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This study investigated the accelerating effects of the acemannan on oral wound healing in the
rat model. Bighty Sprague-Dawley rats were surgically made deep circular wound in the hard palate using a 4 mm
biopsy punch, The 5 experimental groups were set of 16 rats each; negative control (distilled water), oral base
{carbopol), 0.5% acemannan, 2% acemannan and 0.1% triamcinolone acetonide groups (KenalbgTM). Each group
was topically applied the chemical once daily for 14 day. Four animals of each group were sacrificed at 3, 5, 7 and
14 day post-wounding (dpw) and the palatal tissue was fixed in 10% buffered formalin. The result was evaluated
by wound area measurement, histopathology and immunohistochemistry using primary antibodies against o-
smooth muscle actin, proliferating cell nuclear antigen (PCNA) and transforming growth factor f1 (TGF-B1). The
result showed that the wound area of the 0.5% acemannan group were smaller than others and significantly statistic
differed (p<0.05) from the oral base group at 7 dpw. Histopathology of the wound did not differed among the
groups at the same dpw. Immunohistochemically, the average number of PCNA-positive cells in the epithelial cell
and propria-submucosa layers of the 0.5% acemannan group was higher than in other groups at 3 and 5 dpw. and
the average number of myofibroblasts of the 0.5% acemannan group was higher than in almost groups except for
the negative control group at 5 and 7 dpw. At 14 dpw., the 0.5% acemannan and 2% acemannan groups showed
the highest number of myofibroblasts than others, but they were not statistically differed. The number of TGF-B1-
positive cells was fluctuated throughout the end of experiment. In addition, the negative control group had higher
TGF-p1-positive cells than the others. The comparison between the average number of myofibroblasts and TGF-
B1 positive cells did not correlated. This suggested that TGF-f1 was not the major factor for the myofibroblast
transformation. In conclusion the 0.5% acemannan could be accelerate the oral wound healing by increasing of the
epithelial cell proliferation at 3 and 5 dpw. and promoting of myofibroblast transformation at 5 and 7 dpw. This

study confirms that acemannan extract from Aloe vera could accelerate the oral wound healing in the rat model.





