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Abstract

AlIM: To study the immunoregulatory and treatment effects
of Lichangsifang (LCSF) on apoptosis and protein expression
of Bcl-2, Bax and Fas genes in rats with ulcerative colitis
(UC), and to analyze its underlying mechanism.

METHODS: In the experiment, ninty-eight SD rats were
randomly divided into seven groups: normal control group,
pathologic control group, solfasalazine (SASP) group,
Wumeiwan (WMW) group, Baitouwengtang (BTWT) group,
Senglingbaishusan (SLSS) group, and Tongxieyaofang
(TXYF) group. Every group had fourteen rats (seven male
and seven female). Except the normal control group, A UC
animal model was made with DNCB and acetic acid the
other six groups, which were treated by distilled water,
SASP, TXYF, WMW, BTWT, SLBSS and TXYF, respectively.
After these treatment, the changes of apoptosis and protein
expression of Bcl-2, Bax and Fas gene in UC were observed.

RESULTS: The level of apoptotic index (Al) in pathologic
group was significantly higher than that in normal group

(P <0.01 t =3.835). After these treatment, the degree of
the Al decreased in each experimental group, as compared
with the pathologic group (P <0.05, g = 4.210 vs TXYF
group or P <0.01, q =5.973 vs WMW group, q =5.986 vs
BTWT group, q =5.905 vs SASP group, q =5.889 vs SASP
group). The apoptosis of normal control group (Bcl-2/Bax>1)
togther with LCSF and SASP groups was less (P <0.01
g =3.972 vs WMW group, q =3.523 vs BTWT group, q =3.694
vs SLBSS group, q =3.549 vs TXYF group, q =3.727 vs
SASP group). There was remarkable difference in the
degree of Bcl-2 and Bax expression between pathologic
group (Bcl-2/Bax<1) and normal group (P <0.01, F =
2.96). The degree of apoptosis in pathologic group was
significantly higher than that in normal group (P <0.05,
t =3.956 vs pathologic group). There was no remarkable
difference between LCSF and SASP groups in the protein
expression on Bcl-2, Bax and Fas genes in UC (P >0.05,
F =3.19, 3.05, and 2.97).

CONCLUSION: This model induced with DNCB and acetic
acid is successful. It is obvious that the apoptosis and protein
expression of Bcl-2, Bax and Fas genes play an important
role in the pathogenesis of UC. All the treatment groups
(including SASP group) have rather better curative effects
on UC by reducing apoptosis and adjusting cell immunity.
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