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Safety and efficacy of statins combined with ezetimibe in lipid-lowering treatment

in patients with STEMI complicating non-dialysis-dependent CKD "
HUANG Bi,HU Xiankang ,GAN Hongbo . XIANG Zhenxian ,ZHU Yuansong ,LUO Suxin
(Department of Cardiology ,First Affiliated Hospital of Chongqging Medical
University ,Chongqing 400016 ,China)

[Abstract] Objective To explore the safety and efficacy of statins combined with ezetimibe in the lipid-
lowering treatment in patients with ST-elevation myocardial infarction (STEMI) complicating non-dialysis-de-
pendent chronic kidney disease (CKD). Methods Twenty-nine inpatients with STEMI complicating non-dial-
ysis-dependent CKD treated by atorvastatin combined with ezetimibe in this hospital from February 2017 to
April 2019 were selected as the observation group,and contemporaneous 38 cases of STEMI complicating non-
dialysis-dependent CKD matched by age,gender and clinical data treated by single atorvastatin were served as
the control group. The blood lipid reaching standard rate and safety after 3-6 months treatment were observed
in the two groups. Results The age,gender, past medical history,characteristics of coronary artery lesion,car-
diac function and main medications had no statistically significant difference between the two groups (P >
0.05). After treatment, the low density lipoprotein (LLDL) level in both groups was significantly decreased
compared with before treatment (P<C0. 05) , moreover the observation group was lower than the control group
[(2.0=£0.6)mmol/L vs. (2. 3£0. 4)mmol/L, P <C0. 05]. The LDL reaching standard rate in the observation
group was higher than that in the control group (58. 6% ws. 18.4%,P =0.001). There was 1 case of amin-
otransferase increase in each group,and the creatinine level had no significant change before and after treat-

ment in both groups (P >>0.05). The occurrence rate of major adverse cardiovascular events during 6-month
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follow up had no statistically significant difference between the two groups (P >>0. 05). Conclusion Compared

with single statin treatment,statins combined with ezetimibe can significantly decrease the LDL level,increase

the LDL reaching standard rate, moreover is relatively safe, but its effect on the major adverse cardiovascular

events needs to be evaluated by further follow up.

[Key words| ST segment elevation myocardial infarction;chronic kidney disease;statins;ezetimibe; effi-

ciency;safety
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coronary syndrome, ACS)",1fif H. CKD & ACS f##
G A R E GRS N E . WgEIT & ACS i E
FRYT R H T CKD B H R A g A ACS B Rl
BUXT BB 5, HE A B 5w B A i 6 — B0 WL, 8 iR A
I7 RO A RE 2 A ko R sE e rf e . i T g
ISPR R ACS B Pl i E 25y, H CKD B34
HA R R M 25 A R A, B ACS & JF CKD 3%
14 I R 16 7 R R I DR R R fe A Y ) A

7T 2 s 25 52 H 48 e 4 T ACS B
il 11 g AR 2E IG5 B2 IR 2 H (low density lipoprotein,
LDL) iA45 09 15 1E 25 9 . A5 i PR K FH /9 o B2 5 B 7T
XHIC % B A & 11 IH [E B2 (LDL-C) 1 B i A 25 % ~
50 %, 75 B XS LDL-C iff — 25 BRI BEAL R 6 %0 22
A BN S LR L B R R R Y
A RS B, R CKD 8 3E, 3X S R R/ W B8
W@ . BT CKD & £ 4 B &m0 miksw,
TR M M IE = WEH 9 LDL KT+ & % R
FEHKEREAR, 15T W on . CKD B3 M B8 25 9 1) 18
FH AR AR A 35 AR R AL 10 %6 22 475, 1t B 4 i R
AR HE CKD % K E ACS, T B ACS 3%
T . PR, PR A 3 R s R B X T ACS
G CKD i E M al s A EEE X,

MRAIT 22 A S — b o5 45 M IR [0 sz i s 0 o 50 T 9
/> Jig 3 K UEL T 2 ) W AT L ELAT LB AT L B AL
Xf HRWF ST B 7 At VT B G AR AT 22 A AT B 3 s b ACS
BENFEZLOMEARFMFMACE), HZ 2R
G EXE CKD B I PR IE S A5 PR L 1t R WL N b A7
K CKD &I ACS i35 A 7T 3 & R 31 22 4 19 4l
T, AHIESEALPEAR A TT IS K3 22 A 6 Stk ST BR
5 B0 U SE (STEMD & I R S Mk i) CKD
VAl B B A R R Ak, S ACS & JF CKD 3 ifiliT
A Y 1 I SR A b i IR 9
1 B{HEHRE
11— 4

Y 4E 2017 4F 2 A & 2019 4F 4 HAEARBEAEBE Y 29
i) STEMI 4 - 9F i M i) CKD A8 2%, 34 48 HT BT 48
BT B A KT 22 A g A1) . DA Ta] 043 B 1) 2
B AF W A PR R DT TE Y 38 1) B AT FE AR At 7T R AR

() STEMI 4 3 4k 8 H  #i (1 CKD B35 1E S % B4 .
AWFIE LA BEAS BEZE D12 W Al O, AR 2 2 G R
F5 . STEMI & Xk HAG B (1% e il M B o . o0 oL 1) 2L
AR ST Bedf o O L 453 b 25 0 T 5 0 A 3l 28 T
Ax . CKD & SCHBEA: A B A ILEF 7+ i . AT B /N Bk
13 (eGFR)<{60 mL * min ' +1.73 m °,
1.2 F%
1.2.1 %7 F&*

PO EE BT AT T I B 240 20 me, RERG 1 9K,
W 2% 21 7 B AT AR A T 3R 97 B9 3 Al o AR IT Z AR 10
mg. 8K 1. STEMI 8 & A B &I 7E 12 h
PPN B B ) 0 12 b AELATS A e O 1 R IR I 3
Bl 12 AR B A O R E AT A2 4 B IR B
k- A (PCDYAYT s #at 24~48 h 1 8 & # W47 PCI
BIT . AR E ARG T 2 CAD Wb . &9
E PR YT I & 0 1 3 il L0 R S R E I A A oG
WYY .
1.2.2 FHKkE

WA PR A R SR B ok 3 B2 04 9 AR ER A L 0 IR
AASE L DL WLES 2 B Y i 40 Bk L LT . af B 55 AR
KA 45 R 0 s A B S il VT 28 R R 24 4 fii R AR O
WBE 3~ 6 4~ J5 B Ui i A5 AE 1k B3k dr R GE
LDL<C1. 8 mmol/L) &7 B E) B9 A R s W A ) Rg
A, BETT 6 A H IR & A B MACE ., A0 45 JE 2y v
DA AR E PR O LR (UA) ABE 2 O I SE T
KB REAN B EH ETIRIT .
1.3 %itsam

ERAH R TR £ Fon. dE bR
PR ST REAS ¢ K36 s RN AF A IEZS 20 A 09 1 = 98B P
LAY J3 AL AL RN BE (M (P oy o P oy 13 R, 4 TA] [
BRAAES R I, H N LR BN ¢ K56 14k
PR BB H A R R L AL L RCR X K,
K SPSS20. 0 GE it #AF R 17 G it 3 B » AU K 35 5 LA
P<0.05 NERAGITHFE X,
2 % R
2.1 AmaBFALRTHIE

PO AR 551 BB o BL R AR B L R A
ABER A R AR 3%, 2 R ¥ LSt # B X (P>
0.05), W% 1., MAGIFEHRZ & W e i & IR
I O 7 3 i 0 o B R e — 2 )RR A R B
2.2 WK E LR

TR Bh ks 52 B W B Al L X BR A ) R A0 i



2760

F R HTE S O30 44, 8% F 50. 0%, I M A
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wiH MEEN (n=29) MW (=38 P

SRR (s, %) 69.648. 1 71.3410.7 0.477
B (%) ] 19(65. 5) 24(63.2) 1. 000
RFIEE (2 £ 5, kg/m”) 24.6+5.4 23.3+2.6  0.194
BEAE [ (%) ]
BETE PCTF AR 6(20.7) 9(23.7) 1. 000
o 1M R 18(62. 1) 26(68.4)  0.613
Tl PR 13(44. 8) 25(65.8)  0.135
s Bl 11(37. 9 16(42.1)  0.804
i S 3 16(55.2) 18(47.4)  0.624
W A 15(51. 7) 22(57.9)  0.630
A Bt B A= A A AE
Y 45 i (x5 ,mm Hg) 128.1+18.8  120.9+20.0 0.137
#F 5K E (x5, mm Hg) 69.8+8.8 72.5+12.5 0.329
D F (s K/ 5080 80.0420.0 88.0424.0 0.118
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TiH P
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SEEAR Sk R SR AR M [n (V) ] 0. 941
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FEIRFIK =SB [n (V) ] 13(44. 8) 14(36.8) 0.617
O
TEZEFHRARRE G £ s mm) 56.7+5.0 55.3+7.2  0.364
FEES M+, %) 48.9+7.0 49.6+9.3 0,722
ZE B NAEUNT 50% [ (%)] 15(51.7) 16(42.1)  0.468
FERER 0 (%)) 10(34. 5 10(26.3)  0.592
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2.0€0.3.3.7)
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6(20.7)
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gl ML (2 =29) XHE 2 (n = 38) P

SR A 24(82. 8) 30(78.9) 0.764
ol sk Y 5k 3(10. 3) 5(13.2) 1.000
TABP 6(20.7) 10(26. 3) 0.774
] ] IE Ak 25(86.2) 34(89.5) 0.719
6 Fi 1 10(34.5) 18(47.4) 0. 326
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TR R 2 12(41.4) 13(34.2) 0.615
5 8 T 15 B 16(55.2) 17(44.7) 0. 464
B 52 4 B ) 19(65.5) 30(78.9) 0.271
FI R 20(69. 0) 20(52. 6) 0.214
bkt 9(31.0) 12(31. 6) 1. 000
ACEI/ARB 7(24. 1) 7(18.4) 0.763
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0.05], MAlEmHEREA. B HMAMEEN a K
SEAEVRIT TG EH B 25 5 (P >>0. 05) , WEE4AIT G
PR | B RH [ B A LDL 7K S B @ I F X B2 (P <
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*4 HWABT I E S IhsefnmBE iRk FE L&
WELLH (1 =29) i FRZH (n=138)
TiH
TRITHT BITE P JRITHT BIT IR P
(=l
JWLEF (umol /1) 263.1457.1 240.1+64. 3 0.156 240, 3+66. 3 229.2+63.6 0.455
FRI (umol /L) 436.522190. 1 420, 84128, 4" 0.715 485, 47112, 9 480.3%101. 1 0.837
1M
Jet JIE [ 5 (mmol /L) 5.241.5 4.0+0.6 <20.001 5.240.7 4.97+0.5 0. 068
LDL(mmol/L.) 3.6+1.1 2.01+0.6 <0. 001 3.440.6 2.3740.4 <20. 001
=195 Hh (mmol /L) 2.2+1.1 1.940.6 0.311 2.1+2.9 2.1+1.8 0. 990
1= % BEAR 2R 1 (mmol /L) 1.1+0.4 1.140.3 0. 891 1.1+0.4 1.1+0.3 0. 387
JEH " (mmol /L) 507. 6+461.5 515. 4380, 8 0. 944 242, 3439.3 197.474:32.0 0.721

“P<0. 05, 5% MALIRIT G .

x5 WMABTENE . 22 HM MACE X £ &

e[ (%) ]

i H MEEA (n=29) X B4l (n=238) P
LDL k52 17(58.6) 7(18.4) 0. 001
% 5 BT 1(3. 4 1(2.6) 0.848
Ak S e O U 58 1(3.4) 5(13.2) 0.224
UA FFABE 4(13. 8) 6(15.8) 1. 000
i 0 1(2.6) 0.382
MACE 5(17.2) 12 (31.6) 0. 259
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SEPE I ERFSE Bk ACS B BB VT 25 B
25 H LDL 3k bR 00 A B 55, B0 20 B A e A 7T 2%
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MACE %& A4 5 b [l 22 35 0 58 8o . b 7T B A 4K
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mg, B M 1 k. HETWESE B R, X T eGFR > 30
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eGFR<C30 mL *» min '+ 1.73 m * B & 30T
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R IR K ST B iR R AR R (EARE R, A
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W T B 2 I T 5 17 Al 4 50 3 28 KR ik AR A il R B AR 1
WG, ATy . R & SHARP #f 58 (Study of
Heart and Renal Protection) it & IMRPOVE-IT #ff
98389 BN AR I 2 A B A o AR YT R I SO i
Bt ARBFTE S Rl R T BB R 3T 2 A AL
KME B, mHA R EERNIER. AMRE
7~ CKD S8 5 AR 3 22 1 J5 5 2 9% I R 0% 25 1 AN
WL b A L A PR 5 s B Il i AR mT s A IR R E Y
HEME , E A AR A B B LS5 A T A AT
4B AR 0 RS T B A MR 22 A T i LA
B E AR B 5 B TRV L AELS B 2 I SR S . AR 5T
W T B A KT 22 A R RN & AR A%, FA
SERFFEHE AR R % T ACS &3 CKD 3%,
P TT 06 G AR AT 2 AT B IR B R Mg 2 A AR LA AR B
SRR, BRI B E R 6 4 H B MACE & 4= %
JoH 5 25 5 AU 4 bl T Ol A 3k bR R, K T BE U
SO A S5 R 1 A KU TT RE B P FH AL T T 3R 7 R B I

g5 LTk, ACS A IR dE B Mk M 19 CKD 35 il
FAABTT B A MR T 22 A VA G . o] 3% 45 o3 ol O 2k bR
AN BRI & A RAR AN AR (' ) AR AR i LA
L TIRE R S (AR M AAE LT R BR . (D
MR VEBIF 5T o B B T At VT BB 3 4 Sl it R, (HL I i
MU BRI 5T . BRIk 5 Bl ML X6 FR BFF 5 0 — 25 I 52 A
FERLEIE s () B F ST BEAS B/ (3) Rk £ 7 7
FH BT A% 7T 10 58 254 A ot TR, S 3% 47 30 38 A 477 5 (4)
Wi s R ) o0 I SR Y e A R AT RE 7 R
B, 175 22 0 RO AR B K I 1 B U BIF 9 BH A At 7T
BXARITZ 4 XF ACS 59 CKD B EH A IRIRIT A
B e Atk o MACE (85200 ,
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