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ABNORMALITY OF T-CELL LYMPHOCYTE TELOMERASE ACTIVITY IN
SYSTEMIC LUPUS ERYTHEMATOSUS IN THE INACTIVE STAGE

Maimi Y ANAGIMACHI

Division of Rheumatology, Department of Internal Medicine, The Jikei University School of Medicine

To evaluate T-lymphocyte abnormalities in systemic lupus erythematosus (SLE) in the inactive stage,
lymphocyte telomerase activity was measured. The subjects were patients who had had SLE for 24 months
or more and an SLE disease activity index of 4 or less and age— and sex—matched healthy controls. CD4" and
CD8" Tcells were isolated from the peripheral blood, and telomerase activity was measured with the tartrate—
resistant acid phosphatase assay. The numbers of CD4" and CD8" T cells in the peripheral blood were
significantly greater in patients with inactive SLE than in healthy controls. The rate of increase in telomerase
activity was greater in CD8" T cells than in CD4" T cells. These results suggest that activated CD4" T cells
are present in patients with SLE, even during the inactive stage, and that CD8" T cells are more markedly

activated owing to the presence of CD4" T cells.

(Tokyo Jikeikai Medical Journal 2011;126:11-7)
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Tablel. CD4'T cell and CD8 Tcell telomerase activity with clinical data and treatment in SLE patients

Case ’ggf WBC Lympho. Plt C3 C4 CH50 U-prot. hematuria dsDNA SLEDAI CDS8t. CD4t. treatment
Pl 24F 8700 1500 31.9 132 20 47.3 () - 14 0  3.983 1.891 PSL125

P2 27F 6500 900 175 88 5 236 () ) 35 0  0.863 0.737 PSL10

P3 29F 4700 1100 151 66 9 269 () -) <10 2 0.118 0.241 PSL9

P4 30F 7300 700 187 69 6 286 (&) -) 20 4 0.881 0.913 PSL12.5

P5 32F 3900 1800 210 59 8 273 (9 ) 25 4 0.365 0.746 PSL6

P6 32F 10100 700 30.0 86 12 31.7 () - <10 4 0.113 0.516 PSL9

P7 33F 4300 800 184 79 14 297 (&) - <10 0  1.383 0.606 PSL15+FK506 1.5
P8 34F 5600 500 265 72 7 284 () ) 19 2 1.071 1.038 PSL15+FK506 3
P9 35F 8600 1000 19.9 77 8 280 (&) - 28 4 8815 3.877 PSLI5

P10 35F 8700 1200 30.2 56 1 109 () ) 22 2 0.222 0.501 PSL17.5+FK506 3
P11 36F 7400 600 43.2 130 12 404 (&) ) <10 0 2357 1.479 PSLIS+AZA 100
P12 36F 7200 900 242 99 29 459 () ) 18 2 0.930 0.617 PSL10

P13 37F 3500 700 17.8 90 21 423 () - <10 0 1250 0.408 PSL10

P14 37F 5000 1600 292 83 9 353 () - 10 2 3.000 5.987 PSL10+FK506 3
P15 38F 7800 900 31.4 82 17 449 () - 10 0  0.303 0.767 PSL10

P16 38F 7000 1300 241 35 3 86 () -) 15 2 1.199 0.532 PSL10

P17 44F 4700 300 252 69 14 350 () -) <10 2 0911 2472 PSL6+AZA 100
P18 50F 4700 900 209 55 5 195 (14 -) 19 4 0.436 0.603 PSL10+FK506 2.5
P19 53F 4900 800 186 94 23 400 () -) 33 4 0.348 0.578 PSL5+AZA 25
P20 56F 16900 700 29.5 110 18 559  (1+) ) <10 0  1.222 1.936 PSL15+FK506 3
P21 57F 4600 1000 19.6 105 13 385  (-) Q) 10 4 0.334 0212 PSL5

P22 59F 3800 800 224 69 7 242 () - 130 0  0.813 0.528 PSL5

P23 60F 11800 1600 22.2 89 22 431 () -) <10 2 0.020 0.126 PSL12.5+FK506 3
P24 60F 8600 800 13.7 85 21 428 () ) 21 0 0221 0997 PSL9+CsA 100
P25 67F 4300 1500 155 80 5 244 (&) ) <10 2 0.824 0.869 PSL4+FK506 2

WBC=white blood cell counts(/ /2 L),Lymph.=lymphocyte cell counts(/ /¢ L),Plt.=thrombocyte cell counts( X 10% /. L),
C3=complement 3(mg/dL), C4=complement 4(mg/dL), CH50=complement titer(U/mL),
u-prot.=proteinuria(mg/day), dsDNA=anti double strand DNA antibody(U/mL), SLEDAI=SLE disease activity index,

CDS8 t.= CD8 telomerase activity, CD4 t.= CD4 telomerase activity,

medication:PSL=Prednisolone (mg/day), FK506=Tacrolimus (mg/day), AZA=Azathioprine (mg/day), CsA=Ciclosporin (mg/day)
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Fig. 1. Comparison of the telomerase activity in CD4" T

cells between SLE patients and normal subjects.
The vertical axis is plotted on a logarithmic scale.
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Fig. 3. Correlation between telomerase activity levels in

CD4" and CD8" T cells. The vertical axis is plotted
on a logarithmic scale. The horizontal axis is
plotted on a logarithmic scale. A: Normal subjects,
B: SLE patients
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Fig. 2. Comparison of the telomerase activity in CD8" T

telomerase activity
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cells between SLE patients and normal subjects.
The vertical axis is plotted on a logarithmic scale.
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Fig. 4. Comparison of telomerase activity between CD4"

and CD8" T cells.

A: Normal subjects, B: SLE patients . Acquired
data was analyzed by paired t-test.

The vertical axis is plotted on a logarithmic scale.
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