949 Chin J Arterioscler, Vol 21 ,No 1,2013

vascular number of no vascular stenosis was distinctly decreased compared with that before the study (P <0.05). At the
beginning of the study, there was no statistically significant difference of the average level of coronary artery calcification
between the two groups (P >0.05). In atorvastatin treatment group, no significant increase was found in the average lev-
el of coronary artery calcification at the end of the study compared with that at the beginning of the study (P >0.05), but
in control group, the average level of coronary artery calcification was distinctly increased after the study, compared with
that before the study, and compared with that at the end of the study in atorvastatin treatment group (P <0.05). At the
end of the study, the average level of myocardial injury markers was significantly lower than that at the beginning of the

study in atorvastatin treatment group and at the end of the study in control group, at the same time, in control group, the

rate of cardiovascular events was significantly higher than that in atorvastatin treatment group (P <0.05).
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Conclu-

The cardiovascular protective effect of atorvastatin calcium on the new import MHD patients was probably carried out

through inhibition of coronary vascular calcification and/ or lipid lowering.
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x1. MABRE—RIEXRZRBELE
Table 1. Comparison of general clinical data of the patients

in the two groups

BB AL TT 41 pogiHil

o H (n=47) (n=44)
F L () 26/21 24/20
EI(2) 47.125.2 46.4 £26.6
CKD H:At
B R () 25(53.2%) 23(52.3%)
R (fi]) 17(36.2% ) 16(36.4% )
ZH (B) 2(4.3%) 2(4.5% )
Hee (#1) 3(6.4%) 3(6.8%)
e FE (mmHg) 128.4 £17.6 130.2 +18. 8
#3K HE (mmHg) 80.7 +17.3 82.0+16.7
MELEH (/L) 11.7 3.3 11.5+3.8
M¥FEAEMA(g/L) 31.8+9.2 32.6 £10.5
K R 254
ACEI( i) 14(29.8% ) 14(31.8%)
ARB( ) 17(36.2% ) 17(38.6% )
CCB( i) 28(59. 6% ) 25(564.8% )
B SARBH AR (1)) 8(17.0%) 7(15.9% )
He (#) 5(10.6% ) 4(9.1%)
fTT 258 () 13(27.7% ) 12(29.5% )
rHEPO (u/w) 4713.3 £1935.2 4692.7 +20468. 3
1,25(0H),D;(pg/w)  1.5£0.25 1.5+0.25
B3 (g/d) 0.5+0. 1 0.5 0. 1

2.2 Mk AFEIhEE., mAs O RLIR G FREH K
Doy

WFSEHT, W2 i (5 22 B Tife | i A A AL
bR B PIKF- 22 5 RG24 8 L (P >0.05) ; 4
WFFE RIS 5 5 DL PR AL AR 57 i 0L €20 28 RN I 2
e S WG T 2= E L (P >0.05) ; X FZL0F
55 H Il = BE ( triglyceride , TG ) FIMIK % B 5 & H
(low density lipoprotein, LDL) 7K -5 bF 5% §ij Lb 45 2%
FLG I X (P >0.05) , 1M FTFEAR AT HBF 5T
J& TG F1 LDL 7K V-3 B 58 i i 2 FE AR (P < 0.05) ,
TR VLS 25 [ 7K T 78 BT 8 At VT 4B 5% 5 S AR
TR SR RS )E (P <0.05;382)
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x2 WAREMNEER FEIE MASFOABRAIRED KR FELLE (v +5)
Table 2. Comparison of hemoglobin, liver and kidney function, blood lipids and markers of myocardial injury of patients in

the two groups

. B ety T 41 Xof B
WFFEH WoEE WS WoEE

Hb(g/L) 11.7 3.3 11.5£2.8 11.5+3.8 10.7 3.6
ALB(g/L) 31.8£9.2 32.8+7.6 32.6 £10.5 31.6+9.7
AST(U/L) 23.8£11.5 25.1+10.4 22.7+12.1 23.3+8.8
ALT(U/L) 25.4+12.5 26.3+13.3 24.2 +15.2 23.8+13.7
TC( mmol/L) 5.7+2.2 3.8%2.7 5.5%2.5 5.8+2.3
TG ( mmol/L) 1.5£0.5 1.1%0.5° 1.4 +0.6 1.3+0.7
LDL( mmol/L) 2.81.6 2.4+1.4° 2.7+1.7 2.5+1.5
HDL( mmol/L) 0.9+0.3 1.1+0.5 1.00.4 0.9+0.3
BUN( mmol/L) 22.5+11.3 25.8 +14.2 20.6 +11.7 24.3+13. 4
JULBT ( wmol/L) 883.2 +187.2 912.2 £210. 1 868.5 +206.9 903.3 +235.3
HBRENAES B A (pe/L) 0. 085 0. 047 0. 064 £0. 036™ 0. 082 0. 051 0.091 +0. 033

a i P <0.05, 5BTHLAAMLTT A MFFTRTLLEL ;b o P <0. 05, 5% R G Husk

2.3 BEREBKDNMEIREREILE 0.05) ;5 X} B8 20 F 5% Ji5 368 R o ik /0N ol 8 e 4 =
BTHEAAL VT A BF 58 5 AR B B/ ML AE B %8 = 50% M LA BORIEAE < 50% 19 A5 80 5 2 THFE

50% M LB L BeAE < 50% B BORAR WBRAS I AT(P <0.05) , 17 A DBk 25 (1 i 45 450 0] i & /0> T

MEHESMRAMLEEERLRITFE XL (P > AT (P <0.05;%3),

®3 MABRERARNEERIKNDERERELE

Table 3. Comparison of numbers of small coronary artery stenosis before and after study in the two groups

. BTFE AT 4 X R4
WS WRIE WFFEHI Woe)E

SRR Ik A ER (30 286 292 277 282

Mg =50% LA 37(12.9%) 38(13.0% ) 35(12.6%) 45(16.0% )*

B <50% I %L 35(12.2%) 32(11.0%) 34(12.3%) 46(16.3% )"

I DB 1M A5 4L 214(74.8%) 222(76.0% ) 208(75.1%) 136(67.7% )"
a i P <0.05, 5% BEBFEHT AL,
2.4 BARTBKSSH RS LLE HHhn, 5O RT AT A VT A B R 2

W R BTFE A A VT 21 X B e R 2 ik 5 f b AR AGEFE L (P<0.05),

Y5 315.5 £182.7 F1322.6 +196. 4, BiZ ks 2.5 (OB EMHEERLE
ZERTGIHE L (P >0.05) ; WF 55 J5 BT A& Ath 7T FEWESE 6 A~ A I, BTHFE AR M TT 20 2R3t & A 0 1

# N BAZH IR B BKAS AL B 2020 51 0 328.8 £192.4 M T W, KA RE A A 2.48 K, X IR Bit
F1377.7 £210. 2, FFEARABITHM R S5 SWsEar e RAOMAEF M 11 K, BAEREA SN 4. 17 K, 5
B EEIR B K S AL A4 TE S I (P > 0.05) ,H BRALO AT S50 A9 Kk A R B TR LAt i T 4
Xt BRI 9T 5 5 0 95 A L 3 el IR sh B s A B4y i (P <0.05)
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B FE FEAEWF 58 Fi Ak T AH TR /K, BT A Al 7T 4 A
FY 5 R BN/ A5 B 2 = 50% 1 145 50 B <
50% B IS ORI UL 78 1) 1 A 4505 i 9 i s 22
SIGEH 2 X E X IR WF 5T 5 R S k) 1 4
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HT . PRZH AR e iR 20 kS A B FE BF 9 i 25 52 G
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TF 5 B A e bR 20 ik 85 AL R A3 (3 1, 5 0F 5 i
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DB ibR &Y GBS & 1) 7E BT LA At 7T 241
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FEAMIT X MHD 835 HA A 00 i3 PR 1
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Al AURORA 5t S5 SRAFAE 22 57,
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FE PI%F 2776 5] MHD g8 1 FH 2 Itk Ab VT A9 BF 5%
SRR, Z AL COIRESE T AR SO0 A
SERNAESGEEAS ) B & AR B IR AR A 7T 2 R 2 gt
R RIREE A Gt 2R 22 5, RS D IRy T it fifi
fif LDL FRER T WM HARE, 20T
XIAN[R] CKD £ 35 00 A8 AR 4V FH Y 5 R] 7T fig 5 LA
THEAR X" Opm A ATE, JEBE P CKD
BE MM TT IS G A O A 3R 2S, IH S T AT
25 R TR 500 AN EE B AR B0, I A LS TR |
VAR ORAF 40 o a5 o UL 40 e 24 | b e N R
SFAERE AL BRI At TT 25 245 W i ELAG 400 o) 0l 75 1k 1Y)
Y, T 0 A5 A5 Ak 2 CKD (U I 45755 Y o5 £ 6 [
+ o AT S R BoR T 2259 % MHD B35
) ML R e bR 2l Ik /)N i A A 28 ) i A AR B
FIAMEIVE . (ERE 2 B IR D RE A F B, LA fa B [
TS F W HEAT PRGOS B TT 2 25 P i £
PRV FEAR, @B I HLIIAS [F] . 7 3E 37 B 4R
() CKD FE O R 3222 py e bR 3 ik b 2 4 95 i
IR, Ja A X TT 28 250 9A 7 GNP -, T O
PR IR AR ERE S HD 0 4 A 5E T
) EZL A BT R RO LR A e 0= IR
JERT RECONEE T R G, gk g R = O Ak
WAL, BTLL MHD S AT 225 547
T8 R A0 A S R R RS TS R, B
IR RYANTR], 7E 4D BF5E A1 AURORA #F5%, 4
A 22 BB A 35 99 191 £ A S T 2 A BB )0
BRI, F R A 0 i A, X TR A
AR R A F TS S ARE, T T
T2 259 %5 MHD B8 250 55 AR 37 3500 A A
PRI, At 7 T2 25 9% T35 M7 R 110 0 178 4 8%
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XSS, @ T 28259 0 B RE VE FH AT ol ff
MHD SO I 3R 38 ARG, 4L
HABENS LG K AH 2, A AT ek (B BTG Mt 7T
HAEWFSE)G MRS (TG 1 LDL) 7K V-3 55 i b 35 1
i, %t BREZH W55 )5 LG (TG F1 LDL) K- 5 W5
AR 25 TG4 B S, R X T A7 55 i I A
1) MHD 835, At 7T 2 25 9475 7 3 3k JE g 2800 %k 0
A8 R AR EH
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