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APPENDIX
Table 6. Effect of WF10 on CD69 expression in PBMC cultures of
subject A.

Population | % Positive cells

Control WF10 WF10 WF10

1:900 1:300 1:100

CD4+CD69+ 1.10 3.72 9.32 13.59
CD8+CD69+ 181 3.17 8.57 2.87
CD56+ CD69+ 23.93 39.69 59.58 1341
YO+CD69+ 8.43 20.04 54.82 67.44
CD20+CD69+ 10.12 22.67 58.47 84.82

Table 7. Effect of WF10 on CD69 expression  PBMC cultures of
subject B.

Population | % Positive cells
Control WF10 WF10 WF10
1:900 1:300 1:100
CD4+CD69+ 1.66 2.88f 10.34 21.01
CD8+CD69+ 6.08 581 12.33 16.51
CD56+ CD69+ 46.37 55.48 90.91 84.47
YO+CD69+ 1.38 4.14 46.85 39.22

CD20+CD69+ 9.84 40.71 58.08 75.39



57

Table 8. Effect of WF10 on CD69 expression in PBMC cultures of

subject G,

Population

CD4+CD69+
CD8+CD69+
CD56+ CD69+
y6+CD69+
CD20+CD69+

Table 9. Effect of WF10 on CD69 expression

subject .

Population

CD4+CD69+
CD8+CD69+
CD56+ CDG9+
y6+CD69+
CD20+CD69+

Control

0.71
6.49
19.32
0.69

1.34

Control

0.65
1.28
6.62
1.89

1061

% Positive cells

WF10
1:900
191
10.87
24.76
191

16.51

WF10
1:300
23.14
34.19
18.43
49.29

76.95

% Positive cells

WF10
1:900
2.65
4.88
19.32
10.60

1761

WF10
1:300
5.35
21.86
40.16
33.56

65.32

WF10
1:100
10.10
21.08
70.02
31.97

77.09

PBMC cultures of

WF10
1:100
51.57
11.76
38.02
31.78

75.20



Table 10. Cytokine production by WF10-treated PBMC of subject A.

WF10
Concentrations
0
1:900
1:300
1:100

TNF-OC
78.01
133.17
460.69
682.09

Cytokine production (pg/ml)
IL-12
5.964
6.547
10.143
20.972

IFN-y
12.163
12.681
19.735
35.941

Table 11. Cytokine production by WF10-treated PBMC of subject B.

WF10
Concentrations
0
1:900
1:300
1:100

TNF-OC
41.38
59.28
336.06
285.80

Cytokine production (pg/ml)

IL-12
3.694
6.547
26.972
15.142

IFN-y
11.320
12.335
28.670
45.263



Table 12 Cytokine production by WF10-treated PBMC of subject C.

WF10
. Concentrations TNF-a
: 143.98
1:900 319.42
1:300 461.19
1:100 1308.59

Cytokine production (pg/ml)
IL-12
11,994
29.685
63.132
42.894

IFN-y
12,663
11.926
12.219
13.879

Table 13. Cytokine production by WF10-treated PBMC of subject

WF10
Concentrations TNF-a
0 126.32
1:900 369.82
1:300 545.13

1 1:100 719.84

Cytokine production (pg/ml)

IL-12

0.586
39.371
103.28
29.685

IFN-y
12514
15.627
24.241
26.231

5
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Table 14. TNF-OC production(pg/ml) by PBMC stimulated with p. gingivalis

and WF10 of subject E .
p. gingivalis concentrations (jig/ml)

Sample  control D. D. D. D. 0.
gingivalis  gingivalis  gingivalis  gingivalis  gingivalis
0.001 0.01 0.1 1 10

2985 3405 14745 2060.94  8800.27  12477.55
No WF10

With WE10 905.27  777.78  2056.01 11971.30 15985.17 21190.48

1:100
final dilution

Table 15.TNF-OC production(pg/ml) by PBMC stimulated with p. gingivalis
and WF10 of subject F.

p. gingivalis concentrations (fig/ml) j
Sample  control D. D. p. p. D.
gingivalis gingivalis gingivalis ~ gingivalis  gingivalis |
0.001 0.01 0.1 1 10
123.35 12499 111459 222254 617178  6796.07
No WF10 j

With WF10 858.36 107551 221041 8232.84 10459.47 13217.26

1:100
final dilution
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Table 16. IL-ip production(pg/ml) by PBMC stimulated with p. gingivalis

and WF10 of subject G .
p. gingivalis concentrations (ju.g/ml)

Sample ~ control D. D. D. D. D.
gingivalis gingivalis gingivalis  gingivalis  gingivalis
0.001 0.01 0.1 1 10

5215 5098  898.26  5340.68 973242 13217.26
NoWFIO

With WF10 25.81 36.78 34538 72289  1888.36  2069.25

1:100
final dilution

Table 17. IL-1 3 production(pg/ml) by PBMC stimulated with p. gingivalis

and WF10 of subject H.
p. gingivalis concentrations (ng/ml)

Sample  control D. D. D. D. 0.
gingivalis  gingivalis gingivalis  gingivalis  gingivalis
0.001 0.01 0.1 1 10

1498 1849  186.69 3010.14  9086.90 21190.48
I NOWF10

with WF10 10.00 1549 10663  889.80  2935.17  3754.48

1:100
final dilution
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