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[ Abstract] Objective To explore the protein expression of RhoA/ROCK signaling pathway in
Hirschsprung’s disease (HD) and provide new perspectives for studying colonic dysfunction in HD patients.
Methods The protein expression involved in RhoA/ROCK signaling pathway was examined by Western blot in
9 HD cases aged from 6 months to 2 years. And statistical software was used for analyzing the results. Results
The expression of P(Serl9)-MLC,, obviously decreased in narrow segment as compared with dilated counterpart
(1=2.527,P =0.035) ;and regarding the protein expressions involved in RhoA/ROCK signaling pathway, the ex-
pression of ROCKI obviously decreased in narrow segment as compared with dilated counterpart (¢ =3.104,P =
0.015). The expression of ROCK2 decreased in narrow segment compared with dilated counterpart (¢ =2.357,P
=0.046). The expression of P(Thr853)-MYPT1 also decreased in narrow segment as compared with dilated
counterpart (¢ =2.857,P =0.028). And both had statistical significance. Conclusion RhoA/ROCK signaling
pathway is down — regulated in HD. And these results may be related to colonic dysfunction of HD patients.
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Fig. 1

intensities of ROCK1;n colonic smooth muscle.

Protein expression and band intensities of P(Serl9)-MLC,, and Total-MLC,yin colonic smooth muscle.
pression and band intensities of P(Thr853)-MYPTI and Total-MYPT1,;n colonic smooth muscle.

Fig.2 Protein ex-
Fig.3 Protein expression and band

Fig.4 Protein expression and band intensities of ROCK2,n colonic smooth muscle.

F1 KB EH Western blotting 45717 K HUE (x £ 5)

Table 1  Density ratio of Western blotting band (x +s)

2050 P-MLC,,/T-MLC,, P-MYPT1/T-MYPT1 ROCK1/GAPDH ROCK2/GAPDH
PikBi(n=9) 0.343 +0.195 0.171 £0.053 0.287 +0. 168 0.153 +0. 138
AR (n=9) 0.229 +0. 143 0.101 £0.048 0.184 +0.112 0.101 +0.089

Ll 2.527 2.857 3.104 2.357

P1{H 0.035 0.028 0.015 0.046
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