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[ Abstract)
with diabetic foot. Methods

(n=50) and control group (n =50) according to block randomization. Patients in control group recieved

Objective To study the therapeutic effects of hyperbaric oxygen treatment on patients

100 patients with diabetic foot were divided into hyperbaric oxygen group

routine method such as diabetic diet intervention, blood glucose control, anti-intervention and local debride-
ment. Patients in hyperbaric oxygen group were treated with hyperbaric oxygen therapy on the bases of rou-
tine treatment. The pressure in hyperbaric oxygen therapy was 0.2-0.25 MPa. All patients breathed pure ox-
ygen for 60 minutes, once a day for a total of 6 course. Fasting blood glucose , hemorheology, lower extreme
artery blood peak and skin lesions of diabetic foot and change of the above four indexes had been observed
before and after treatment. Results After treatment, compared with control group, fasting blood glucose
was lower[ (5.1 £0.8) mmol/L »s. (7.2 £0.7) mmol/L, P =0.011], hemorheology was better
(t =2.381-3.854 ,all P<0.05) ,lower extreme artery blood peak was lower (z =3.169-9.899, all P <
0.05), and the improvement in skin lesion was better [ (2.11 £1.34) cm® vs. (3.65 £1.65) cm®, P =
0.021 Jin hyperbaric oxygen group. The total effective rate and the cure rate for hyperbaric oxygen group
were 98% and 78% respectively, and the rates for control group were 76% and 48% , respectively, the
differences were significant( P <0.05). Conclusion Hyperbaric oxygen therapy has better efficacy than the
routine treatment, which provides an effective way for treatment of diabetic foot.
[ Key words] Hyperbaric oxygen therapy; Diabetic foot; Therapeutic effect
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