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[XEBIA] Z2HBRIIREGESIE; HAARMLT; LBFHANLBRKEEREG LK

[ E] BE HiPRE A ZHAT R IT ACS & & & i 69 sLOX-1 KT 69 FHA4E A 33T 5 #7 H Z 407 5 A
FAW, FiE AFEWEIRIIRGE AL F 80 B, ALY A SATARAL T 10 mg 28 40 4] B IHATRAML T 5 mg 42 40
], FATRAIT 10 mg ZANTRJE 32 BP 46T AT AT 40 mg fi 47 7 B B FHAFRALIT 10 mg, #0581 K B AFRALTT
5 mg LT IRATRALIT S mg AW 1 R, WLEAEIR A MACE F4 2 A5 Bl 254 R B R R ; KB BEIR 9% %0
R EFNRRZ NG 5 3 R if sLOX-1 K-FF#ATH B IR B AR s, SR RAF AT 10 mg ANRE
Z R iE sLOX-1 3K E 4 290. 03 + 141. 43 ng/L, AT Bp Z) 2 7 sLOX-1 7% F 397. 86 +170. 61 ng/L WA B F & &4k
W& A 27. 1% (1 =4. 625 P <0. 001) ; BHAFRAMLIT 5 mg ANTR 5 = K o & sLOX-1 3£ % 300. 03 +135. 31 ng/L, %
A2 BP %) fn i sLOX-1 3K 385. 66 = 154. 39 ng/L 8 2. T M ARG & 4 22.2% (1 =3.329,P <0.05) ; #2819 rb ik
ANTEBPZ) fn i sLOX-1 3 E 2 F R B E M (1= -0.335,P =0.739) ; L9 sLOX-1 A& tE E I 2 F £ 8 F M (¢
=-0.639,P=0.525), BANEIFZ LGt R A TREMBRET IR ERF BT EH TR, LPR4iFRuiT
10 B T R F(1=2.254,P <0.05) ; 3HAF4RAL T 10 mg ZAAE TR HA 18] MACE F4 K 4 RAK T34 A48T 5 mg 41
(X =4.588,P<0.05), WLAARMEALGHRRER L LA, Gt FTHRITETHRS R FEIKACS 25 0F
SLOX-1 3 ; i #r 7i B B P S5 0 B4 7T 06 97 R ARAE TR 1 18] MACE & & & | & A &4,
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[ ABSTRACT ] Aim To evaluate the effect of rosuvastatin medication with different doses on serum level of soluble
lectin-like oxidized low-density lipoprotein receptor-1 ( sSLOX-1) in patients with acute coronary syndrome ( ACS).
Methods Patients(n =80 ) with ACS were randomly assigned into rosuvastatin 10 mg group (40 mg loading dose and 10
mg/d,RSVI0 group,n =40) and rosuvastatin 5 mg group (5 mg/d, RSV5 group,n =40).  All patients were accepted
based on the clinical situation, including coronary revascularization, and aspirin, clopidogrel hydrogen, tirofiban, low mo-
lecular weight heparin, ACEL/ARB, B-blockers, calcium channel blockers, nitric acid esters drugs, diuretics and other
basic drugs. Major adverse cardiac events( MACE ) were observed during hospitalization, monitoring adverse drug reac-
tions.  Serum sLOX-1 levels of immediate admission on the third day were determinated using enzyme-linked immunosor-
bent assay and were compared between groups. Results Baseline characteristics were nearly identical in both groups.

The density of sSLOX-1 on the third day during hospitalization is 290. 03 +141.43 ng/L in RSV10 group, which remarka-
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blely decreases in comparison with the value of 397. 86 +170. 61 ng/L on admission.  Reduce of the rate is 27. 1% (& =
4.625,P <0.001) ; The density of sLOX —1 in the third day during hospitalization is 300. 03 + 135.31 ng/L in RSV5
group. The value of sLOX —1 declined significantly as well compared with 385. 66 +154. 39 ng/L on admission,and the
reduction is 22.2% (¢ =3.329,P <0.05) ; The comparison of the sLOX-1 density between the two groups on admission has
no significance(t = —0.335,P =0.739) ; The reduction has no significance as well between the two groups(¢= -0.639,
P =0.525).
in both groups and RSV10 group decreased more significantly (¢ =2. 254 ,P <0.05) ;

There is no difference in leukocyke count and neutrophil percentage , which actually decreased after treatment
The rate of MACE during hospitali-
zation in RSV10 group is lower than RSV5 group( x> =4.588,P <0.05) ; There is no adverse drug recation during hospi-
talization in both two groups. Conclusion In clinical practice,early rosuvastatin treatment could significantly decrease

the serum density of sLOX-1 in patients with ACS,obviously. Besides, the effect showed no dose dependent.  Loading-

dose and mild moderate-dose statin,which is relatively safe, could reduce the incidence of MACE during hospitalization.

By Ik o8 A A AL 0 I A4S 96 9% (atherosclerotic
cardiovascular disease , ASCVD) &4t A0 FHl N &K
AL = 19— Fh R . ACS S ASCVD
X NRA: fir 2 A f A U IR 2B B 2 — . 5 i
BEHp e /S AL k2 im AT R, 5| R
Bl S 7 R L R P AT S B0 LR it 1
B AIRBE, J& ACS A TR HLE '

AAL TR B R K 1 (oxidized low density lipo-
protein , ox-LDL) 15 HAF 514 32 AR BEAE R AE A AL BUAIK
S NG 26 11 52 K 1 (Lectin-like oxidized low density
lipoprotein receptor-1, LOX-1) &54, 51 & 1L % A JZ
20 N S RESR 1 | A2 1 Sl DK o5 A BB Ak K R, 0 T 3
IR b 7 7O 1 S 1 R R LOX-1 Y 4E i
FEE I A1 45 4 B it ik S LA RT3 08 CORE i, B AT 9
LOX-1 (soluble lectin-like oxidized low-density lipopro-
tein receptor-1, sLOX-1) . Kobayashi %' X} sLOX-
1 .C-JZ W 85 H ( C-reactive protein, CRP) | JJLE5 & H
S5 LBV R bR EAT K B, sLOX-1 2 ACS L1112
W ARA W AR AR S 2 — . A WFIEIESE,
Mg sLOX-1 7T LLAE Sy B 5 B B 9 45 55 M A 35
PP MbTTRZG M AE ACS H AR R R A e D
O IMEFAE R G e MIE TR EH, & BT A
N ACS IRYT I B, B Ry g i E e
X T FERE AL BE B YRS E |, 2 ASCVD BB K
TGRS+ B R, SR AR AR
FEDEHE A A AE KR, I8/ ACS FB O WU s T

L REAR MACE S50 945 1, L2242 il
TTZR2GY)0 TR DR R bt A0 55 8 g 2 Ah By
TR FIAIL ) B R 5 2D 5T

1 WHREFE

1.1 #WEx&
W 2013 £ 11 AZE 2014 £5 A% TRE

ERA¥FE _ERCEHMG ACS B, AT
ESC2013 #5 ACS ¥ Wi A7, A 45 T 88 2 A 0 &
(unstable angina, UA), 3F ST B 4 & & & ALAE 3
(non-ST-segment elevatoin myocardial infarction, STE-
MI) % ST £t 75 & A & ALAE 3 ( ST-segment elevation
myocardial infarction, STEMI) ; HE & 2 21 3T 25 25 4
BLR S, PR E AT B R A TR BRE SN A I E R
aORAEERM BHES A EE WE RETRS
JkfniE B A & G MR R KT R A R A
#o WAH 80 Pl B Nk, FAL o A 5 47 K T
10 mg 41(40 B)) K g 47 & 9T 5 mg 41(40 #)) . &5
£ MIT 10 mg 4L\ I 5F B 44 F 55 47 4R T (P Hr
F R, ¥ )40 mg 1 17 7 & B F 47 % 9T 10 mg,
B — K, B RMIT S mg 4 F 547 KR AT (T
R, TR )5 mg, B — K, FrAZRAE LA
ZRAHEZmFERES, AAREHKREEK
R R L i === 2 N /- @ I L7 NN
ARMBE F T FIE Ko F I K ACEL/ARB B
S TEL T R 4 3 PR R | A R B 2k 2G4 LR A
ERBAWIETT
1.2 FRAHEE

2ANBHEHTARHZ NEEE 3 RER
7 B8 4 7 B P AN B # ko 3 mL, B T i vE o B
L 4CHKAE A JE B (3 ke/min, 10 min) 4 & H
o R AL 2R AT R S T - 80°C R IR kA8 W, PR A7
R SLOX-1,
1.3 ImRER

BREFEL HA FR ARERD A
B EEEIHELET, IRENEEREAE X
EHAEMER ERAF R ER R FRER
# K R H B E F B Z 4 (major adverse car-
diac events, MACE) Z {f & &£ F I, & # 42 H 3 1,
NEMERT B A ERBORERE SABEQHE
B EMEHFAMZERE, RHFTHLE. B
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e oMfe Baf PN ERE L DFEREE A
# fig B A2 [ Lipoprotein-associated phospholipase A
(2),Lp-PLA(2) ] .CRP B Z 4} J& Ik ( brain natriuret-
ic peptide, BNP) | iz 7& B #1 & C (cystatin C, Cys-C)
FHeAT AR, 3 F#AT GRACE ¥ 2,
1.4 1Mi& sLOX-1 M7E

sSLOX-1 KAl & B A X E £ LY TEARA
&), KB R 0T ik o R T R 1R OF IR T AR AL
BB AT, AR SE B 62.5 ~4000 ng/L, REE 15.6
ng/L; # AW Z CV% <8% ,#.8 % CV% <10% .,
L5 BRH:KERTTE

K Judkin 3%, & X % 16 5 % KA R 3 Rk
AR, KA o UL 0 AT R B ol
# K (percutaneous coronary intervention , PCI) , % /£ #
PR BT, B2 4 A Z %W EN XY S R#AT
DT, TR BT H 8 PCL AW R A it % 300
mg 3 A% B 7% 180 mg, B AR T & T4k 300 mg; A
TR 3 ik 3E % (coronary arteriography, CAG) BT # %
30001U A 5 # ik 3 FLUE 4%, 40 5206 22 J R 3 ik
# A ( percutaneous transluminal coronary angioplasty,
PTCA) % PCI A& JU| 38 A & 10000 TU AF £, VL5 F K B
Bl &H A 1 h, 38 An AT % 1000 [U, #9F R A2 o 3L
SRR B0 Fi 18 o O BT o L& U A O R A R
HWORRE BT EEFLY, RPRALERR A
B AT PTCA R 18 B, B X R A4S Bl (AN
Wik B IAR) EH R F 100% , 751867 6 B, RAT
tEEHE G (L4 Gl R FTDR
fk % # % #8 K (coronary artery bypass grafting,
CABG) ,7 1| i %8 %k & #2 &£ & F #8147 PCI 5t PTCA #%
). WAL B T B R AT FE (¢ =0.
105,P =0.745) , RJa 4k fl @t & 75 mg/d &
Fi 5] I AR 100 mg/d,
1.6 it

EF SPSS 17.0 B #AT R I F 247, T B 3
RHBE Ux x5 75,2 4L 8] 3 B b B R R B SL AR AR
o g, 4 A0 R B R BRI B A ¢ A B, THEUE R
KA B RABE L, P<0.05 hEFEH
G FE X,

2 # R

2.1 ERIGHKRERIEER

2 HHAEAERY PRSI ASCVD 1545 fa e P 2 (i
FE 9, B PR s | i A< rb i i L TR K SF ) L WBC,
NEU% .CRP BNP iGN ER C S8R 17 L,

R FE X (P >0.05) , W G bk
M5E Lp-PLA (2) W, AL Z R EFE T E X
(F1), MLHEIEA REFRmT ek,

K1 2H—BEKRERLLE

Table 1. The comparison of basic characteristics between

two groups
W B B &P ARABTT PR ALTT
10 mg (n=40) 5 mg#l(n=40)
R (%) 62.5+10.33 62.3 £10.90
BRECHI) 29(72.5%) 31(77.5%)
BMI(kg/m?*) 25.14 £2.17 25.06 £2.20
Wb (1)) 16(40% ) 14(35% )
i3 I (f51)) 22(55%) 24(60% )
1= DR M AE (1)) 6(15% ) 7(17.5%)
TC( mmol/L) 4.49 £1.04 4.50 £0.89
LDLC ( mmol/L) 2.86 +0.86 2.84 £0.83
HDLC ( mmol/L) 1.02 £0.34 1.02 £0.29
Cr( pmol/L) 62.04 +11.94 62.06 +11.15
Cys-C(mg/L) 1.04 £0.31 1.02+0.28
BNP(ng/dL) 124 +£56.7 128 +54.3
Lp-PLA(2) (mg/L) 285.40 £102.31  286.40 +97.85
NSTE-ACS( f4i]) 11(27.5%) 10(25% )
STE-ACS( ) 29(72.5%) 30(75% )
STEMI &% 2 B2 (h) 4.52£2.02 4.53 £2.05
hs-CRP(mg/L) 38.56 £26.44 34.74 £23.40
R E (d) 6.31 £1.02 6.30 £1.03

2.2 ImiF sLOX-1 7K FEELE

P A BE RN ZI I sLOX-1 Mo 2 RIS H 45
X (P=0.739) ; ABEJG 5 3 R4 sLOX-1 HJEA
W TR B fF A AMT 10 mg ZH R IR E N 27. 1%
AR ZWE LK ZFAHGEIT¥E L (P <
0.001) ; ABESE% 3 REwsFH&MTT 5 mg ALl7 sLOX-
1 FRARIRE K 22. 2% | AR BRZIME BE A 24 S A i 2
PE(P <0.05) ; iZH ] sLOX-1 [ IR E L 22 % 0
WEHEME(P=0.525;32) , PRI Z0 i 1 4 At
K (white blood cell, WBC ) Sz HrP4kr 41 il & 43 He ( per-
centage of neutrophils, NEU% ) 25 (P >0.05) ,4
BT R AR (X P <0.05) , BREF AT 10 mg 2H
TR B3 (1 =2.254,P <0.05;%2)
2.3 {EFRHAE MACE 5HMARR R

fEpEiN], 2% 4 MACE 31 18 1 (22.5% ) ,
HrpEGEFARAMTT 10 mg 21 5 41 (17.5% ) , BT A& Ah
175 mg 2013 191(27. 5% ) o KFNEAMITIATTTEREAR
AEBEWI] MACE 4405 1 3 B AL (x° =4.588,P
<0.05),

A B 011 49 2 349 T LR PR R0 2 v 1 R A
PRALIE] BT A R R AR ER TG ¥
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R 2. iB7HI)E sLOX-1, WBC #4440 (NEU ) Z4LiER

Table 2. Comparision of blood parameters levels before and after treatment in two groups

FREFARABLTT 10mg 20 (n =40)

&P RAMTT 5 mg 41 (n =40)

SR

ABERIZ] ABERHE3 K ABERIZ] ABERH 3 K
sLOX-1(ng/L) 397.86 = 170.61 290.03 +141.43" 385.66 + 154.39 300.03 +135.31"
WBC( x10°/L) 9.68 +3.49 7.77 £2.94° 10.02 +3. 64 8.73 £3.08"

NEU(% ) 74.93% +12.54%

68.72% =11.64%"

74.31% +12.62% 70.27% +9.50%"

a} P<0.05,b 2} P<0.01,5AFBEEIZILE,

3 % i

ARWFFEUESE , T F AT T 36 7 AT LA R AR
MG sLOX-1 /K, #E7R sLOX-1 ¥ B A 78 Ak AT LAAE
KPR T T 25RO R R 2 —

AT 25 % mT LIRS 203E ASCVD H 3 1Ifs PR 7
Ji , HALHIAR{UE: LDL ARG, 5 2 T iT 252
Y Be AL B R e BEE A FE S X ACS AT
5NN AT R YR MACEs Fi /& 4B
(R T, EET b T /Ry — Rl B b 7T 2524
Yy, HB#AR LDL ik iR S % eV T AL Gifth 1T 26
2 A g 45 R R O ey ) R T A AR Al 7T AT
DARRARAE BedWI ] MACE &4 3R | iX 5 DATEF 57 45 1
FHAF , 37 B g 700 8 T T IR 97 B A — 5 1 16 PR g
VINIER

LOX-1 HA ™5 P9 52 40 i T s 2 o8 - o L4
MR T | E WA IR AL 5 RRE DA R BB (1 I
BAETRE, a0 LOX-1 &5 T 3h ik i1k & 4=
RIS A Bk sl RS Ak O I 92 05
TRIT IR A VBN H AT ME— k& B AT LA 40
L 2R 1T R R R R TR B AT P A3 RV T R A2 AR
ACS B3 sLOX-1 MEAKF-FH . sLOX-1 A LIAE
SR PPAR T K e R 2 Fik i, A5 e A 1 B0 A4 ik 3T S I
P00 s B2 X 110 ] ACS BB EHWF Y B
7, AN [R5 0 BT FE AR AL T T 3697 4 J8 5 ml LABY
SRR TS sLOX-1 % LDLC 7K -, H B3 41
P, ARSI 7 005 A0 B £ A A 7T R 9T W] DA
1% sLOX-1 IV & B A0 %] I 11 200 1 50 i K vh o b
R 4y b, B AR R ) B T T IR 7 24 0T DR 3
FRE B BT RAEH], AT e 2 ACS H I TT 2259
IBIT R IR RN O AL 2 — BT — 2 B I R A
Bk, WA AT 2 (8] T 3 22 5%, $Em I
PRIEFH AT AN 2 4 AT R U5 B9 AR B, vl LA e 4
Frufi AT TV MR R I6 7 SR, Matsumoto 51
(AR 5T FE B, DS A M YT RT DA ALK e AL 0 et o i R 2
ML LOX-1 ¥eBE XTI 3 sLOX-1 T JG & & 52 M

A 4 718 6 3 A 7T 2 245 4 mT L) Y g8 e A1
sLOX-1, J5 [5 Al 68 75 T #IF 98 A S FH 24 1) 6] 1Y
5,

AR WK, BTG AR A 7T AT DL B B2 5
LOX-1 &R I AR L 7 LOX-1 ¥ 2, HLIX Fif
YERIH R T RERRVE T Z A, X AT RE2 T 262y
P EHE AL sLOX-1 IR 22—, 1 2 S AE A ]
DMIEHE SLOX-1 1 B8 i, 491 G 4 1 A 361811
CRP"'/ 4 | 7ii PROVE IT-TIMI22 5% % 3 , i 4k b
TTIRTT AT LA SR AR L CRP WRBE | HLB S TREAIG
LDL VEFZ A0, N A A7 7S LRSI, 67 fif 751 ek B
EPHABTT T LATE P 24 e 40 P 1Y . AU, A5 400 i RS
[ff43F 1 ( vascular cell adhesion molecule-1, VCAM-
1) 4 )& & 1 9 (matrix metalloproteinases 9,
MMP-9) AL/ 2R 6 S5 RAES T BT BE . T i)
ik BTG £ b VT 7 U AR A E BN T R B
XA IESE R Al 7T 2 25 W B 1 KA 3 i A1
A b BAT R S RN AR PR Al 7T 28
25T Be R H2E L IR CRP MMP-9 45 R MR &Y
KP4 B B sLOX-1 IR, ZEARF 5T, o
SRR TT 5 AR R AT Z 8] BT B gt
#£5 HEGEF AT 10 mg 43 EGEF AT 5 mg 4
TREIRERR (27. 1% vs 22.2% ) , HA —E i
Pk, ATRE 1 TAWT SR A A R TR, P 2
SRR H 9 17 IS 1 AT 58 A I 52 AN [R) 590 At 7T 96
JYPEARIM TS sLOX-1 FEE A AA 257, 55T
JoE RS I sLOX-1 K 5 0048 9 B T RE % I
BIAEAR T4 AR AT A S 2 5 el
PABEAR sLOX-1 e B2 H 7R AR i 07 i B0 T g
FLAG AL sLOX-1 AIPEHT,

BNZ, ACS A RN AT T 2 25 9 BA R AR
sLOX-1 AR, AN [R50 B A VT 1697 Z 18] 22 51 32
TR AT TIRYT 2 Ay, S S TR 7 ]
LAREAR ACS fBHAEBE A MACE %42, sLOX-1
B LY 7K P 7T B8 2 M Al 7T 28 25 ) 22 S0P Y — A
ARBADERICY) . AT 2258 HAb ST A AL
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FE = s A 1 5 2 A BRI sLOX-1 7K F- 1] g &
KFIEFF ASCVD Jik /> MACE S —AN &%,
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