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[ ABSTRACT ] Aim  To investigate the alteration and clinical significance of T-helperl7 cells (Th17) , interleukin
(IL)-17 and IL-22 in patients with acute coronary syndrome ( ACS). Method 50 patients were divided into three
groups; acute myocardial infarction (AMI, n =20), unstable angina (UA, n =15), stable angina (SA, n=15); 15
healthy subjects from physical examination were used as normal control group.  The peripheral blood of Th17 and Th17/
Thl cells accounted for the proportion of CD4 * T cells were detected by flow cytometry (FCM) ; the concentration of plasma
IL-17 and IL-22 were detected by enzyme-linked immunosorbent assay ( ELISA). Results  The proportion of Th17
cells in AMI group and UA group ( (2.98% +1.01% ) and (2.63% +0.61% ) ), also the proportion of Th17/Thl cells
in AMI group and UA group ( (0.71% +0.35% ) and (0.66% +0.31% ) ), were both significantly higher than SA group
and normal control group (both P <0.05) ; IL-17 and IL-22 concentration in AMI group (IL-17; 24.41 +7.95 ng/L; IL-
22. 34.18 +7.04 ng/L) were significantly higher than SA group and normal control group (both P <0.05). 1IL-17 con-
centration in UA group (22. 86 +8. 62 ng/L) was significantly higher than normal control group; IL-22 concentration in
UA group (28.98 +4.35 ng/L) was significantly lower than AMI group, significantly higher than normal control group. In
ACS group, there was a significant positive correlation between IL-17 concentration and IL-22 concentration (r=0.422, P

<0.01), also there was a significant positive correlation between the proportion of Th17 cells and TL.-17 concentration(r =
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0.722, P<0.01), IL-22 concentration(r =0.400, P <0.01).

cidence of the atherosclerotic plaque instability and ACS.

diagnosis.
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Conclusions Th17 cells may be involved in the in-

IL-17 and IL-22 can be used as a secondary detection of ACS
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Table 1. Basic clinical data of each group

AR 1E X R4 SA 4 UA 4 AMI 4

B2 () 8/7 9/6 7/8 11/9

PR (X)) 65.87 £9.70 61.32 £13.02 67.00 £13. 12 69.92 £12.70

W2 iR 5 (Al 6 8 6 9

R S (1)) 6 6 7 8

15 1L () 2 11 10 13

WEFRIE (1)) 3 6 5 6

g 55 (f) 5 10 8 10

2.2 SMEIM Th17 B Th17/Thl 28 A EE 51 L7 WS 1022 WeEETJCAH G (r = 0. 465, P =
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AR LA B Th7/Thl ZEAEHEHI(P <0.05;32) .
F3.HAME 11-17 1122 RELLER
R 2. KLASMEMM Th17 . Th17/Thl 28 A b 5 b %8R Table 3. The concentration of IL-17 ,IL-22 in each group
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A | Th17 Th17/Thl SA 41 18.55 £5.98 27.05 £3. 68
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TEAHXE(r=0.422,P <0.01) (/& 1) ;ACS fE3 Th17 | ACS 4 1117 5 11,22 fRE e
M5 1L-17 (r=0.722,P<0.01) K 1122 ("{EE( r Figure 1. The correlation between IL-17 concentration
=0.400,P <0.01) 5 i 2 FAHC (K 2) ;SA 4 and IL-22 concentration in ACS group
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Figure 2. The correlation between the proportion of Th17 cells and IL-17, IL-22 concentration in ACS group
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