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Effect of age on myocardial remodeling in acute anterior myocardial infarction pa-
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[ ABSTRACT ] Aim To explore the effect of age on myocardial remodeling after percutaneous coronary intervention
(PCI) in patients with acute anterior myocardial infarction. Methods  This study was a cross-sectional study
analyzing clinical data of regular follow-up at 1, 3, 6 and 12 months after PCI for acute anterior myocardial infarction.
According to the age of the patients, they were divided into a low age group (<65 years old) and a high age group ( =65
years old).  The differences in baseline data, biochemical indexes, coronary angiography, inflammatory factor levels, and
cardiac ultrasound indexes between the two groups were analyzed, and the correlation analysis between age and
inflammatory factors and the multivariate linear regression analysis of diastolic function were performed. Results A to-
tal of 87 patients with acute anterior myocardial infarction were selected, aged (62+13) years, including 67 males
(77.0% ) , 43 in the low age group and 44 in the high age group. ~Compared with the low age group, the levels of inflam-

matory factors such as C-reactive protein, interleukin-1g (IL-1B), interleukin-6 (IL-6) and tumor necrosis factor-a
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(TNF-a) increased in the high age group, while ultrasound indicators such as mitral valve annulus septal e’, mitral valve

flow velocity E/A, and mitral valve annulus sidewall e’ decreased (P<0.05).

Older age was an independent risk factor for

a decrease in mitral valve flow velocity E/A | mitral valve annulus sidewall e’ and mitral valve annulus septal e’ in patients

with acute anterior myocardial infarction 6 months after PCI (P<0.05).

Conclusion Age is an independent risk factor

for reduced diastolic function after PCI in acute anterior myocardial infarction, inflammatory factor such as IL-13, 1L-6 and

TNF-a may play a role in the impaired diastolic function after PCI in age-related acute anterior myocardial infarction.
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F 2B STEMI; (2) 3F 87 B 0 AL JE ;5 (3) & FF fif
EE FFEEEMERGEmEL2H (4) 28T
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JHI B B2 AR B 55 (9 S0 08 (P<0. 05) , Ry ML B
s LA AR AT 26 259 | 3R -4 R sk R R G
il 5 ( renin-angiotensin system inhibitor, RASI) f¥ /&
HIGE 2 5(P>0.05; % 1) ,

®1. MABRE—MRIGRZLILLE
Table 1. Comparison of general clinical data of patients
between the two groups Fifv . {5 ( % )

HiH TRAF IR AR
(n=43) (n=44)
Bk 38(88.4) 29(65.9) 0.013
Mz A 25(58.1) 16(36.4) 0.042
R Il 21(48.8) 22(50.0) 0.914
BE IR 13(30.2) 16(36.4) 0.544
Killip 434% 0.031
1% 27(62.8) 15(34.1)
% 13(30.2) 18(40.9)
4% 2(4.7) 6(13.6)
IV %% 1(2.3) 5(11.4)
T 41(95.3) 42(95.5) 0.981
B SZAABELH 38(88.4) 29(65.9) 0.013
RASI 34(79.1) 35(81.4) 0.787

2.3 MEYUFIERILE

SARAF I L AR LU, o 4F % 2H 22 K5 A S i 94 JOK T
& ( N-terminal pro-brain natriuretic peptide , NT-proB-
NP) . i % FE JE 45 1 I 5 B (high density lipoprotein
cholesterol , HDLC ) ZKF-38 i, H i — s K% & IR 2
F1JH [ B (low density lipoprotein cholesterol , LDLC)
KD 22 5 B B Gt 22 T L (P<0.05) 5 1M
2H ). WLILES 2 1 1( cardiac troponin I, ¢Tnl) (%5 i
MBS WA I 20 28 S IE T | LI Y R B
fiff ( alanine transaminase , ALT) K& & R5% & ( as-
partate transaminase , AST ) M L& R S 1) 22 57 8 H
AL (P>0.05;,%2) .
2.4 BREBKEZER LR

EGARAF I 2H A Fl e A 07 20 50 S AR D i
EHEN TR, 25 BA 514 E X (P<0.05),
XUSIRAR = SORAE A8 B e G IF 76 [T E 32 (eft
circumflex branch, LCX) 4 %R 8 Ik (right coronary
artery , RCA ) Ji 28 DA S A A SZ 20808 AR KER
ZFRAHAGIAEL(P>0.05;%3)
2.5 RIEFEFKFELLR

SR AR L, S AR C SV HE ) (Cere-
active protein, CRP) | FAZ}I/ % 6 (interleukin-6, IL-

6) JHIEIRFE A F o (tumor necrosis factor-a, TNF-at)
KA (¥) P<0.05) o A 7 23 5 A A B
SR 4 LA % 1B (interleukin-1B8, TL-1B) Y% ik
KA A1 D (<5 ng/L) 2 % (5 ~10 ng/L) 3 %
(=10 ng/L) , SRR, BRI 118 /Y
TRy 28 53 HAA G4 S0, RN = AR i
2 IL-1B 7K P Fe Bl B (P<0. 05546 4)

x2. MAERENEYUFIERILE
Table 2. Comparison of blood biochemical indicators of

patients between the two groups

. A AL meEwa
" (n=43) (n=44)
41.58 25.30
“Tnl/( mg/L .
eTnl/(mg/1.) (8.52.50.00)  (2.82.50.00) 33
687.70 1792.25

NT-proBNP/( ng/L) <0.001

(117.15,1080.40) (636.57,3641.78)

25 M5 1A/ (mmol /L) 7.05+2.24 7.77£2.95 0.207
WAL 2T 8 /% 6.64+1.61 6.73%1.69 0. 800
BIHFER/ (mmol/L)  5.20%1.06 4.69+1.20 0.205
Hih=E/ (mmol/L)  2.21%1.17 1.57+0. 84 0.004
HDLC/ ( mmol/L) 0.96+0.26 1.09+0.23 0.017
LDLC/ ( mmol/L) 3.32+0.82 2.84+0.89 0.011
JULEF/ ( pmol /L) 77.55+28.68 77.56£23.12  0.998
AL/ (UL GLiTsos) (st sles) O
AST/(U/L) (31.;513,-23?).91) (25.3793,'27573.09) 0265
FLRRME AR (U/L)  616.18+430.09  563.89+415.43  0.570

x3. MABREBRIKERERILE
Table 3. Comparison of coronary angiography results of

patients between the two groups

WA B [ B(% ) ]

AR 26(60.5) 16(36.4) 0.024

SR AR 10(23.3) 17(38.6) 0.121

= 3RAR 7(16.3) 11(25.6) 0.289
AR/ [ B(% ) ]

LAD 6# 22(51.2) 22(50.0) 0.914

LAD 7# 19(44.2) 18(40.9) 0.757

LAD 8# 2(4.7) 4(9.1) 0.414
A LCX fi5As 15(34.9) 21(47.7) 0.224
4 RCA s 11(25.6) 19(43.2) 0.084
1ML/ FESE B 1]/ h 5.92+3.80 8.37+5.81 0.022
SRR 1.1420.56 1.37+1.07 0.210
AL E AR/ mm 3.16+0.33 3.120.35 0.518
A E/mm 28.88+12.27 30.32+14.90  0.640
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K4 MABREREERFKELR
Table 4. Comparison of inflammatory factor levels of

patients between the two groups

a A Py A
. LAt a1 e
(n=43) (n=44)
1.30 12.00
P L .001
CRP/ (ng/1) (0.80,6.28) (4.39 23.60) OO0
IL-18/[ (%) ] 0.010
19 33(76.7) 21(47.7)
2% 6(14.0) 8(18.2)
3% 4(9.3) 15(34.1)
9.90 22.00
16/ (ng/L) (6.02,19.30)  (8.74.82.40) 0000
10.20 34.30
TNF-o/(ng/L) (8.74.27.30)  (11.13.115.00) -0

2.6 ICEEBAEIERRIEE

EAIRAR S 2H A T, AR S 2H 200 & T R A
(left ventricular mass index, LVMI) 7E AR5 1 4~ A 1%
T 13.84% ,LVEF #ERJ5 3 A H B FFE 11.77% ,
PRI e FEFFAR AR 14AH 31 H 6
AH 12 4 H 53 5 R B 24.66% (33.21% (19. 04% |
22.94% 29.58% , 4 D ML E/A fEF AR
WOARE 1 AH 3416 4 H 200 T B 31.10% |
24.69% 33.73% 38.89% (P<0.05) , —- I3k ¥l
i e ZEFEFARM AF 1A 3 4MH 6 AT
[ 21.65% .33.99% .16.32% .19.21% , 25 5 ¥ HAF
GiiteEam X (P<0.05;%5)

x5 WAREOHEBEERLER
Table 5. Comparison of cardiac ultrasound indicators of

patients between the two groups

20 B AR/ mm
A3 37.1445.41  35.80+8.63  0.390
ARiE14H 36.2144.26  38.43+5.07 0.058
ARJE34H 37.7745.05  37.60+5.05  0.909
RiF64H 37.94+4.34  36.52+4.63 0.244
A 12 4H 37.49+4.42  36.83+3.93  0.614
A E F IR AR/ mm
il AR 46.90+5.29  46.19+8.96  0.657
A1 1A 46.82+4.68  47.46x5.12  0.595
RiE3 A 47.57+4.74  48.10£7.29  0.749
ARJE 6 1A 47.40+5.32  46.48x4.76  0.501
ARG 124 H 46.52+3.91  47.91%5.65 0.364
LVML/ (g/m?)
A3 106.12+30.12  100.47+39.83 0.519

A 4] F=» A 4]
Rig14H 84.88+15.16  98.52+22.63 0.013
FNEREOS| 96.85+29.76  92.10+29.02 0.601
KRG 6 ™~H 92.13+21.66  99.39+35.32 0.405
RfE 12 4 H 87.57+19.99  94.99+29.24 0.404
LVEF/%
AR 51.87+6.32  50.87+8.47 0.537
ARJg14A4 54.56+4.29  51.88+8.70 0.104
I NEREE] 55.55+5.53  49.70+11.87 0.019
RJG6 ™A 55.78+5.38  52.00+9.99  0.087
RIE 12 1A 55.57+7.17  53.90%9.27 0.521
TSR I AL 3
E/A/ (em/s)
Bl T A 1.07+0. 66 0.81+0.30  0.023
L NEREOE] 1.01+0.44 0.81x0.30  0.034
NEREE] 1.110.63 0.83+0.31  0.044
RJF6 1A 1.00=0.35 0.72+0.26  0.002
ARJF 12 1~ H 1.13+0.61 0.89+0.34  0.145
ZHIRAREM '/ (cm/s)
A 7.38+1.83 5.92+1.41  0.001
NEREOE] 7.42+1.99 5.57£1.60  <0.001
ARJF34H 7.94x1.67 6.671.97  0.019
ARJG 6 ™A 7.77+2.21 6.3222.06  0.027
AE124H 8.41+3.32 6.49+2.00 0.044
ZHHREEMUEED &'/ (cm/s)
A 8.71+2.20 7.16x1.79  0.004
RF14H 9.54+2.60 7.12£2.06  <0.001
AJG 3 A 9.48+2.41 8.15£2.06  0.044
A6 1A 9.68+2.62 8.12+2.62  0.049
AR 124 H 10.16+3.24 8.69+2.31  0.156

2.7 FEWRESRERETFKFHELE
FEPERTRE CNUBEFEAT 202 PCL AR E 4R
%5 CRP IL-1B IL-6 /K- IEAHC (P<0.05;3 6) .

F6. ERERERFKEMNHEXES T
Table 6. Correlation analysis between age and

inflammatory factor levels

i H r P

CRP 0.236 0.027
IL-1B 0.267 0.012
1L-6 0.252 0.019
TNF-a 0.134 0.215

2.8 ALEHFKEMNSERXEREFSH
fESPERTEE D WU SE T 2002 PCL RN E

WIS PER Killip 50 T B 2 (A BH A 77 | 1

FFAE I E] NT-proBNP i fIH [ 2 | H il =% . HDLC |
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LDLC 24 A Z R Z L [l 4041, 45 3 oR | AR 2
TSI MR /A T ASIREREIBRAN e | 2Rk
FMEE e ) 2 37 fE 16 R 28 (P<0. 0533 7. 8 FlI
#29),

x7. ZRMBOMTEE E/A WS ERLMER ST
Table 7. Multivariate linear regression analysis of mitral

valve flow velocity E/A

i H B1E BAEFRER P

AW -0.012 0.003 <0.001
T 0.010 0.067 0.871
Killip 434% -0. 065 0.039 0.098
B ZZ AR i 77 -0.018 0.061 0.766
JIKES BEiny ] -0.001 0.005 0.851
NT-proBNP 0.200 0.140 0.144
A 0.194 0.130 0.141
I =R -0.065 0.052 0.215
HDLC -0.195 0.081 0.284
LDLC -0.230 0.148 0.125

F8. ZRMIAEREM e’ K ERAEL LTS
Table 8. Multivariate linear regression analysis of mitral

valve annulus septal e’

s B1a B R HEDR Pa
L -0.062 0.021 0.005
F 0.198 0.531 0.711
Killip 43-2% 0.394 0.312 0.212
B SZAKBE -0.077 0.491 0.876
LA 38 B [l -0.015 0.043 0.736
NT-proBNP 1.740 1.100 0.118
A L ] e -0.172 1.046 0. 869
Hm =R -0.313 0.419 0.458
HDLC 0.307 1.452 0.833
LDLC 0.608 1.191 0.611

F9. ZRIMIMMUEEN ' M S EELER T
Table 9. Multivariate linear regression analysis of mitral

valve annulus sidewall e’

WiH B1H B HPRIER P

AR -0.062 0.021 0.005
T 0.198 0.531 0.711
Killip 43-%% 0.394 0.312 0.212
B SZAABH -0.077 0.491 0.876
[INESA TR -0.015 0.043 0.736
NT-proBNP 1.740 1.100 0.118
S I ] -0.172 1.046 0.869
Hih =g -0.313 0.419 0.458
HDLC 0.307 1.452 0.833
LDLC 0.608 1.191 0.611
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AR, RAE DL , B DNA #5145 | P 5T R iz
W LR T RERE AT 4 D RE AT | B b A K R
TG G 41 W 3 B SRR AR, DT 2R B A0 LY 25
4 THRE RS

STEMI (£ =i C )W & [ (high sensitivity C-
reactive protein, hs-CRP ) 45 4 i A 7K P76 T il ¢
AP FEVE R 722 i 00O LS G Tt s v B — 8 AR



CN 43-1262/R " [E Sl k{244 ik 2025 4F55 33 555 1 43

FAM TRIRE O LA A A1 21 20 53 W B TNF -
IL-6 Fl IL-18 T8 Uk BIFEC L A 1) 2 Ji AL i) ik
R R AR BTN R B AR B
— PR S AE S , B A IS 3G 0 TL- 18 45 5L 2 A
TIRB MBI T 5, A K B, T8 SR BE O
WIFESE G b, SR AL A HL, = 4P e 2 R B
FE A CRP IL-1B8 . 1L-6 S TNF-a 7K, If HAE %
5 CRP \IL-18 \IL-6 HA MG $E/R B 4 4 i 4
i, AT B2 IO A PN A E A DA Sl i, A g
FRELPESRE I, T2 5 BE LG o A B 7R —
IS MM P PE E/A | ZHIRIRIBRM] e | IR
MEEM e &5 J2& PF Al 22 0 = &7 5K T 68 19w 1 48
BP0 ARG B, 2 O EE R Y (220 B AR
To AT IRBIR INAR  LVMI) K358 43 S e B A P4
fRPR AN LVEF JCH 8 22 5 ) [ [ 4F 0% &7 sk D e 2
FREES BERHERI N TG KINRE, X
S SCHE A0 U BE S R BT s BT 5k T
TRERBIR S e —3, 2 HRLERIH 5T BoR,
AR R T T ML /A AR R B e |
TR BEM e S5 ET 5K D) e A7 40 ik 37 AE R
% MeERIE B RN IL-1B . TNF-o 2 R 9EH T35
IRHEN 5O LAR BRI T, WURLEF 45847 , P K2 T
RERERT , 3 200 T &7 5k D REWR = L Beah, RAE
TIN5 | et AR S IOk A i 4 ) R A L 52 el o L g o
FEHE 5 R AR T B0 LR RS AN e bR 3h Ik S
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