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Effects of Modified Formulae for Huiyangshengji Ointment on Wound Heal and Macrophage Phenotype Transformation in Diabetic Mice.
Meng Yujiao, Lin Yan, Wang Hongyan et al. Beijing Hospital of Traditional Chinese Medicine Affiliated Capital Medical University, Bei-
jing Institute of Traditional Chinese Medicine, Beijing 100010, China

Abstract Objective To study the effect of modified formulae for Huiyangshengji ointment (YQWY and HXTL) on wound healing
and macrophage phenotype transformation in diabetic mice. Methods 10db/m mice regarded as normal group, 40 db/db mice were ran-
domly divided into the model group, YQWY group and HXTL group, 10 in each group. Surgical operation on the back was made to pre-
pare experimental wound models. External medicines were applied and changed dressings every other day, with wound photographs and
measurement. Wound tissues were gained when animals were sacrificed by anesthesia 7 days later. Pathological changes were observed by
HE and Masson staining methods, while RT - PCR method was used to detect the mRNA expressions of M1/M2 type cytokines of the
wound tissues. Results  Blood sugar of db/db was higher than the db/m (the normal group). Compared with the normal group, the
wound area of db/db was significantly greater than the normal group (P <0.05), while YQWY group and HXTL group less than the mod-
el group (P <0.05). Relative expression of IL — 12mRNA and TNF — « mRNA in model group were higher than the normal group (P <
0.05), while VEGFmRNA and TGF - BmRNA lower. Compared with the model group, mRNA relative expression of inflammatory cyto-
kines of YQWY and HXTL groups were all lower( P <0.05) , while the growth factor were significantly higher (P <0.05). Expressions of
IL - 12mRNA and TNF - amRNA in YQWY group were lower than the HXTL group (P <0.05), with higher expression of TGF -
BmRNA (P <0.05). Conclusion Wound healing of db/db mice was delayed and modified formulae for Huiyangshengji ointment
(YQWY and HXTL) had effects on wound healing. The way by decreasing the M1 type inflammatory factors and improving the M2 type
growth factors might be one of the mechanisms for wound healing. YQWY group was superior than HXTL group for diabetic mice in promo-
ting the transformation of macrophage phenotype.

Key words Huiyangshengji formulae; Diabetic skin ulcer; YQWY; HXTL; Macrophage
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