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Expression and clinical significance of CD8™ regulatory T cells in peripheral blood of patients with autoimmune diseases
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Abstract; Objective To explore the expression and clinical significance of CD8" regulatory T cells in peripheral blood of pa-
tients with autoimmune diseases(AID). Methods Peripheral blood of 53 patients with systemic lupus erythematosus(SLE) and 55
patients with rheumatoid arthritisCRA) and 38 healthy control were measured by flow cytometry. The proportion and ratio of CD8*
CD28 and CD8" CD28" T lymphocyte subpopulations were detected. The relativity between detection data and disease activity in-
dex was analyzed. Results The proportion of CD8" CD28 T lymphocyte subpopulation of SLE patients in stable stage compared to
the active stage and the control group was increased significantly(P<C0. 05). The proportion of CD8" CD28" T lymphocyte subpop-
ulation in active stage was lower than the stable stage and the control group(P<Z0. 05). The ratio of CD8" CD28~ /CD8" CD28" T
lymphocyte subpopulations of patients in active stage was higher than patients in stable stage and the control group (P <C0. 05).
SLEDAI had negative relationship to the proportion of CD8" CD28" T lymphocyte subpopulation(P=0. 001,r= —0. 56) and posi-
tive relationship to the ratio of CD8" CD28~ /CD8" CD28" (P =0. 002,r=20. 51). The proportion of CD8" CD28~ T lymphocyte
subpopulation of patients with RA in stable stage was higher than the proportion of patients in active stage and the control group
(P<20.05). The proportion of CD8" CD28" T lymphocyte subpopulation and the ratio of CD8¥ CD28~ /CD8* CD28" T

subpopulations of patients with RA in active and stable periods compared with the control group had no statistical significance( P>

lymphocyte

0.05). Conclusion The change of CD8" T lymphocyte subpopulation of patients with AID reflects the cellular immunity function
disorders of the body.
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*x1 SLE g 4ME I CD8" CD28 CD8" CD28" T P EL R (% , 7+ )
21 51 n CD8™* CD8 " CD28~ CD8 T CD28™* CD8* CD28~ /CD8* CD28+
Xt HE 21 38 28.2543.68 25.2843.26 9.18+1.28 4,13+£1.73
SLE 4 53 32.56+4.26 28.20£6. 37 8.16%2.53 6.3243.51
W6 shi 30 25.68+3.23 21.5244. 25 4, 2341, 32 12.56+5. 63
fREM 23 35.8245. 35 32.03£8. 58" 10.35+3. 06 5.21+3.12

©. P<C0.05, 5% B4 P P<<0. 05, 5fa e Ml th s,

*2 RA &4 E M CD8T CD28~ .CD8T CD28 " T AMEL R (% ,7+s)
2051 n CD8™* CD8 " CD28~ CD8 " CD28™" CD8*tCD28~ /CD8* CD28*
X HR 2 38 28.25+3.68 25.28+3.26 9.1841.28 4.13+£1.73
RA 21 55 30.19+4. 68 27.60+4.15 9.354+3.53 5.26+2.21
6 h 31 26,6343, 75° 24.2643.19° 8.42+2.18 5.3542. 40
BEM 24 36.28+£5. 31 30. 84+5. 32¢ 10.51+£3. 26 6.4343.25

*. P<C0.05, 5% B4t % ;0. P<<0. 05, 5 e Wl b .
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