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The role of the apoptosis of interstitial cells of cajal in the pathogenesis of hirschsprung’s disease and
its allied disorders. YANG Xiao-feng, LI Suo-lin, XU Wei-li, et al. The Second Hospital , Hebei Medical Uni-
versity , Shijiazhuang 05000, China

[ Abstract] Objetive To explore the expression and role of apoptosis of ICCs in the colon of Hirschs-
prung’ s Disease( HD) and its allied disorders( HAD). Methods From Feb. 2014 to Feb.2015,15 cases with
HD and 13 cases with HAD underwent laparoscopic surgery were enrolled in this study. The aganglionic, transi-
tional and dilated gut of HD,and the proximal and distal bowel of HAD were collected in the operation as the
experimental group; Another normal colon(10 cases) were also collected as control group. The distrubution of
ICCs and its expression of caspase—3 bcl-2 in the colon were identified and counted in double labeled tissue
sections. While the ultrastructural morphologies in the ICCs were observed by electron microscopy.
Results The pairwise comparisons of ICCs distrubution in the aganglionic (5.8 +1. 1), transitional (10.0 +
1.8) and dilated (13.1 £2.1) gut of HD,and the proximal (16.5 +£2.4) bowel of HAD respectively com-
pared with the control group (17.8 + 1.5) were different (P <0.05) ,in addtion to the proximal bowl of HAD
(18.6 £1.6) was no significant difference (P >0.05). The expression rates of caspase—3—positive ICCs(77. 6
+13.8% ,53.6 +10.2% ,31.9 +8.0% ,23.6 £6.8% ,57.2 +12. 1% respectively) compared with the con-
trol group(6.3 +£4.3% ) were significantly increased (P <0.05). The expression rates of bel-2—positive ICCs
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in control group (60.3 +5.4% ) was higher than( P <0.05) in experimental group (18.3 +9.3% ,31.5 =
7.3% ,42.3 +7.9% ,48.7 £6. 5% ,38.5 + 6. 7% respectively ). The correlation between the ICCs and
caspase—3 was negative(r = —0. 915, P <0. 01); while it was positive between the ICCs and bel -2 (r =

0.754,P <0.01). ,The ultrastructural changes of apoptosis of ICCs were found under the electron microscope.

Conclusions Pathological distrubution of ICCs and abnormal expression of caspase—3 bcl-2 in the colon indi-

cates that the apoptosis ICCs may play a role in the pathogenesis of HD and HAD.
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