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Insulin Resistance is Associated with Significant Clinical
Atherosclerosis in Non-Diabetic Patients with
Acute Myocardial Infarction

Geng-hui Li*, Hong-yan Guo? Yang Cac® Gui-jia Zhu®
(1. Ward sickroom, Qigihar First Hospital; 2. Department of Biochemistry, Qigihar Medical
University; 3. The Fourth Affiliated Hospital of Harbin Medical University)

Abstract: [Objectives] The prevalence of insulin resistance is increasing worldwide due to increasing
age, obesity, and physical inactivity. Emerging evidence supports a direct pro-atherogenic effect of insulin re—
sistances on the coronary vasculature, but the relation between insulin resistances and angiographic atheroscle—
rosis in a ‘real-world’ clinical setting is uncertain. In this study, we assessed whether insulin resistances is
independently associated with clinically significant angiographic atherosclerosis in non -diabetic patients.
[ Methods] Approach and Results:We examined the association between insulin resistance and the extent of
coronary atherosclerosis determined by angiography in 1073 non-diabetic patients surviving acute myocardial
infarction. Patients were divided into quartiles based on the homeostasis model assessment grading of insulin
resistances (HOMA-IR), and associations between insulin resistances and multivessel coronary artery disease
(MVD), defined as =2 arteries with =70% stenosis (or =50% left main stenosis), were analyzed in bivariate
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and multivariable modeling. Overall, the cohort had a median age of 56 years; 28.9% women. The crude
prevalence of MVD was 37.8%, 42.3%, 47.2% and 48.0% for HOMA-IR quartiles 1, 2, 3, and 4 respectively
(P=0.009). In multivariable modeling, compared with quartile 1, both quartile 3 [RR (95% CI) =1.31 (1.07-
1.60)] and quartile 4 [1.29 (1.03-1.60)] were independently associated with MVD. Covariates in the model in-

cluded patient demographic and clinical characteristics and metabolic factors
[ Conclusions] We demonstrate an independent association between insulin resistances

HbAlc, and hs-CRP).
and MVD in non-diabetic post-MI patients.
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B, ZASKAIRA TR AT R AR RO R 0
1MiL%% (cardiovascular, CV) FH {44 5 IR HA MG, (H
AP EE A IE B i — /N3, b,
R B4 E IR 2 S8 eV F st sz T& 45
RGP RS, B4 RIMIFF R, IR Al HH2
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TEH 2008 4F -2014 4E W] B2 Wl kO LR
FERBA  BE B RS R T A — BB W R R
KA S — BB D R, S BT A R (S51E
HHNATHOT TS MW ABE . HERRbRE  BETE
WEDRIS R RS2 TR IR S 2 ML 2T 2R
F1=6.5% . A A7 B AL I 21 2 (G & R 4725 1 1
ARSI AT 2 1 5 ZE A o B 4 A 7 o ok i
SR MR IS WIbRHES % 2014 4736 EIBE PR H
S RIS WhRIfER,

(LDL-C, HDL-C, triglyceride,
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1.2 Ak

ABERF G G212 Wil A 15 k9 (diabetes melli-
tus, DM) , ELA RIS (23 M6 I , 25 I8 i e i 3=
(fasting plasma insulin,FP1), #%{k Ifi 21 5 H /K F
(glycosylated hemoglobin level ,HbAlc)], Jf H EA&
SEER B Ik S AH DGR, 23 IR OB RN R 5 3R (B2 A
A7 FEEET H Be i SR A2 A IR o Th 3RAS, X2 R
T ER K PR Mgk /D KB 35 RO UL ZE B i 2 ARG
HR 2 R B i R A O o FPI A2 A0k
B gZE i E 1 (DPC(MEF AL th SC A B IS AZ 0L,
FIE e, FEEDIRE . HbALe SR FH R AH (6 ik 1k
AT E (Bio-Rad 2~ , IH4: 1, Al f& JE ., 22
)o ANEA DM 2 Wi SN AS I FH R M 25, IF
HbAL1c<6.5% . et & A B IF 4l Jk & & HK bi 45 4
(Homeostasis model assessment-insulin  resistance,
HOMA-IR) it [ & = AP 46 4, (HOMA-IR: %5 18
B8 28 (mu/L) x 25 R LB (mmol/L)/22.5) SR Sl ik
1A E IR SRR AR, 2 S8 e SR
/0 A PR AR R =T70% s AL TR AR =
50%,
1.3 laERER
WA AR TR AR AR ] R i I I
eS8 WM AR F5 %L (body mass index,BMI) .2
Wr (ST Befam Bl st 5k ST Bedfm B0 s
BE) TR RIS AN S AT L RO 2
Yy AR BERE 5 A (low density lipoprotein, LAD) | /5
2 B & 1 (high density lipoprotein, HDL) . i1 =
fis \HbAlc. 58 L C Jz 1 &K 11 (high-sensitivity
C-reactive protein,hs-CRP).,
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IS FIRR A 254341, P<0.05 S22 A Geit 3 X
2 #HR

ABERFFERT G N7 ~ 7 (FEE NI BL)
1456 %, Hod, Loty 28.9%, M 71.1%. ST
B AL IUEIE. (FEH R0 S FR, STEMI) (5
50.2%F1E ST Brdf i L0 UESE (FE# #h Fe e S0 4
FR,NSTEMI) 7 49.8%. Fy T i K 7:8 HOMA-
IR 22 5500 , PR R A U 47 v . AR 4l HOMA-IR
{E U420, U433z #E (interquartile range, Q)Q1:
AME<1.35, M <1.25;Q2: B 1.35-<2.12, &

1.25-<2.22;Q3: B 2.12-<3.99, &k 2.22-<
3.63;Q4: Hi Mk >3.99, L >3.63, FLLFFIEILE 1.
AU IR W BMI B i, O H A ok R i
fiEgfn 5% (Angiotensin converting enzyme inhibitor,
ACEI) . If.5 % 5K & 32 A FH W7 77 ( Angiotensin  recep-
tor blockers, ARB) fth T 2 1A bR BEZ 3 w5 o 171
W AHENE IR B & k. Killip 204 . = IW4q )
fe A BERT A &2 GRACE PF43 6 /> H FE T3 K WL 2=
5o ARHRERRRE F A W36 2, 25 I IbE (FPILH v
=i \HbAlc.hs-CPR 15 IR 225345 Gi ¢35 L Ik
SR A R TR 3. MU 4 2 2 32 1l A8 R

F 1 HZHEE
) - ) R P
JBR B AL
HOMA-IA)
QL(n=270) 583=+12.7 192(71.7) 78(28.7) 258+4.4 101(37.4) 141(522) 141(52.2) 6(2.2) 43(15.9)  36(13.3)
Q2(n=265) 58.1+13.0 189(71.3) 76(28.7) 27.8+49 114(43.0) 138(52.1) 122(46.2)  8(3.0) 32(12.1)  47(17.7)
Q3(n=269) 56.2+11.6 190(70.6) 79(29.4) 30.3+6.3 112(41.6) 164(61.0) 116(433)  6(22) 47(175)  47(175)
Q4(n=269) 56.6+12.8 192(71.4) 77(28.6) 30.6+6.0 124(46.1) 149(554) 113(422)  7(2.6) 53(19.7)  56(20.8)
P 0.04 0.99 <0.001 0.07 0.18 0.18 0.89 0.10 0.03
P EEMFZI/N = 3 i H P EEMFEI/NE= 3 i H
gkl
bR e s W7 ThaE 9
92 &5 2R AT e
2k (HOMA-IA)
Q1(n=270) 15(5.6) 9(3.3) 101(37.4) 55(20.4) 58(215) 57(21.1) 34(126) 165(61.1) 58(21.5) 28(10.4) 19(7.0)
Q2(n=265) 21(7.9) 4(15) 90(34.0) 69(26.0) 54(204) 70(26.4) 47(17.7) 178(67.2) 50(18.9) 23(8.7) 14(5.3)
Q3(n=269) 25(9.3) 8(3.0) 88(328) 67(24.9) 79(29.4) 72(26.8) 54(20.1) 169(62.8) 53(19.7) 33(12.3) 24(5.2)
Q4(n=269) 23(8.6) 9(3.3) 120(45.1) 79(29.4) 83(30.9) 82(30.5) 60(22.3) 183(68.0) 41(152) 28(104) 17(6.3)
PA 0.16 0.53 0.10 0.03 0.002 0.02 0.003 0.48
P EEMFZI/NE = 3 I # P EEMAZI/NE = 3 I #
gkl
Killipe 534% | (%) LW 1 51(%) -
JBR B AP IIEL
(HOMA-IA)
Q1(n=270) 256(95.2) 12(4.5) 1(0.4) 0(0.0) 48=+4.9 144(53.3) 126(46.7) 96.1+28.7
Q2(n=265) 243(92.7) 17(6.5) 2(0.8) 0(0.0) 45+54 133(50.2) 132(49.8) 91.7+28.9
Q3(n=269) 247(92.2) 17(6.3) 2(0.7) 2(0.7) 49+41 141(52.4) 128(47.6) 92.8 +26.0
Q4(n=269) 249(93.6) 14(5.3) 3(1.1) 0(0.0) 4950 121(45.0) 148(55.0) 94.0+308
P1H PEEMEE/NGA 3 iy 029 0.52 0.09 0.49

T« PAH ORISR ik LR A AR, 432575 1 F Mantel-Haenszel #50 (F646 t PAHZRIZM NEUSUS 3 07 A0 , B1EH #h i)
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TR 5N 37.8% .42.3% . 47.2%7F11 48.%( P=0.009),

LS Sh K REAL s 26 DR ARG
TEZH S5y AR 2T 26 1 AT hs—-CRP 2 1EJ5 IR 5
22 MRS A ST A (UL 1) B8 IR 1
Q1 A H,Q3 21 MCV &/ % i [RR(95%CI )-1.31

&2 RGERFHE

(1.07-1.60)], Q4 JRAIHL[RR(95%CI )-1.29( 1.03-
1.60)]c MRS HT B, £ X HbALc<6.0(n =851)
H ,HOMA-IR 155 2 32 1fil 85 A5 A 4 37 AH 44 [Q3
vs Q1:RR1.38(1.09-1.73);Q4 vs Q1:RR1.38(1.09-
L7 2). HA1, &% HoALc<6.5%F15s i IfiL A <

(x+s) EIEEMEAL

21571 I FEBEEZE HbALc hs-CRP  WBC i1#t  JLEF o LT e LDL HDL Hih =g
T 5 AL THAMFE
(HOMA-IR) Bfr
Q1(n=270) 43+06 40+17 56+04 3.0+40 103+37 11+09 3.02+0.69 1.88+059 0.82+0.21 1.27+0.64
Q2(n=265) 45+06 77+14 56+04 27+36 102+34 11+09 315+068 19+059 0.80+0.19 1.39+0.69
Q3(n=269) 47+06 123+25 57+04 38x47 105+41 11+06 3.18+0.70 1.98+057 0.78+0.24 1.62+0.79
Q4(n=269) 57+13 398+40.1 56+04 4053 103+37 1.2+11 314+075 1.92+0.64 080+0.21 1.57+0094
P <0.001 <0.001 <0.001 <0.001 0.71 0.35 0.36 0.34 0.22 <0.001
. . o . o 1 P EEMRI/IN R 3 1%
2 P IR B SR R FHER M BG4 2578 5% A Mantel-Haenszel #6555 ERGEINR S
x3 BRIERERIFE H1(%)
) S SR , .
215 2 SCIMAEIRAE 0 1 5 3 AT keSO B AT
Jile 5y PP
(HOMA-IR)
Q1(n=270) 102(37.8) 31(115) 137(50.7) 57(21.1) 45(16.7) 15(5.6) 24(8.9) 9(3.3)
Q2(n=265) 112(42.3) 27(10.2) 126(47.5) 63(23.8) 49(18.5) 17(6.4) 25(9.5) 12(4.5)
Q3(n=269) 127(47.2) 28(10.4) 114(42.4) 79(29.4) 48(17.8) 15(5.6) 29(10.8) 11(4.1)
Q4(n=269) 129(48.0) 22(8.2) 118(43.9) 79(29.4) 50(18.6) 20(7.4) 35(13.0) 15(5.6)
P{H 0.009 0.04 P EEMZI/NES 3 irEk 0.47 0.10 0.26
1 : PAHFOR LA 1 R A R Sk, 432875 1R F Mantel-Haenszel 545
ZXMEREREEERE RR (95% CI) TERITE
IR Q2 vs Q1 —_ 1.10 (0.90.1.34) 0.93
IR Q3 vs Q1 D ——— 1.31 (1.07.1.60) 2.63
IR Q4 vs Q1 i 1.29 (1.03.1.60} 2.25
FiH B1o05F — 1.24 (1.15.1.33) 5.95
TE5] BiEvsZoit —_— 1.49 (1.24.1.79) 4.18
LDL &20mg/dl - 107 (1.01,1.12) 2.52
MmEES= | o 1.21 (1.03,1.41) 2.36
HDL & 10mg/dl - 0.91 (0.83,0.98) -2.33
hsCRP & 5mg/l | 1.07 (1.01,1.14) 2.33
STEMI wvs NSETMI —_— 0.89 (0.77.1.02) -1.71
B & 8z:14H - — 1.14 (0.97.1.33) 1.61
CADEERESE —_ 1.13 (0.94.1.34) 1.32
3T ZE | 1.12 (0.94.1.32) 1.25
BMI B sSkg/m? — 096 (0.90,1.03) -1.07
= E 1.09 (0.93.1.28) 1.03
7 BRI — 092 (0.76,1.12)  -0.84
HbAlce 1% —_— 1.07 (0.89,1.29) 0.73
ACEI'ARB —_— 0.95 (0.80.1.13) -0.62
R — 0.96 (0.83.1.10) -0.59
Hili =E8 s50mg/dl - 1.01 (0.97,1.04) 0.27
prR —— 099 (0.84,1.17) ~0.13
|
[ | 1
0.5 1 2

RR AT U 5 C1 2 A5 DX T] 5 IR [ AR 5 hs-CRP B C RN 115 STEMI: ST Bedfiim AL L JJURESE ; NSTEMI - 3F ST Brdfr i AL JJUAESE ;
CAD: 30 ; BMI : B A BT 138 45 ; HbALe  BEAL M 218 1 s ACEL: A Bk 2 A3 BRI 50 ; ARB : 1 A% S 7k 22 SZ AR BT 571
1 ET Poisson E3#&ER, & ARRSEITAEHIBTEIER £ RE SRS RRNVEXE
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ZTNEREREREE RR (95% CI) TR &
IR Q2 vs Q1 —_ 1.15 (0.91,1.43)  1.18
IR Q3 vs Q1 1.38 (1.09,1.73) 2.73
IR Q4 vs Q1 138 (1.09.1.74) 266
Fig 105 [ 120 (1.11,1.30) 4380
145 Bitvsi it L —— 1.43 (1.151.78) 320
LDL &20mg/dl . 1.08 (1.02,1.14) 272

mpss | - 1.29 (1.09.1.54) 293
HDL & 10mg/dl 0.90 (0.81,099) -2.19
hsCRP & 5mg/l

STEMI vs NSETMI

1.10 (1.04.1.17) 307
0.86 (0.7741.01) -1.88

B 7 1A 1.12 (0.95,1.33) 1.32
CADZEESE 1.07 (0.88.129) 066
fihiT 1.09 (0.90,132) 087
BMI & 5kg/m? 095 (0.87.1.03) -1.23
7 FR 57 095 (0.78,1.16)  -0.50
HbAlc &1% 1.06 (0.82,1.38) 044

099 (0.81,1.21)  -0.10
0.95 (0.81,1.12)  -0.60
098 (0.92,1.03) -086
095 (0.78.1.16) -0.50

ACEUARB

R

Hib =B §s50mg/dl
BBE T

=
—
———
———
——
- ——
=& —— 1.01 (0.84,1.20)  0.06
—_—
—_——
———
e
-
|
|
1

0.3
RR: AT XU ; C1 2 85 X I8] 5 IR : [ 2 BAEHT ; hs-CRP i # C S8 1 ; STEMI - ST Bedfmi L0 IUESE ; NSTEMI - 3 ST Bedh i BLC WUAESE 5
CAD : 50395 ; BMI : BHA R FEFE 0 HhA L AL I 212K 14 ; ACE L« A5 S5k AL B 1771 ; ARB - I % 'S5 2 52 (AL b 5+1)
B 2 E-T Poisson EIA#RE, 5 ARESEX IFMAEFIET IEERF £5 (HbALc<6.0%),
BRIER SR T SRS EMMMEXE

ZIMERERREE RR (95% CI) TéRiH &
IR Q2 vs Q1 _'_._ 1.10 (091.135) 098
IR Q3 vs Q1 I_._ 1.28 (1.05,1.57) 243
IR Q4 vs Q1 | e 1.31 (1.07,161) 260
Fip B10F | - 123 (1.15132) 613
15 Bitvsrtt L —— 145 (1.21,1.73) 407
LDL &20mg/dl - 1.07 (1.02,1.12) 268
migss — 1.17 (1.01,1.36)  2.03
HDL & 10mg/dl 0.91 (0.84,098) -242
hsCRP &5mg/l -— 1.07 {1.01,1.14) 232
STEMI vs NSETMI - 0.90 (0.78,1.02) -161
B #i A —— 1.10 (0.95,1.28) 130
CADEER —— 1.12 (0.94,1.32) 1.29
3T 2 —_— 1.12 (0.95,1.32) 1.33
BMI & 5kg/m? - 096 (090103) -112
&% —_—— 1.10 (0.94,1.29) 1.20
7 7R 371 —— 0.90 (0.75.1.08) -1.13
HbAlc B1% —_— 1.08 (091,1.30) (.88
ACEI/ARB — 0.93 (0.79,1.10)  -0.80
i —— 0.95 (0.83.1.09) -0.76
Hit =B & 50mg/dl - 1.00 (0.97,1.04) 0.16
B FE 7 —].— 1.00 (0.84.1.19) -0.02
| I |
0.5 1 2

RR: AT XU ; C1 2 85 X T8] 5 IR« J3 2 RAEHT ; hs-CRP i # C S8 1 ; STEMI - ST Bedfmi BLC JIUEESE ; NSTEMI - 3 ST Bedh i BLL WUAESE 5
CAD : 50395 ; BMI : BHAFRFEHE 50 HhA L LI 212K 14 ; ACE L« 45 S5k AL B 15771 ; ARB - I 55 'S 5K 2 32 (ALt 51
B 3 T Poisson EIJAERY, K AN IEMEHIRTAEYE R % £E ( HbALc<6.5%, =R M4E <126 mg/dl),
BIKER S TR SRS ERAMEXE
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126 mg/dl £ (n=999),HOMA-IR 155 MVD 4 i
SEEYAEEE [Q3 vs Q1:RR=1.28 (1.05-1.57);Q4 vs
Q1:RR=1.31(1.07-1.61)]( LK 3).

FPI L&A M2 IR 1 AbRAE, U Tk
W R . %S s FPL S HOMA-IR A HH g
A4 (r=0.95, P<0.001), 3 HLJ& MVD Ji 57 &
HZE LK 4).

5 Q1 (¥ FPI #HH:,Q3 ) MVD & A= R & [RR
(95%Cl)-1.31(1.07-1.59)], Q4 1 4N HL[RR(95%CI )
-1.22(0.99-1.51)]., #Rifii ,HOMA-IR F1 MVD PU4z
Bz 6] i e AR [ FPL 5 MVD A e E T A 2 .
B —J7 i , HOMA-IR F1 HbAlc Z [i] JoAH etk (r=

0.03; P=0.4),HbAlc 5 MVD Z [ TeAHEPE(ILEL),
AWFREM IR 5 BMI AR AAHSCHE(ILER 1), B
J& MVD BE Th AR5 5 A &R HOMA-IR 51BM
AR AHCHE (2 HAEH P=0.04), RWTE BMI
20, HOMA-IR 5 MVD %A SE i Je 8 . R’
R 3 UAEAKT BMI LR R RS 24 T4 . BMI
(ARLRPERE S IR ZR PAE R 0.89 (BUEE B A /INEUAS,
5 307), R\EHEMEXLRIFRA W RINE. &5,
HS-CRP 5 MVD A3 it 7. i #H & P [RR (95%Cl ) -1.
07(1.01-1.14)]. #A1fi,HOMA-IR 5 hs-CRP 2 [&]f)
HEAEHZE R TG E L (P=0.55) CEUEESCH
INEE TR 37D

ZETMERERIEER RR (95% CI) TéRit &
IR Q2 vs Q1 — 0.93 (0.75.1.16)  -0.65
IR Q3 vs Q1 ! 131 (1.07.1.59) 267
IR Q4 vs Q1 e — 1.22 (0.99,1.51) 1.88
F& Bl1oFE (- 1.23 (1.15.1.32) 620
5| BiEvsir it L —— 145 (1.21.1.74) 4.10
LDL &20mg/dl - 1.07 (1.02,1.13) 286
== | —— 1.17 (1.01,1.36) 206
HDL & 10mg/dl - 091 (0.84098) -238
hsCRP & 35mg/l - 1.07 (1.01,1.13) 229
STEMI vs NSETMI —— 0.88 (0.77.1.01) -1.82
B &0 iA —— 1.10 (0.95,1.28) 126
CADZF R FE — 1.10 (0.93,130) 1.12
i3 T 2 —— 1.12 (095,132) 133
BMI £ 5kg/m? - 096 (0.89,1.02) -1.27
&M E —— 1.09 (0.93,1.28) 1.10
) BR 57 —_—— 091 (0.76,1.09) -1.03
HbAlc B1% —_— 1.09 (0.91,1.30) 0.92
ACEVARB — 0.93 (0.79,1.11)  -0.80
Lo — 096 (0.84,1.10) -0.57
Hil=F §50mg/dl -+ 1.00 (0.97,1.04) 020
(luzk ol —_— 1.02 (0.87.1.19) -0.19
| | |
0.5 1 2

RR AT U 5 C1 2 A5 DX T] 5 IR [ AR 5 hs-CRP B C RN 115 STEMI: ST Bedfiim AL L JJURESE; NSTEMI - 3F ST Brdfr i AL JJULRESE ;
CAD: 30 ; BMI : B A BT 138 45 ; HbALe  BEAL M 218 1 s ACEL: A Bk 2 A3 BRI 50 ; ARB : 1 A% S 7k 22 SZ AR BT 571
B 4 ET Poisson EIFRE, R ARREENXITMEAMBIER ZTRESEHN IR WEIRER FPIAEXME

3 iTtig
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