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Effect of low T3 syndrome on the prognoses of patients with acute myocardial infarc-
tion
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[ ABSTRACT] Aim  To study the effect of low T3 syndrome on the prognosis of patients with acute myocardial in-
farction undergoing percutaneous coronary intervention ( PCI). Methods From January 1, 2010 to October 31, 2014,
1604 patients with acute myocardial infarction diagnosed in the Department of Cardiology of Shengjing Hospital were
enrolled in this study. They were divided into two groups according to whether they were complicated with low T3 syn-
drome ; low T3 syndrome group (n=107) and normal thyroid function group (n=1497). Their general date, coronary an-
giographic data, PCI data, postoperative medication, and end-point events were recorded. The clinical characteristics and
prognosis of the two groups were analyzed retrospectively. Results During the follow-up period, there were significant
differences in all-cause mortality and cardiac mortality between the two groups (P<0.05). COX analysis showed that low
T3 syndrome was independently associated with all-cause mortality (HR=2.137, 95%CI was 1.039~4.393, P=0.039)
and cardiac death (HR=2.796, 95%CI was 1.379~5.669, P=0.004). Conclusion Patients with acute myocardial

infarction combined with low T3 syndrome undergoing PCI had worse prognosis.
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%, %4 Kaplan-Meier 4 7 # % , L Log-Rank £ 3
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Table 1. Comparison of the general characteristics in the

two groups of patients

ik T3 FARIRTIRE X
s LA R4 EH 4 tfi/ PAE
(n=107) (n=1497) Z Al
() 65.0+12.4 61.6£12.1  2.826 0.005
LM BI(%) ] 40(37.38) 411(27.45)  4.870 0.027
R H1(%) ] 61(57.00) 819(54.70)  0.213 0.644
WS [ (%) ] 45(42.05) 826(55.17)  6.928 0.008
BERB LB (%) ]  51(47.66) 527(35.20)  6.726 0.010
TC( mmol/L) 4.4(3.6,5.0) 4.5(3.8,5.2) -1.109 0.268
LDLC( mmol/L) 2.8(2.2,3.4) 2.9(2.2,3.5) -0.883 0.377
HLDC ( mmol/L) 1.0(0.9,1.3)  1.0(0.8,1.1) -2.332 0.020
TG (mmol/L) 1.2(0.8,1.8) 1.5(1.0,2.2) =-2.313 0.021
L JLAF ol 1.) (69;5?15.0) (62.?,':9.0) 2:405 - 0.016
TSH( nmol/L) 1.2(0.7,2.3)  1.3(0.8,2.1) -0.324 0.746
FT3(nmol/L) 2.320.3 3.920.6 -26.4 <0.001
FT4( nmol/L) 13.6+2.1 14.2+2.1  -2.911 0.004
ABELH (K5 80(70,90) 76(66,86)  —2.887 0.004
e K (mmHg) 124.7422.8 132.8+23.1  —3.497 <0.001
'E%?;i}b . #2 5t 8(7.47) 80(5.34) 0.876  0.349
?%J%f%; W& 5 37(34.58) 378(25.25)  4.532 0.033
BEH: PCI[ 511 (%) ] 9(8.41) 85(5.68) 1.352 0.245
ABESF (%) 52.8+10.3 56.3+9.8  —3.545 <0.001
Killip 432[ (%) ]
I-1 93(86.92) 1436(95.93) 18.185 <0.001
m-v 14(13.08)  61(4.07)
= 2. HABREBKKER RN NBRLER

Table 2. Comparison of coronary angiography and interven-

tional indicators in the two groups of patients

1% T3 HORIEEIRE X2/

’Eﬁfji’f seaiEdl  EWAL ofi PIA
TR (n=107)  (n=1497) Z{f
ZEETRAEBI(%) ] 16(14.95)  137(9.15)  3.895 0.048
SR MR H(%) ] 27(25.23)  479(31.99) 2.116 0.146
IABP BEAR[B(%)]  16(14.95) 90(6.01)  12.936 <0.001
AR AL TIMI 2/3 2%

11(10.28 120(8.01)  0.683 0.40
[B1(%) ] . o
AR5 ML TIMI 3 2%
LB (%) ] 103(96.26) 1493(99.73) 24.245 <0.001
SRR BE (mm) 39(25,76)  43(25,72) -0.562 0.574
BAZHN) 2(1,3) 2(1,3) -0.93 0.352

®3. MABREARFAALLE[HI(%) ]
Table 3. Comparison of drug administration in the two

groups of patients[ Case( %) |
kT3 HURERDIAE

VNV EE] AP B4 X PE
(n=107) (n=1497)
] =] DT AR 99(92.52) 1445(96.53) 4.444 0.035
ANEAE T 97(90.65) 1436(95.93) 6.558 0.01
B H 2(1.87)  20(1.34) 021 0.647
filyT2 95(88.78) 1428(95.39) 9.088 0.003
B 2 A BH i 71l 47(43.93) 836(55.85) 5.734 0.017
ACEI 50(46.73) 905(60.45) 7.809 0.005

R4 MABERBREIFLLE[H(%) ]
Table 4. Comparison of postopertive follow-up results in the

two groups of patients| Case( %) ]
kT3 HARRBRTIRE

Y NEEIE LEAMEE  EWH X PME
(n=107) (n=1497)

HFET 10(9.35)  44(2.94) 12.599 <0.001

YR PESE T 10(9.35) 39(2.61) 15.321 <0.001

AEFIEHONUEZE  1(0.93)  42(2.81)  1.34  0.247

JEHRIFERIMZER 5(4.67)  109(7.28) 1.029 0.31

2,6 IMEEWERZEZR COX o

TERIER | 2R3 A Z5 KWK ER
S AR W R A BE G 3 LI R 4 K S ot 43
B TG %) Ja , 22 COX [lH 4 i i s,
FT3 /K5 HBET D IRMEFET M A (K S) .

% 5. COX mAXHK ARG KU 53 47
Table 5. Long term prognostic risk analysis by COX regression

5iH LS 0(0)¢ ZHZE COX
e b e
HR 95%Cl  P{i HR 95%Cl  P1{i
SNFET: 3.319 1.67~6.595 0.001 2.137 1.039~4.393 0.039
DIRPEFET:  3.743 1.869~7.499<0.001 2.796 1.379~5.669 0.004
AL
N 0.33 0.045~2.399 0.273 - -
LIRS
AR
- 0.586 0.239~1.437 0.243 - -
1fil 32
3 3 8

KF AP D IFESE B P NTIS KAR K5
ZERARIRHME, Lazzeri %7 i —I01 641 ] ST Btdh
AL WUREBE B8 2 1 BF 58 b NTIS 1) & 4 F ol
18.6% , Wang “58 BIF 5% 5 7% 2 M0 U 28 e & b
NTIS & %N 18.9% , 2 tE iR 2 Bk &5 A i J &
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Figure 1. Kaplan-Meier survival curves of the two groups

of patients
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