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[ E] [BR] ERAEKRIIREYITE GBI IRL A 352 (calMR) 746 & AT 48 ST B4 3 A S LA T
(STEMI) AN 57 RJG RS RBAE IR A EST S MU EMR WP oh, [Fik] ABER A BB @A R, 54 2021 5 1
A—2022 57 AEKEEHKFWES ZEKR A —FE &R 42 STEMI, (R 48 % 2 KBRS RN E T
(PCI) BAAERE S 09 B H 09 A, ARAE calMR 1K AN B F 5 AR E K Sh AR IRAEER L A1 (L-calMR ) 42 F B K 3
PRAZAEERFL /1 (M-calMR) 285 % B RS ARG IR 1 (H-calMR) 21, S ¥ b = E X B F RHPBEARE 1 AR 3
AAOARABEN FHRFCHBAER OREACHFARE £2CEARRAANZR ERAREE Ko hiiEE /A,
R HEIRIA R e R =K IR B o' & SRR SN A b & A 1B (TL-1B) JIL-6 M 5 37 58 B F o TNF-at)
FREBFARF, [ER] EANREMWATA STEMI B4 75 6, L F F 1 55 #), L-calMR 21 M-calMR 41 F= H-
calMR #8534 26 .26 #2 23 ¥, 5 L-calMR 2B}t 45 M-calMR #84= H-calMR 21 £ 5 R #2 £ R RE £ PC1 K
Je 1 AR B 2R At 3 B H-calMR 2832 A0 1g B X F M-calMR 28(P<0.05) , %5 L-caIMR Z84= M-calMR 2B}t %5 H-
calMR 25 e S ARG 1 AR 3 AMA B EBRIL(P<0.05), 5 L-calMR #8345 M-calMR #8 4= H-calMR 417
RE 6 MA =R ik i E/AAEERFRAEFRE 1.3.6 M B KHFIRE M o Foft] B '3 2
P& (P<0.05) , 5 L-calMR £ }0E M-calMR 284» H-calMR £24} J& A2 TL-18 .TL-6 #» TNF-o #97K-F 2 L4 % B
H-calMR 28 b+ 48 & X F M-calMR £1(P<0.05) ., % B & 447 &I calMR & IL-1B F= IL-6 K-F 9% A &, [ 4
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The effect of coronary microcirculation perfusion on myocardial remodeling after in-
terventional therapy in patients with acute anterior ST segment elevation myocardial

infarction
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[ ABSTRACT] Aim  To apply coronary angiography derived index of microcirculatory resistance ( calMR) to
evaluate the effect of coronary microcirculation perfusion on myocardial remodeling after interventional therapy in patients
with acute anterior ST segment elevation myocardial infarction (STEMI). Methods This was a cross-sectional study.

The analysis was performed among the patients who were hospitalized for acute anterior STEMI in the First Department of
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the Second Affiliated Hospital of Dalian Medical University from January 2021 to July 2022 and received percutaneous coro-
nary intervention (PCI) with regtelar follow-up visits.  The patients were divided into low calMR (L-calMR) group, me-
dium caIMR (M-caIMR) group and high calMR (H-caIMR) group according to the results of calMR.

ocardiography at perioperative period, 1 month, 3 months, 6 months and 1 year were analyzed and compared, including left

The results of ech-

atrial diameter (LAD), left ventricular end-diastolic diameter ( LVEDD), interventricular septum thickness ( IVST),
mitral orifice flow velocity E/A, mitral annular septum e’ and mitral annular wall e, etc.  The difference of interleukin-
1B (IL-1B), interleukin-6 (IL-6) , tumor necrosis factor-a (TNF-a) and other inflammatory factors in peripheral blood of
the three groups were also compared. Results A total of 75 patients diagnosed with acute anterior STEMI were recrui-
The L-calMR group, M-calMR group, and H-calMR group had 26, 26 and 23 cases, respec-
tively.  Compared with the L-calMR group, the LAD and IVST in the M-calMR group and the H-calMR group exhibited
an increasing tendency one month after PCI, and the increase in the H-calMR group was more significant than that in the
M-caIMR group (P<0.05). The ejection fraction in the H-caIMR group was notably lower than that in the L-calMR
group and the M-calMR group at 1 and 3 months after PCI (P<0.05).
flow velocity E/A at 6 months after PCI, and the e’ at the septal side and the lateral wall of the mitral annulus at 1, 3, and
6 months after PCI were significantly reduced in the M-calMR and H-calMR groups (P<0.05). Compared with the
L-calMR group, the levels of IL-1B, IL-6, and TNF-a showed an increasing trend in the M-calMR group and the H-calMR
group, and the increase was greater in the H-calMR group than that in the M-calMR group ( P<0.05).
ysis revealed that calMR was a factor influencing the levels of IL-1 B and IL-6 ( P<0.05).

ted, including 55 males.

Compared with the L-calMR group, the mitral

Multivariate anal-
Conclusion CMD may be

involved in the process of myocardial remodeling in patients with acute anterior STEMI after PCI, in which inflammation

plays a role.
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myocardial remodeling

SUPETTRE ST Bedh v A0 IILEE 3t (ST segment
elevation myocardial infarction, STEMI) £ H F & Rl
[% 37 (left anterior descending, LAD ) %5 A8 5 .0 I
i REAE 1L 9/ 1T A 1) — b LR S, HG o e &
JRAECT BERISE AR T A % 0 ) 0 0SS B Bl L 2
FET-M A s 2, B IR YT 2
A2 kit 4 2B ot (4t 4R Bl U B AT RO HE I
UTAER A% 2k STEMI 28 Jz e IR 8 ik v AR 97
(percutaneous coronary intervention, PCI) % B i Ft
A B SE T SRR IH 2 T dtT
DL R T R A2 i B =2 A, 1 A T 22 A T
F X PCILARJE BE W TS 7 A 500

TE FF 38 A8 FE A 5 3h ik (infarct related artery,
IRA) B, A5 5% ~50% 11 555 HH IR o0 Bk B 0iG
IRBESF ( coronary microcirculation dysfunction, CMD) ,
BTN T 0TI Y R A RS TR SRR
W5 B v g A (] T Bl £ Gl s B4 B 7
FAIIREC DI RERY R, & T8 1] O JiE 5 AL B7F 5 4
Do ARG E FEAR VT SPERTEE STEMIT ¥ PCT AR
J B2 S AR Bl K 008 B 4 T %o A8 25 s 400 UL A
IR, LI O 2K B8 90 S 22 0 L ER A 3R 0
RES BEHT A I R SRS

acute anterior ST segment elevation myocardial infarction;

coronary microcirculation disturbance;
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1.1 HARWNERHSA

AHE I ) A UE P B BT | AT T, AT 2021 4R 1
A—2022 %7 AEAKEERKFMEF ZERS
W — A E & M AT B2 STEMI £ Fe 9f # % PCL A EL#L
MY B s R YR, SNARE: (1) 54 2018
FH 4 A0 AL TR E X STEMI & £,
(2) KA <12 h AT 52 & 7k 5 B % A % LAD Ja &
FHATPCLF AR, HRATE: (1) 7R 20 R ZE 5 R
% AF TR B RO B AL S T B A BLAE T
() FMECMAER; (3) T EF EFEZREY
Ae, 6T EREERFXFHEF4NT1E
#;(4) B & AR F K f % PCI K J& HE i & #
R R IR B ik 1 % AT A B9 BUE 2 T 77 35 2K ((coronary
angiography-derived index of microcirculatory resistance,
calMR) 25 R A5 20 N B3 2 A 1% calMR (L-calMR) 41,
# calMR (M-calMR) 41 71 & calMR (H-calMR) 41, #F
RTEPRRAREEMAFWEF —_ERBEZR2
o (2023-264) T A B A A Z R FE RSB,
1.2 BZIRRF RS

WA A MNAF R B TR, A
W R (B E R RR %) AR E BB
# Killip 2~ & B 25 4 fR R %8 1% 0o
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1.3 ERMEYHFEEREE

Pra BEHTE 2 RiERRBE A IE + # ik
mAEAR, REREHF I B KER
T4 & 48 j A & 1B (interleukin-18, TL-18) | & 4}
/% 6 (interleukin-6,1L-6) | i 4 X %8 B ¥ o (tumor
necrosis factor-o, TNF-a) % 35 x40
1.4 WEEFOHEKRE

N o= N o 2 S
GE Logiq7 % & % L $18 m ik & HATNE , BF AN
B NAE 20 E 475K R 42 (left ventricular end dias-
tolic diameter, LVEDD) | Z [8] [& & /& (interventricular
septal thickness,IVST) | £F 5K 7 1 — 2R 3l &0 ot o 3 J&
(E)W{E SR — LMo K% & (A) IE{H B/
A EFIK A R IR B R U e’ 3T Bh 2 A U] BE
il e’ 3z o 3 J& | A2 0 F 4T i1 4 %% (left ventricular e-
jection fraction, LVEF) 2¢
1.5 FRBKER K PCI AR

Pt T 9 4 1 WT O A Mk A B STEMI oy & %, 2
i R Z B F B E R R Judkins % S AT E
W20 kE R, IF 4 B L o S2 PCT R, KB 3
TR R A mE E A, I TIML 2R3k 3 R,
1.6 calMR JUE

B & 77 LAD #y 2 £ 7 B STEMI & 3 PCI A
J& , B2 A Angioplus Beaconl 7 & i i 2 HA6 M AL 1
HEFPEAB(LE)ARAF M EARE calMR
ACET D ARAE 43 B calMR 3% S i ¥ = o k¥
BHED N Z 4, 28 4 L-calMR 4 M-calMR 4 X
H-calMR 4 ,
1.7 SZitZESHAE

B2 SPSS 26.0 Gt it S PR A 45 R #AT S it
A HEXRBRANES AU ves T, T RA

EASRA A fe 8k 75 & 4 2 8 i
WANESHMET ZFHERREHE T Z0H, &
BN @ ek s N i o s VS - e =
R, AR bERXA X ek, XS RA
Spearman 8 % P AT, RE B F KT B % H & %
R % BB E A AT, TR A I 3 R M AR B, DA
P<0.05 H ZRAARITFE L,

2 # B

2.1 BENZEER

A S M HTRE STEMI SB35 75 B, 4F ik (63 +
12) % Hrp B4 55 61(73.3% ) , R4 calMR {5
2HJ5 L-calMR #H 26 ], M-caIMR £ 26 i, H-caIMR
4 23 i,
2.2 —RRIGARF#

L-calMR #H ,M-calMR £1 } H-calMR #H 2 [A] 7%
ot AR SR I S OB PR S A B R A A
J& (systolic blood pressure, SBP) Fll 4T 5K [ ( diastolic
blood pressure , DBP ) S Bf] w] DT AR/ 5| W A 5% | SNtk A%
T/ AR ERIE MTT 225 B S PRBE A A Bk
F AL T A0 1] 5] ( angiotensin-converting enzyme in-
hibitor, ACE) /Ifil % % 5K 28 32 { BHL#7 71 ( angiotensin
I receptor blocker, ARB) /IfiL % & 5k 2% 3% 1A figi HE Bk
fitg $111 ] 7] ( angiotensin receptor-neprilysin inhibitor,
ARNI) 145 3 18 BH i 7 ( calcium channel blocker,
CCB) ZE25 Wl I B 22 57 L R EHE(P>0.05) o
BT L-calMR 2, M-caIlMR 2H 1 H-calMR 2H 4E % /3
K 16. 36% F127. 27% ;.0>-IhfE Killip 2324144 24
N L-calMR 21 1) 88.87% #1 50.29% , 1% %) Hy L-
calMR 21/ 125. 00% 1 141. 23% (P<0.05;% 1) ,

x1. BHBE-MRIERFLLE

Table 1. Comparison of general clinical data of patients in different groups

el L-calMR 41 (n=26) M-calMR 41 (n=26) H-calMR 4 (n=23) ¥*/F1{i P
B[ B(%) ] 23(88.5) 18(69.2) 14(60.9) 5.094  0.078
i % 55+12 64+10* 70+9° 13.456  <0.050
WA/ [ (% ) ] 15(57.7) 12(46.2) 7(30.4) 3.670  0.160
LR/ [B(% ) ] 10(38.4) 17(65.4) 14(60.9) 4.317  0.115
BRI/ [ B1(% ) ] 9(34.6) 10(38.5) 79(30.4) 0.347  0.841
ARG SBP/mmHg 13322 132422 136424 0.195  0.824
ABEH DBP/mmHg 86+14 79+11 84+15 1.701  0.190
Killip 2348/ [ #1( % ) ] 14.650  0.005

1% 18(69.2) 16(61.5) 8(34.8)

% 8(30.8) 10(38.5) 10(43.5)
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W H L-calMR #1(n=26) M-calMR 41(n=26) H-calMR ZH(n=23) y*/F 1 P
4% 0 0 0
Vg 0 0 5(21.7)
R =] DG AR/ W5 | e A 2%/ [ A1 (% ) ] 25(96.2) 25(96.2) 21(91.3) 0.742  0.690
NS T AR I/ [ (% ) ] 26(100.0) 26(100.0) 22(95.7) 2.291  0.318
T2/ [ (% ) ] 25(96.2) 25(96.2) 22(95.7) 0.010  0.995
B AZ AR/ [ #1(% ) ] 23(88.5) 18(69.2) 15(65.2) 4.108  0.128
ACEL/ARB/ARNL/[ (% ) ] 20(76.9) 24(92.3) 20(87.0) 2.528  0.282
CCB/[ (% ) ] 0 0 0 — —

H:a M P<0.05,5 L-calMR 4 [L#¢ ;b 2N P<0. 05,55 M-calMR £ [L#5, “—" RN TSR,

2.3 BRIPZKEZER cumflex artery, LCX) 5 2% . & JF 45 5 4R 3l ik (right
L-calMR 4  M-calMR 411l H-calMR #HZ [A] /£ coronary artery, RCA ) Ji7Z5 ST 4% R B2 M
AR B AR E (B 1) A I ZEWIHE ST (left cir- 2R BEEAE )T 25 0B B (P>0. 05, 2)

R2. BHBEEBRIEDERILE

Table 2. Comparison of coronary angiography results of patients in different groups

i H L-calMR 41 (n=26) M-calMR 41 (n=26) H-calMR #l(n=23) ¥*/F{H P
WA TR [ BI(% ) ] 4.800  0.308
SRR 13(50.0) 9(34.6) 11(47.8)
XL g AR 5(19.2) 12(46.2) 6(26.1)
=R 8(30.8) 5(19.2) 6(26.1)
AR B/ [ (%) ]
LAD 6# 18(69.2) 13(50) 10(43.5) 3.616  0.164
LAD 7# 7(26.9) 11(42.3) 12(52.2) 3.331  0.189
LAD 8# 1(3.8) 2(7.7) 2(8.7) 0.529  0.768
GIF LCX WA/ [ (% ) ] 14(53.8) 12(46.2) 10(43.5) 0.580  0.748
GIF RCA /[ Hil(% ) ] 9(34.6) 8(3.08) 7(30.4) 0.126  0.939
KR/ 1.08=0.56 1.3120.47 1.2321.17 0.592  0.556
T ER/mm 3.14£0.34 3.11£0.35 3.09+0.27 0.171  0.843
FHKE/mm 26.75+11.96 31.42+10.87 34.57+27.29 1.198  0.308
AR g g i i TR R [ (% ) ] 2(7.7) 2(7.7) 3(13.0) 0.540  0.764

1. ERifETHRTMNE
A HIERHIFSZ (RAO10°,CRA30°) , Hith a 2675 6#,b 3R T#, ¢ i 8#,d F/R DI, e /R D2;B AL T LAD6#; C RN T LADT#;
D AR F LADS#, B.C.D ¥4 LAO30°,CAU30°, Horft LAO fRERZARIRMY , RAO FURARIRMY , CRA AAEKA7, CAU AR 2N,

Figure 1. Location of the left anterior descending branch lesion
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— i WL F ARG I 45 SR
L-calMR 41 M-calMR 2 Fl H-calMR £ JJLF% %
[ [5] T.Jiff MB ( creatine kinase-MB,CK-MB) ..0>ILAL
#5285 H 1( cardiac troponin I,¢TNI) &K ( brain na-
triuretic peptide , BNP) | %38 A< 3t o #4 I AT 48 ( N-ter-
minal pro-brain natriuretic peptide , NT-proBNP) %5 i
U B A 1M 21 & 11, 5 JH [5] B2 (total cholesterol ,
TC) H i =8 ( triglyceride , TG ) K% & i & H H
I (low density lipoprotein cholesterol , LDLC) | #k g
HE A BIEEA B RRA LA SRR N A RA

2.4

%iﬁﬂ%@ﬁ( alanine amino-transferase , ALT) | Fe L R
R IL L FL il (aspartate transferase, AST ) | FL R It &
fitg . A B OIR B 3 % ( thyroid-stimulating  hormone ,
TSH) | L7 I 25 =1l FHBR Bt J5 22 ( free triiodothy-
ronine , fT3) JFEHLRIR R (free thyroxine,{T4) &K
V2R TR EME(P>0.05), 5 L-calMR 41 L5, H-
calMR #H = % J& 5 45 11 JH [#] BE (high density
lipoprotein cholesterol, HDLC ) /K34 i1 22. 10% ( P<
0.05) ,5 M-calMR 4 It%¢, H-calMR 41 HDLC 7K~
&I 16. 00% (P<0.05;%3)

R3. BEBRE - MEMULFEIRER

Table 3. Comparison of general biochemical indices of patients in different groups

i H L-caIMR 2 (n=26) M-calMR £ (n=26) H-calMR 2H(n=23) F/H B P
CK-MB/ ( pg/L) 35.35(2.45,177.68) 84.45(4.48,249.8) 43.6(13.00,243.50) 1.577 0.454
¢Tnl/ (pg/L) 31.75(6.06,50.00) 43.96(2.40,50.00) 43.92(8.06,50.00) 0.802 0.670
BNP/(ng/L) 297.20(154.43,789.40)  304.00(82.90,794.48) 535.89(190.90,912.10) 0.799 0.671
NT-proBNP/(ng/L)  770.80(167.38,1 755.15) 906.90(444.55,1 860.15) 1 809.30(683.60,5535.90) 5.081 0.079
23 JE 1LHE/ (mmol /L) 6.83+2.72 7.5543.10 7.53+3.05 0.278 0.758
B LT 8 1/ % 6.87+1.80 6.72+1.43 6.91+1.85 0.074 0.928
TC/(mmol/L) 5.15+1.21 4.60+1.19 5.08+1.22 1.621 0.205
TG/ ( mmol/L) 2.30+1.43 1.99+0.94 1.51+0.93 2.904 0.061
HDLC/ ( mmol/L) 0.95+0.30 1.00+0.23 1.16+0.25" 4.194 0.019
LDLC/ ( mmol/L) 3.1920.91 2.79+0.93 3.10+0. 88 1.387 0.257
HIEEH A/ (/L) 1.26+0.23 1.33+0.17 1.38+0.18 2.451  0.093
#HIEE B/ (g/L) 1.010.26 0.90+0. 38 0.95+0.33 0.733  0.484
JRZE A/ (mmol/L) 5.411.65 6.00=1.90 6.81%3.25 1.923 0.154
WLEF/ ( mol/L) 75.18+14. 11 77.69£20.91 75.41£26.08 0.140 0.870
JRER/ ((mol/L) 384.04+97.90 355.67+106.38 357.04%112.31 0.474 0.624
ALT/(U/L) 47.57(25.74,63.57) 36.61(17.92,62.04) 37.69(17.79,80.19) 1.459 0.482
AST/(U/L) 127.97(31.73,228.39) 78.69(23.75,268.92) 69.17(35.44,234.82) 0.170  0.919
FLER LS’/ (U/L) 615.31422.85 549.23+380. 56 609.59+482.72 0.182 0.834
TSH/ (mIU/L) 1.63+1.43 1.48+1.08 1.84+1.67 0.665 0.517
T3/ ( pmol/L) 4.35+0.51 4.43+0.45 4.06+0.70 3.073  0.052
T4/ ( pmol/L) 13.96+2. 88 14.80+1.75 14.67+1.49 1.141 0.325

a4 P<0.05,%5 L-calMR ZH Ib#¢ ;b 2 P<0.05, 5 M-calMR 4 [L#K

2.5 BEULHBEER

5 L-caIMR 4 L%, M-calMR #H 1 H-calMR #H
A BN AR IVST 78 PCI AR J5 1 A A I 5 38 in
¢, H H-calMR ZH 3% Jin i £ K T M-calMR 4 (P<
0.05) ., 5 L-caIMR £ #ll M-caIMR #1 [t.%% , H-calMR
HLVEF 7EARE 1 DA 3 AR REFERFMK(P<
0.05) . 5 L-calMR 2 b4, M-calMR 21 Fl H-calMR
HAEARTG 6 A H I — M 1 L7 R E/A 76 Bl F
ARIAFIARIE 1.3 .6 A B ISR E] FA N e A

M e’ ¥4 B F AR P<0.05;% 4) .
2.6 RKRIEEEFKF

=4 ] IL-1B  IL-6 , TNF-a HY7K 5 | TH#a
B 5 L-calMR 4 b4, M-caIMR 4 IL-18 /K1
i 43.0% ,11-6 H411149. 2% , TNF-o 34111 45. 6% ,H-
calMR # IL-18 7K °F 3% fin 79.0% , 1L-6 3% fin
132.3% , TNF-o 4 il 106. 4% , H-caIMR 41 | T} &
KT M-calMR 41 (P<0.05;%5) .
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Table 4. Comparison of transthoracic echocardiographic indexes of patients in different groups
i H L-calMR #H(n=26) M-caIMR #H(n=26) H-calMR 4 (n=23) F/H{H P
ZE.0 b A%/ mm [l F AR 35.93+5.35 36.21+7.33 35.79+8.99 0.021 0.979
1A 35.71+4.44 38.35x4.24" 38.00+2. 88" 3.396 0.039
31H 37.84+4.82 37.33£3.19 37.83%3.11 0.149 0. 862
6 1™~H 37.39+3.85 38.13+2.87 37.09+4.2 0.537 0.587
124A 37.92+2.76 37.17£2.54 36.63+2. 68 1.457 0.240
LVEDD/mm FIFAM 45.89+4.13 47.56+5.25 45.84=11.21 0.455 0.636
11H 46.72+4.29 46.78+4. 34 47.84+4.74 0.478 0.622
31H 47.79+3. 16 46.40+3.37 48.93+4.61 2.817 0.066
6 1™~H 48.20+3. 50 47.3423. 64 46.69+4.02 1.014 0.368
124 A 47.04+3.21 46.63+1.78 47.18+2.38 0.208 0.813
IVST/mm FEIF A 11.16=1.91 10.78x1.47 10.59=+1.34 0.793 0.457
11H 9.66+1.15 10.89+1.12° 11.13£1.30° 11.173 <0.05
31H 10.34x1.70 10.27£1.19 10.451.50 0.090 0.914
6 1~ H 10. 080. 82 10.23+1.06 10.21+1.33 0.154 0.858
124H 10.28=+1.07 9.98+0. 87 9.84+0.53 1.727 0.185
O E GRS /mm TR 11.23+3.69 11.05+2. 81 10.67+1.97 0.226 0.799
1A 10.02+2. 45 10.49+0. 89 10.02+0. 86 0.748 0.477
31H 10.07=+1.38 10.22+1.08 9.93+0.78 0.026 0.975
6 1~H 9.89+0. 69 10.22+0. 83 10. 14+1.06 1.528 0.224
124H 9.97+0.99 9.75+0.63 9.62+0.39 1.475 0.236
LVEF/% FIFAM 53.48+5.26 52.47+5.94 49.83+8. 66 1.905 0.156
1A 54.94+5.00 54.22+4.82 50.33+8.03" 4.053 0.021
31MH 54.81+4.69 55.22+3.76 50.81+7.88" 4.499 0.014
6 ™~H 55.11£5.25 54.25+5. 11 52.53%5.22 1.542 0.221
12 4-H 54.51+5.68 55.40+2.23 54.11%5.72 0.471 0.623
E/(em/s) Rl AR 72.65+18.41 72.62+16.93 67.30+25.15 0.552 0.578
11H 75.92+20.75 67.76x14.45 73.88+18.94 1.405 0.252
34H 77.74+14.53 73.44+16.96 74.43+18. 81 0.467 0.629
6 1A 72.08x14.34 66.59+9. 67 68.32£15.76 1.139 0.326
124-A 76.89+21.96 75.44%11.80 78.10+11.03 0.173 0.842
E/A FBl AR 0.96+0. 33 0.88=0.30 0.930.86 0.152 0.859
1A 1.00+0. 34 0.83+0.24 0.84+0.38 2.369 0.101
34 H 1.06=0.28 0.87=0. 18 1.02=0. 68 1.393 0.255
61~ H 0.97+0.32 0.82x0. 18" 0.80+0.22" 3.593 0.033
12 4-H 1.04+0.43 0.95+0.20 1.05=0.32 0.739 0.481
[EIEBI &'/ (em/s) FIF A 7.30£1.93 6.14+1.00° 6.62x1.19" 4.212 0.019
11H 7.48+1.74 6.30+1. 46" 6.29+1.48" 4.822 0.011
314H 7.69+1.65 6.72+1.15° 6.78+1.79* 3.183 0.047
6 1™~H 7.85+2.19 6.62+0.92° 6.44+1.04° 6.541 0.002
124A 8.17+2.69 7.43+0.60 7.02+1.39 2.634 0.079
MBEM] &'/ (em/s) FEl A 8.99+1.96 7.68+1. 64" 7.97+1.88" 3.676 0.030
1A 9.48+1.94 8.12+1.58° 8.16=1.75° 4.916 0.010
31H 9.66+1.40 8.83+1.63" 8.46+1.95° 3.368 0.040
6 ™H 9.43£2.03 8.24+1.49° 8.51+1.51° 3.489 0.036
121~ H 10.11£2.52 9.45+0. 56 9.02+1.20 2.693 0.074

H:aF P<0.05,5 L-calMR 41 tL% ;b o P<0.05,5 M-calMR 4 Hus
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Table 5. Comparison of the levels of inflammatory factors of patients in different groups AT ng/L
i H L-calMR % (n=26) M-caIMR #H (n=26) H-calMR #H (n=23) F/HAH P
IL-1B 5.00(5.00,5.65) 7.15(5.86,8.93)"° 8.95(6.95,12.10)® 31.372 <0.05
IL-6 7.05(5.20,8.10) 10.52(8.35,15.73)" 16.38(13.45,19.11)™ 36.673 <0.05
TNF-a 8.24(4.24,12.53) 12.00(10.20,19.76)" 17.10(13.33,25.05)* 23.179 <0.05

1 :a y P<0.05,5 L-calMR 41 L% ;b 2 P<0. 05,5 M-calMR 4 LL#

2.7 REBRFRKENHEXERSEERLMERNA
S

Sr5Ks calMR 5 1L-1B IL-6 . TNF-a fi%) 7K 3F- 3
PR SEE T, 45 R /R calMR 5 IL-1B IL-6  TNF-
o KPS IEASE, MOC R B r {H 20 5 0.633,
0.776 0. 604 (P<0.05) , # calMR  4F#%  Killip 73
9% HDLC 540 A A8 iE, S0E 10 A2 il AT 2
RN AT , & BUE PR T 4RI Killip 434% .
HDLC J& , calMR 2 IL-1B F1 IL-6 7K Y 5% i [H &%
(P<0.05;%6)

F 6. REETFKIERZEHRLER TN
Table 6. Multivariate linear regression analysis of

inflammatory factor levels

A it B BARMER oMY P
IL-1B 0.55 0.215 2.558 0.013
1L-6 2.265 1.131 2.003 0.049
TNF-a 1.779 1. 146 1.552 2.125
3 3t i

LAD il A J5 52 .0 LT L, B4
AREREEIRST R FAA — o AREH 0 )
WA KRR U PCT AR JF O A R R
K RRZ, kA CMD 5.0 /1 ElEAR
FF R A, B STEMI B Z0FE IRA J5, RIEK
& TIMI 3 G i, 54 59. 3% i th ¥ CMD, H.
BIFARMBATEALEOETKIIERET
faelao 2] AR SR RH F5 %% (the index of microcir-
culatory resistance , IMR ) J& 12 Wii# 0 24 Bz it 19 « 445
#E” (H T IMR U R P BN TS e R AR
SEOHAE I RS2 B b v RO A AR R R A BR, T
calMR ARIETEEAR Bl bk i 52 45 SR 2047 0 A, BA EV S
i T BT R A T8 K 25 A5 AR 2R
FU AT G250 T R W TS B A I K
M, I BB X SO0E BF B A5 12 W A A 4
FIMR'™

REAEIE LAD 93 748 B 5¢ 42 DA ZE 1 7228 02 K HE
TR I Ak ST e R . ARBF IS AR PCI
ARJG calMR #1750 5T, K PLBE calMR SINC] A
W, . Killip 73 2R & g sk i
U BRI, X 5 S TS AR IR S Killip
Or R e ME— 3 S PCT AR AT i i 4 21
PO, R I B K- N E SR E S, A CMD 7
AL TR H AR B A R T R 9 ( proprotein
convertase subtilisin/kexin type 9, PCSK9 ) 1] il 71 7]
T RAE S, A IR T BE L ARHIR S R BLAE
ANTA] calMR K583 HDLC /KPf 5 HUA 25 5+,
[FIRESAIE T IMAR K5 A PR s A — € G &R,
O WUBEAE B AR IR K V545 , il BEA BT CMD
Rk

AMI J5 O WUVE A 5.0 ) 5835 K A R 5 TS
TS AR SE & B 220 By N AR S LVEDD K
R IIGH G (6] I BE D7 R b 2 ] B B e &
JEREEE KRB E R TGS, 5 AR —
T YW CMD 2 50 IR BE I A0 = A,
ABFFEH, H-calMR 4175 Bl T AR LVEF KR8
I, Fy 1A H 3 A H s DB IR L 55 L-calMR
H ] M-calMR I &, E E/A  ZRAEH ] B 1)
e/ FIMEEM] e’ I TPEM 22O &P sk T fE . BEAEAESY
R Lo ZE & K I RE = UGS STEMI B3 B /Y &
BEbR, H A O IUBISE 83 R 5 AT 5K D) AE I AT 5
T LVEF W Ak, RO A AR calMR 7K i
HAEBEDTIEFE D ZJARIRIAIFE M e FONEE M e’ 22 5
A EYE PR CMD ATRETE 40O & Pk DI RE 2 4 v
BA—EEM, ABFRIE LI, calMR 2 5.0 L E
MEZEPERG 1 ~6 A, #R CMD 2 5
O WUEM R (H AR A BT

HATHFIE &3, IL-18 7E 41 il /KF B2 5.0 00
AL i, I HLAE i R 52 2 [ R UL 3 1L-
1B XF Lo JUUAE B2 Ji5 0 JUE 5 4 1 ( 550) D RE A2 A 10 52
M2t IL-6 Al it Janus B ( Janus kinase , JAK)/
5T S M S T 3 (signal transducer and
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activator of transcription, STAT3)  # b4 K H ¥ B
(transforming growth factor-B, TGF-B)/Smad [F] %)
3 (mothers against decapentaplegic homolog 3, Smad3 )
S5 5300 A 2 B ok ok A 1 RO UL A 1Y R A
HRE Mgz 1L-6 /N ERA S HBLEY
RALOIIREARSEL R, 7E0 Il BH b, M
I 2Z 8 (interleukin-8, IL-8) Al TNF-o'*) iy 335
¥ e, o TNF-o fE 2 R, Rk 2
PE— AR E TL-1B \TL-6 %5 S JE T i k™, Bk
MR UESE CMD 5 C b 45 1 55 48 5 52 I A
S SERNIER 1 VB 3 o) e S r €PN A T A
AR I, BB calMR 9T, IL-1B  IL-6 F0
TNF-a 5K 288 0, H calMR 5 1L-18 . 1L-6 [
KFEEUIRA . £5 F TR, AN CMD 75 % Wi
OHLEM AT FE S IL-18 \IL-6 Fll TNF-o 25 48 5iE A 1
MSEAK,

AT AFAE — & Sy BR A% - 15, A5 T
AU SE , FEAS B A B/ HOR A5
SR P IET B 53 AT J7 125, 00 0 8080 1) 4R 58 A 18 TR
ARz L TR AR S DG BETE AR AR B IAh, KT
CMD F5E I A 38 K HAE O LB R v i BAR AL
ik — L IRAIRIT
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