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Reduced Levels of Circulating CD4* CD25* CD127" Regulatory T Cells in Patients
with Acute Myocardial Infarction Predict a High Risk of Reoccurrence of Angina

Pectoris during Postinfarction Period
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[ ABSTRACT ] Aim  To investigate the circulating CD4* CD25* CD127" regulatory T cells ( Tregs) levels in pa-
tients with acute myocardial infarction (AMI) and controls. ~ Furthermore, to determine the relation between initial Tregs
levels and cardiac function, the severity of coronary atherosclerosis and prognosis. Methods 114 patients with AMI
(86 with ST-segment elevation myocardial infarction (STEMI) and 28 with non-ST-segment elevation myocardial infarction
(NSTEMI) ) and 38 normal subjects were enrolled.  Initial circulating Tregs levels were measured using flow cytometry in
all subjects at entry. In 114 patients with AMI, heart function was evaluated by serum B-type brain natriuretic peptide
(BNP) and left ventricular ejection fraction (LVEF) determined by echocardiogram. ~SYNTAX score and the number of
affected main vessels were obtained to reflect the severity of coronary atherosclerosis. At one-month after discharge, infor-
mation about reoccurrence of angina pectoris and NYHA heart function classification was obtained by outpatient follow-up.
Results Levels of circulating Tregs were lower in patients with AMI at admission in comparison with normal subjects

(2.04% +£1.20% vs 3.68% +1.15% , P <0.01). No significant differences in circulating Tregs levels were observed
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between STEMI and NSTEMI (2. 10% +1.23% vs 1.85% +1.13% , P =0.34).
correlation with BNP levels, LVEF, and SYNTAX score, the number of affected main vessels (r =0.015, P =0.87; r =
-0.059, P=0.56; r=0.024, P=0.81; r=-0.083, P=0.41).
patients with reoccurrence of angina pectoris than those without (1.54% +0.70% vs 2.23% +1.11% , P <0.01), initial

Initial circulating Tregs levels had no

The initial levels of circulating Tregs were lower in

Tregs levels were associated with the risk of recurrent angina pectoris during the first month after AMI (OR =0. 414, 95% CI

ISSN 1007-3949 Chin J Arterioscler, Vol 20,No 4,2012

0.223-0.770, P<0.01). Conclusions

with controls.

postinfarction period.
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Levels of circulating Tregs significantly reduced at onset of AMI compared
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Figure 1. The comparing of CD4 * CD25* CD127" regulato-
ry T cells levels between controls and patients with acute

myocardial infarction
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Figure 2. Correlation between CD4 * CD25 * CD127" regula-
tory T cells levels and SYNTAX score, LVEF
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Table 1. Clinical characteristics of eighty-eight patients fol-

lowed up

moH DEUEH JEogRdA PIE
HFR(F) 63.6+14.6 65.4+12.8  0.55
B2 () 25/5 43/15 0.33
STEMI( 41]) 23(76.7% ) 47(81.0%) 0.63
BRIEEED

LVEF 54.79 +8.80 57.90 £9.40  0.15
SYNTAX 343 17.6 £8.1  17.1+£7.0  0.77
BNP 7K 45.75 60. 95 0.16
AR SR 2 2 0.30
NYHA ‘0 HIRES % I 19 0.21
A ES

WA (3] 13(43.3% ) 33(56.9%)  0.23
o L (31 9(30.0% ) 25(43.1%)  0.23
R (1)) 10(33.3%) 15(25.9%)  0.46
e g IAE (451 11(36.7%) 30(51.7%)  0.18
25)

(EEUY NG L) 30(100.0% ) 58(100.0% )

B ZARFEMER (1)) 26(86.7% ) 53(91.4%)  0.75

EA e 8(26.7%) 15(25.9%)  0.94

T () 30(100.0% ) 58(100.0% )

ACEI (i) 25(83.3%) 49(84.5%)  1.00
SUNEAS T (B) 30(100. 0% ) 58(100.0% )

FIRFN () 12(40.0% ) 22(37.9%)  0.85
BB THEPIRI(BH)  3(10.0%)  8(13.8%)  0.87
PR SLES

E'{Bﬁ%&,ﬁﬁﬁt 21(70.0% ) 42(72.4%)  0.81
LR (H) 11(36.7% ) 17(29.3%)  0.48

ACEL; Il 58 & 7k ZF 5 F 30 4 51 ( angiotensin converting enzyme inhibi-
tor) . BNP 7K F 78 3240 NYHA (LS RE MR T L 8RR
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Figure 3. The comparing of CD4* CD25* CD127" regulato-
ry T cells levels between patients with angina pectoris and

those without
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