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Effect of Interleukin-10 in Inflammation of Murine Ocular Toxoplasmosis
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Abstract ; [Objective]  To understand the effect of interleukin-10 in retinal inflammation, the concentration of IFN-y
(interferon-y) and TNF-a (tumor necrosis factor-at) in vivo of murine ocular toxoplasmosis. [Methods] One hundred and twenty
C57BL/6 mice were divided into three groups: forty mice in the control group, forty mice in the infection group (experiment A) and
forty mice in the injecting 11.-10 group (experiment B). Toxoplasma gondii infected mice by intraperitoneal injection. Histological
sections of the three groups were detected. The DNA of Toxoplasma gondii in eyes and serum were detected. The concentration of IFN-
v and TNF-a in eyes and serum were detected in experimental groups. [ Results] P30 gene could be detected in experiment groups on
the sixth day. Compared with the control group, the concentration of IFN-y (4531.4 pg/ml.) and TNF-a (1572.3 pg/ml.) in aqueous
humor was higher in experiment A group; and the concentration of IFN-y (456 + 39 pg/mL) and TNF-a (14.6 = 2.2 pg/mL) in
serum was higher in experiment A group too. Toxoplasm and apparent inflammation were watched in retina. Compared with the
experiment A group, the concentration of IFN-y (2482.7 pg/mlL) and TNF-a (1248.1 pg/ml) in aqueous humor was lower in
experiment B group, and the concentration of IFN-y (266 + 27 pg/mL) and TNF-a (12.1 £ 1.9 pg/mL) in serum was lower in
experiment B group too. Mean square analysis about the concentration of IFN-y and TNF-a in serum was carried out between the three
groups. The difference was statistical significance (P < 0.01). Toxoplasm and light inflammation were watched in retina. [ Conclusion]
Toxoplasma gondii damaged retina. IL-10 could relieve inflammation of murine ocular toxoplasmosis.
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P30WF, 5-TTGCCGCGCCCACACTGATG-3;30WR,
5-CGCGACACAAGCTGCGATAG-3; P3ONF, 5-CGA
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CAGCCGCGGTCATTCTC-3 ; P30ONR, 5-GCAACCAG
TCAGCGTCGTCC-3, 5|9 LAY TRA R
Rl R, Y3 BEA 522 bp, S5 —IK PCR X
MR 50 WL SRR 2 A 10 x PCR buffer 5
wl,2.5 mmol/L dNTP 4 wL,P30WF Al P30OWR 4% 1
nL, Tag [ 0.2 wL, DNA #54R 10 wL, KE 4K
28.8 WL, P HFLF .95 °C 5 min; 94 °C 0.5 min, 55 °C
0.5 min,72 °C 1 min, 3t 35 KAGEFF ;72 °C 10 min,
JH P30ONF F1 P30NR 4% 1 uL #47E:L PCR,
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55— PCR W& 2 AT 9 BT . 95 C
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U TA) | Fal 58 s gy B R A U 8 2
Fe (1B) IL-10 T fiH AL i 2 408 52
FERi(E10),
2.3 P30 EREH PCR ¥ &

B1 METEEXNRA SHEABREA IL-10 THRARRUMBEAAFZI

Fig.1 Light micrograph of retinal sections from control group, infection group, and injecting IL—10 group

A';light micrograph of retinal sections from control mouse eyes,showed that there were no edema of the interstitial space between the segments,

and there were no Toxoplasma gondii in retinal pigment epithelium;B:light micrograph of retinal sections from eyes of mouse infected Toxoplasma

gondii without IL-10 showed that Obvious edema of the interstitial space between the segments, forming lacunae, and inflammatory infiltrate in retinal

outer layer (long arrow), and Toxoplasma gondii were in retinal pigment epithelium (short arrow); C: light micrograph of retinal sectionsfrom eyes of

mouse infected Toxoplasma gondii with 1L-10 injected to vena caudalis,

showed that obvious edema of the interstitial space between the segments,

forming lacunae, and Toxoplasma gondii were in retinal pigment epithelium (short arrow). HE, x 40.



551 P, A5 AT 2R -10 X/ USSR R IR T8 98 A F) 52 ) 667
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JEHL DNA 9 385 AR B 522 bp B9 H A 55417, &
B 5 R YLK N 100%, HE 2A FIE 2B 7] Il
S 2H /N B A1 ) I AR BR AR S DNA &9 1 )5
FRH I 522 bp BB K H BIEHT, MAE X IR
ZIN BRA7 L ot RITHIR R A U] G AR Ry ) 45

-
v
‘e

B2 1.5%IRAEHEEEAS F IR IR 1S RO S B i AN AR BR A 41 ep
SR H RH # P30 £ PCR
Fig.2 1.5% Gel electrophoresis analysis of PCR product
of P30 gene from peripheral blood (A) and eye tissues (B)
A:Lane 1, DNA marker; Lane 2, PCR product of P30 gene from
Toxoplasma; Lane 3, PCR product of P30 gene from infected group
blood; Lane 4, PCR product of P30 gene from IL-10 intervention
group blood; Lane 5, PCR product of P30 gene from control group
blood. B; Lane 1, DNA marker; Lane 2, PCR product of P30 gene
from infected group eyes; Lane 3, PCR product of P30 gene from
control group eyes; Lane 4,PCR product of P30 gene from IL-10

intervention group eyes.

24 SEEBABEINNRMFFMEKS IFN-—y F0
TNF-o iR B B S0

FRIE IR S IE AU 6 d, 38 4d ELISA 325652
o0 AT RGN R AR P A ORI L 3 TP R s M A i IR
IFN—vy  TNF-a, B340 7 7K A Hllc e | R 235 51 n 2k
1, XF s Ak 2] iy IFN—y  TNF-o SEH 45 5%
I SAS 8.2 A AT I 2250 Hr, Wb /s 4% 2H 1) ik JiE
ZMHEGIFE L (FE2).

3 i #®
FA e E A B SE 22100 5 U (RH ) 8 i

F M T SR B /N, SR 2 IR ERZE 2121 7 L
B 7SR EAEIRBRASMNE MLFR A /) PCR

£1 FREAREKH IFN-y 1 TNF-o HIKE
Table 1 Comparison of IFN-y level and TNF-« in aqueous

humor between different group  (pg/mL)
Groups IFN—y TNF-a
Control 12.3 1165.2
Experiment A 4531.4 1572.3
Experiment B 2482.7 1248.1

£ 2 AEAMFEH IFN-y 1 TNF-« FIKE L&
Table 2 Comparisons of IFN-y and TNF-« level in

serum between different group  (x+s, pg/mL)

Groups IFN-v/ (pg/mL) TNF-o/ (pg/mL)
Control 163 8.7+2.1
Experiment A 456 + 39 14.6£22
Experiment B 266 + 27 12.1 £ 1.9

F 2544.0 84.8

P <0.01 <0.01
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