A e P R 2002 4 12 A 20 %55 68 Chin J Parusitol Parasit Dis 2002-12, Vol 20, No.6:335 - 338 * 335 -

3BT :1000-7423(2002)-06-0335-04

¥ 4y 255 . R382. 312

[i3]

AL S 5 SHMHIA AT 5 Thl/Th2 %% s
S i 5% ek e B 1A 24 S 55 )

ARN AE B4 AZF Fis KSR R

IWE] BiY WESEEECEMSCIPK) QRS CPKC) M Ekm VIR-3-# B (PI3-K) S RE0H a5
# tyrphostin-25 .1 -sphingosine il wortmannin) % A A< Il i e/ B B0 14 R BN, PRI, A
F FORBROAMBRGE 35 KR, SREHG N I SIS TMEN, EE S 4 A/ RBRRE6 M8
wh, AN ZE N , 3 ELISA Y0 MR R R R B R 2 DU /D B T 1PN-7. 114 Fr— AL (NOY KE
B B NE R TPK 1 PKC 30850 5 £ 71 53205 B P9 2 Mo 78 , PKC 30t ) 7T 68 P9 2 ot 20 B2 3556 2% -
63 4% (P<0.01), PKC M%) 2 Zim# The FHE 7 104 (55, B3N 3R% 34. 1% 65.6% (P<0.01), Mist NO
AT E s il —E W T PKC MIRIRS IL-4 RAMIMEHERT, &g 7 AR n%d sl LA PRC Mk
FH T 0 A AE B 5 R B A BT RO, ML FT SRRt TIE] T Th2 3% 36 J Th2 1 Thi %
HE AR

(@il BB BRI BRI 545 S Thi/Th2 HIREE T

RER A A

Effect of Inhibitors of Cell Signal Transduction on Egg Granuloma Formation
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[ Abstract] Ohjective To chserve the eflect of signaling inhibitors of tyrosine-protein kinase { TPK), protein kinase C
(PKC) and phosphatidylinositol-3-kinase (PI3-K) ( tyrphestin-25, [>-sphingosine and wortmannin, respectively) on the egg
granuloma formation of Schistosoma japonicum , end probe the mechanism of the elfect. Methods Three signaling inhibitors
were injected by 1ail vein of mice from the thirty-fifth day after infection for five successive days. The liver egg granuloma mea-
surement was performed by histological examination and the kits of ELISA and NO assay were used for the quantitative determi-
nation of IFN-v, 114 and NO respectively in murine serum at 6 and & weeks after infection.  Results The egg granuloma
formation of liver tissue was significantly reduced by the specific inhibitors of TPK and PKC in vive. The ratio of egg granulo-
ma inhibition was up to 56.2% — 63.4% by the effects of PKC inhibitor D-sphingosine. The PKC inhibitor mainly inhibited
the expression of I1.-4 and the detection of NO level further demonstrated the inhibiton. Conclusion The egg granuloma for-
mation could be significantly inhibited by PKC inhibitor in the early stage of Schistosoma japonicum infection in mice. These

findings suggest that PKC inhibitor might inhibit the Th2 bias and mediate a deviation from Th2 to Thl.
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Table 1 Effect of inhibitors of TPK.PKC and PI3-K on the
exprﬁshn of IFN- Y and Y- in serum of mice infected

X 5D, pgimil
Hem 6 04 R 8
é—li-jij Six weeks after infection Eight weeks after infection
" T RNy L4 TFN-y L4
C  141.66:6.24 4.02+1.25 220.00+14.14 12.00=1.50
{100%) (100%) (100%) {100%)
T  42.50£3.53 3.00+0°  62.50:7.50" 5.63+0.38
(70.0%) (25.4%) (71.6%) {53.1%)
D 950021500 2.654£0.35° 145.00£7.07" 4.13+1.13"
(22.9%) (34.1%) (34.1%) (65.6%)
W 42.50+3.53* 3.75+0.75 B85.00+5.00° 9.01:0.76°
(70.0%) (6.7%) (61.4%) (24.9%)
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0.05 ¢ P>0.

3 E&I?ﬁ?uﬂﬂ(x*w)ﬁ}iﬂﬂ BAE(%): BiH
f%&gém% SEBEHHEAR={1- (ERARRA B X
Note:1 C Infected contral group
Rroup
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2 Suatistical difference compered with control group a P
< 0.01 b P<D.05 ¢ P>0.05
3 Cytokine levels expressed as X + SI and percentage(% ) : Infect-
ed control group= 100% ;
Percentage of mhibition in treatment group = [1 - ( treatment
groupfinfected control group) ] % 100%
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8 5 51.0412.43 28,70+ 2.98 45.83+2. 47 13.19£1.1¢°
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