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The predictive value of serum FT3 level on clinical outcomes after PCI in patients

with coronary heart disease

YAN Tuo, SHAN Chunfang, WU Tingting, JIANG Zhihui, ZHENG Yingying, XIE Xiang

Hypertension Department, Cardiovascular Disease Center, the First Affiliated Hospital of Xinjiang Medical University, Uru-
mqi, Xinjiang 830011, China

[ ABSTRACT] Aim  To explore the predictive value of serum free triiodothyronine (FT3) on the long-term prognosis
of patients with coronary heart disease after percutaneous coronary intervention ( PCI). Methods All the subjects
were from a prospective cohort study (PRACTICE study). In this study, 15 250 patients with coronary heart disease after
PCI in the First Affiliated Hospital of Xinjiang Medical University were selected, and the clinical data, FT3 and creatinine
were collected.  All the subjects were followed up regularly, and the primary follow-up endpoints were all-cause mortality
and cardiogenic mortality, the secondary endpoints were major adverse cardiovascular events (MACE) and major adverse
cardiovascular and cerebrovascular events (MACCE).  According to the admission criteria, 3 109 patients were finally in-
cluded in this study.  According to the baseline value of FT3, patients were divided into normal FT3 group (FT3. 3. 65 ~
6.8 pmol/L, 1 446 cases) and low FT3 group (FT3<3. 65 pmol/L, 1 663 cases). Kaplan-Meier analysis was used for
survival analysis, and Log-rank test was used for survival comparison. ~ Multivariate Cox regression analysis was used to e-
valuate the risk factors of the follow-up results of the two groups. Results Compared with the normal FT3 group, all-
cause mortality and cardiogenic mortality in the low FT3 group increased significantly ( P<0.05). Kaplan-Meier analysis
showed that the cumulative risk of all-cause mortality and cardiogenic mortality increased in the low FT3 group ( P<0.05).

Multivariate Cox regression analysis indicated that the risk of all-cause mortality increased by 1. 639 folds in the low FT3
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group (HR =2.639, 95% CI. 1.385 ~5.348, P=0.007), while no statistical difference was found in cardiogenic

mortality after adjusting for multiple factors (P =0.125).

Conclusion The decrease in serum FT3 levels has

important predictive value for all-cause mortality after PCI in patients with coronary heart disease.
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{7 BIR B% % & (thyroid stimulating hormone , TSH) % |
HOk IR 3h fE IE AL FT3 ¥ 3.65 ~6. 8 pmol/L,
FT4 % 7.9 ~18.4 pmol/L,TSH # 0.34 ~5.6 mIU/L,
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Table 1. Comparison of baseline data of patients

between the two groups

= 4

e etiis) nmrsen P

A/ % 57.91+11.71  61.36+12.54 <0.05
/(%) ] 0.014

Bk 1115(77.1)  1219(73.3)
Lk 331(22.9) 444(26.7)

MR/ [ (% ) ] 184(12.7) 615(37.0)  <0.001
R/ [ B %) ] 110(7.6) 309(18.6)  <0.001
/[ (%) ] 1027(71.0)  1072(64.5) <0.001
BRI/ [ (%) ] 655(45.3) 831(50.0) 0.009
WLEF/ ( mmol/L) 80.12+128.04 81.02+57.26  0.58
SRR/ (mmol/1) 383.79+349.03 354.65+171.70 <0.05
H i =H5/ (mmol/L) 2.12+3.78 2.246.05 0.45
SR EE/ (mmol/1.) 3.95+1.09 4.19%1.1 0.12
HDLC/ ( mmol/L) 1.05+0.31 1.06+0.32 0.06
LDLC/ ( mmol/L) 2.51+0.89 2.62+0. 89 0.63
FT4/ ( pmol/L) 15.02+5. 14 5.84+6.12  <0.05
TSH/ (mIU/L) 2.83+2.90 3.1625.92  <0.05
FT3/( pmol/L) 4.67+1.30 2.77+0.55  <0.05
eGFR/(mL/min - 1.73 m®)  96.9+38.4 91.8+42.2  0.514
LVEF/% 61.4%7.5 61.327.5 0.662
RASI/[ $(% ) ] 483(15.5) 756(24.3)  <0.001
B SZARBHMER/[H](% )]  560(44.4) 851(30.3)  <0.001
FESETARHA /[ B(% )] 269(9.6) 401(14.3)  0.004
Fa[ = DE AR/ [ B (% ) ] 1390(44.7) 1565(50.3)  0.01

T2/ [ (% ) ] 1348(43.4)  1533(49.3)  0.267
L3I/ [ BI(%) ] 1255(40.4) 1517(48.8) <0.001

1. LDLC M AIC% B 5 25 1 BB [ B (low density lipoprotein choles-
terol) , HDLC iy (=5 %% 4 Jig 2 F1 I [E] % ( high density lipoprotein choles-
terol) ,LVEF 4 72 .0 % 5 1Ml 43 %X (left ventricular ejection fraction) ,
eGFR Al E 1Y 'E 7Nk € 1 #R (estimated glomerular filtration rate) .
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Table 2. Incidence of endpoint events of patients between

the two groups AT (% )
W H FT3 IEH# 41 ik F13 44 P
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MACCE 163(11.3) 165(9.9) 0.221
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Figure 1. Kaplan-Meier survival analysis of all-cause

ol

mortality and cardiogenic mortality
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AZHZE Cox [T, &5 BoR , FEHERRIR 2 R %
IFEIR o, MK FT3 4l 4 PRAET- XU 34 i 1 1. 639 4%
(HR=2.639,95% CI:1.385 ~5.348,P=0.007) , T
DEBHRATHEZHEMNERERA G I 2 EF
(P=0.125;3K3 % 4),
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Table 3. Cox regression analysis of all-cause mortality

i H B SE  Wald P HR(95% CI)
1.080
: 0.077 0.009 70.079 <0.001
i < (1.061 ~1.1)
0.961
4 -0.039 0.24 0.027 0.87
e (0.601 ~1.538)
1.123
i 0.116 0.275 0.179 0.672
kR (0.655 ~1.926)
0.926
K -0.077 0.364 0.045 0.833
i (0.454 ~1.889)
SELIEF L -0.327 0.496 0.438 0.508 0.721
TR IR T : : : (0.273 ~1.901)
. 0.830
i ILE -0.187 0.229 0.664 0.415
FLR (0.529 ~1.3)
2.429
B IR 0.888 0.224 15.72 <0.001
BRIRFS < (1.567 ~3.768)
0. 540
RASI -0.615 0.325 3.594 0.058
(0.286 ~1.021)
B SZARBHAEF —1.163 0.331 12.318 <0.001 0.312
(0.163 ~0.598)
0.417
aiifus -0.874 0.49 3.178 0.075
BTRIPEA (0.160 ~1.091)
flyT2525%)  0.116  0.528 0.048 0.826 1123
(0.399 ~3.158)
2.639
FT3 0.969 0.533 7.16 0.007
(1.385 ~5.348)
FESEIE AR -1.600 0.533  9.03  0.003 0.202
(0.071 ~0.573)
0.902
LDL -1.030 0.164 0.396 0.52
C 3 39 ? (0.654 ~1.244)
) 0.930
=g -0.072 0.135 0.289 0.591
=g (0.714 ~1.211)
S R ] 0.268 0.234 1.311 0.252 1.308
(0.826 ~2.070)
0.998
GFR —-0.002 0.004 0.159 0.690
¢ (0.990 ~1.007)
) 1.805
] 0.082 0.049 2.744 0.098
1B (0.985 ~1.196)
.931
LVEF -0.071 0.017 16.928 0.001 0.93

(0.900 ~0.963)
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Table 4. Cox regression analysis of cardiogenic mortality

WiH B SE  Wald P HR(95% CI)
1.064
A 0.062 0.017 13.068 <0.001
i < (1.029 ~1.100)
) 0.806 0.459 3.092 0.079 2.240

(0.912 ~5.502)

A B SE  Wald P HR(95% CI)
2 408 0.350 0.520 0.454 0.500 1.419
) ) ) : (0.512 ~3.932)
0.768
il -0.264 0.694 0.144 0.704
s (0.197 ~2.991)
, 0.534
SELRF L -0.628 0.632 0.987 0.321
LR (0.155 ~1.842)
. 0.893
=5 1Ml -0.113 0.405 0.780 0.780
oL (0.403 ~1.977)
2.404
B PR 0.877 0.494 3.153 0.760
BRIRA (0.913 ~6.333)
0.445
RASI -0.810 0.406 3.983 0.460
(0.201 ~0.986)
B ZARFHMEF -0.984 0.400 6.042 0.014 0.374
(0.171 ~0.819)
0.372
] v -0.989 0.758 1.701 0.192
W sIDEA (0.084 ~1.644)
flyT2525%)  -0.247 0.555 0.199 0.656 0.781
(0.263 ~2.317)
0. 500
FT3 -0.693 0.452 2.348 0.125
(0.206 ~1.213)
A B B -0.948 0.573 2.735 0.098 0.387
(0.126 ~1.192)
0.632
LDLC -0.459 0.313 2.146 0.143
(0.342 ~1.168)
0.899
i =g -0.106 0.164 0.418 0.518
= (0.651 ~1.241)
. 1.345
4R [ 0.296 0.231 1.647 0.199
AT (0.855 ~2.115)
0.998
GFR -0.002 0.005 0.130 0.719
¢ (0.987 ~1.009)
1B 0.108 0.056 3.730 0.053 L 114
’ ’ ’ ' (0.998 ~1.242)
0.914
LVEF —0.090 0.020 21.107 <0.001
< (0.880 ~0.950)
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Jik.C> LA ZE ( non-obstructive coronary myocardial in-
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R L2 B S i 500 U S B R A G, X 4
FECOHLEF Al 0= T O LT T sk D AN AR
SR, (2) FT3 K103k 3l R 23 % 2 b 14 i 2y e
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FIY™ . (3) 24 FT3 KT BRARET, M3 1 1 R 48 4
i AAPRERE RN 45 35 1 B VA A RS s T2
FETRYRTRENEY . (4) 1% FT3 RS SH AMI 5
S IR Z R A I T TR 8, DT 3o U g 3 3
IR ) 0, e A BRI KB A R 5
PF, (5)FT3 [RS8 0 0 & A 56, Fe 3l 5
LDLC 7K 5 B FL A A 3G A ¢ ik 23 4 i 3 fik

SRR RE Ak 19 T B, AT 3G DGz R RRUER R
(6) RIEF LI F T g5 & AML 51 FT3
KRG, Z BIBIBFSE B 2848 Y AMI 35 LTS FT3
FIE A 2 6 (interleukin-6, 1L-6) /K- 2 [6] £7 7F
) e 1L-6 BEMEIE i fih & &1 8 41 21 /) SR Ak
I TSR Dk 2D HR IR R B 2= R S L i 1 ( deiodinase 1,
D1 ) 1 H R MR It 2 2 11 B il 2 ( deiodinase 2, D2) )
WPE, A, 1L-6 IS REITE JAK/STAT i % , $2 = F
TR TR 22 152 I A B8 3 ( deiodinase 3, D3) 45 H M) %%
S T4 ) T3 BRI T3 R, T
I IRAH AL, T LA REAR IR FE  FT3 7K P B AR 3
TNGEE Lo 3 PCT ARG AET KU X — 45

AR A — 2 B R B . 1 5, AR WF 5 kiR
HUDAFSE PR A R T B — 25 Z O gE,
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J& AW SE AR R A HoAh A= P bs W AT BB A BT
HCAn FT3/FT4 FUAE, £ % BiRAS 2 ¥ ok 75 2T
HE— 25 (I RAF 78 R

25 b, M3 FT3 7KF B BEAR XS 5005 PCIL AR5
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