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Effect of hyperbaric oxygen therapy on collagen synthesis and nitric oxide in diabetic foot patients
Yang Zhen ,Qiao Shishi”
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Abstract: Objective To explore the effect of hyperbaric oxygen therapy on collagen synthesis and nitric oxide in diabetic foot
patients. Methods Twenty patients with diabetic foot ulcerations were included. All patients were received routine therapy, blood
glucose and infection were controlled by insulin and antibiotics. On that basis,all patients were given 100% oxygen at 2. 4 absolute
atmosphere for about 105 min,five times a week for a total of 30 sessions. Blood glucose, hemoglobin Alc,C-reactive protein and
wound area were measured before and after hyperbaric oxygen treatment. Blood plasma procollagen type 1 and [[[ N-terminal pep-
tides and total nitrite/nitrate (NOx) levels were also determined. Results After hyperbaric oxygen therapy, blood glucose, hemo-
globin Alc and C-reactive protein were decreased (P<C0.001). Both P I NP and Pl NP were significantly increased (P<C0. 01).
However, the level of NOx were not increased(P~>0. 05). NOx level was increased in the patients with wounds surface healing more
than 50 % or higher (P<C0. 05), while NOx level was decreased in the patients with wounds surface healing less than 50% (P<C
0.05). Conclusion After hyperbaric oxygen therapy,the plasma P | NP and Pl NP levels are increased in diabetic foot patients,
there is an optimum NOx levels for its contribution to the healing process.
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