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[Abstract] Objective To determine the expression of Angiomotin (Amot) in wound granulation
tissues from patients with diabetic foot, and investigate the effects of high glucose and ischemia on
the expression of Amot and the relationship between Amot expression and ulcer prognosis. Methods
Twenty-eight diabetic inpatients with foot ulcers(Wagner's 2-4 grade) from the Department of Diabetic Foot
in the Metabolic Diseases Hospital of Tianjin Medical University, were divided into four groups according to
their ankle brachial index(ABI) and HbATlc:group A:ABI=0.7,HbA1lc<9% ;group B: ABI=0.7,HbA1c =9%;
group C: ABI<<0.7,HbA1lc<<9% and group D: ABI<0.7, HbAlec =9%,with 7 cases in each group. Patients
with foot burns at the same time were included as non-diabetic and non-ischemic control group. Wound
granulation tissues were sampled from these patients. Western blot was used to determine the expression of
Amot. Wagner's grade was assessed in each patient with diabetic foot and the patients were followed up for the
evaluation of ulcer prognosis. Results The age,gender,course of diabetes,complications, renal function,
blood lipid , and sensitive C reactive protein were compared , but no significant difference were found
between four diabetic foot groups(all P >0.05). Compared with control group , expression of p80-Amot
in group B and group D were significantly reduced (all P < 0.05). Compared with group A, expression of
p80-Amot in group B and group D were also significantly reduced (all P < 0.05). There was no significant
difference in expression of p130-Amot between groups (P =>0.05). There was also no significant difference in
ulcer prognosis between groups( P >0.05). Conclusions High glucose and ischemia decrease the expression
of Amot in wound granulation tissues in patients with diabetic foot, and high glucose has a more potent
effect. There is no significant relationship between Amot expression and ulcer prognosis.
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R SRR L B F RGO R (vzs)
215 % STy 23 I A (mmol/L) HbAle(%) ABI BN BBl Ik e KP4 (% )
A4l 7 9.29 + 6.42 8.04+1.18" 8.27 +0.66" 0.83 £0.07" 26.86 = 13.17"
B4 7 8.86 + 6.47 13.59 +3.10 11.71 £2.03 0.87 = 0.09" 25.57 = 16.65"
CH 7 11.57 +4.35 7.39 £ 1.46" 7.61 +0.90" 0.42+0.22 59.14 + 13.81
D4 7 15.14 + 8.45 13.54 +3.29 12.16 + 1.88 0.48 +0.16 69.00 +23.94
F1E 1.336 13.413 17.071 16.704 11.393
PAH 0.286 0.000 0.000 0.000 0.000
215 Bi%k hs-CRP(mg/L) Hal =75 (mmol/LL) SO FE(mmol/L) LA ( wmol/L)
A4l 7 10.10 + 4.85 1.53£0.78 5.71+1.95 86.60 + 49.83
B4 7 9.46 +5.04 1.46 £ 0.31 5.62+2.56 73.80 + 33.34
cH4 7 10.39 +4.83 1.50 +1.23 5.55+2.32 86.30 + 18.70
DEE 7 9.49 £5.78 1.52£0.58 5.98 £2.08 82.10 + 28.65
FAE 0.056 0.009 0.051 0.208
P 0.982 0.999 0.984 0.890

TE:A 4 :ABI=0.7,HbAle<9%;B 241 : ABI=0.7,HbAlc=9%; C %41 : ABI<0.7,HbAle<9%;D 4 : ABI<0.7, HbAlc =9%; ABL: BRILIREL;
hs-CRP: #B# C S35 B 4141 H,"P<0.01, 5 C 4IAIH,"P<0.01, 5 D Z1AtIEL, P<0.01

Rz2  HKUIBERIE LB Wagner 73205 D% )]

2159 %% 24 3% 44

A4l 7 1(14.3) 4(57.1) 2(28.6)
B4l 7 0 4(57.1) 3(42.9)
(oF::| 7 1(14.3) 3(42.9) 3(42.9)
D 7 0 2(28.6) 5(71.4)

1A 21 : ABI=0.7,HbA1¢<<9%;B 41: ABI=0.7,HbA 1¢=9%;C 41:
ABI<0.7,HbAle<9%;D 4 : ABI<0.7, HbAlc=9%; ABI: B I35 %1
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F:A41:ABI=0.7,HbAle<9%;B 41 : ABI1=0.7 ,HbA1¢=9%;C
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