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Ankle-brachial index and diabetic peripheral neuropathy in patients with
type 2 diabetes: clinical analysis of 427 cases
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[ Abstract] Objective To investigate the relationship between ankle-brachial index (ABI) and diabetic peripheral neuropathy (DPN)
in patients with type 2 diabetes mellitus(T2DM). Methods ABI was determined in 427 patients with T2DM by Doppler ultrasound,
and the patients were divided into group A (ABI1=0.9) and group B (ABI < 0.9). The sensory nerve conduction velocity (NCV), latent
period and amplitude of posterior tibial nerve in all patients with T2DM were determined by electromyography. These indexes were
compared between the two groups, and their relationships were analyzed by linear correlation analysis and multiple linear regression.
Results  There were 115 patients with ABI < 0.9 in group B, accounting for 26.9%. The nerve conduction velocity [left NCV: (30 +
8) vs (32£7) mis, right NCV: (29 +£6) vs (33 +7) m/s, P<0.01] and amplitude [left amplitude: (10 +12) vs (15+16) mV, right
amplitude: (9 +7) vs (14 £ 13) mV, P < 0.01] of posterior tibial nerve were lower in group B than in group A, and the latent period
[left latent period: (8.2 +2.0) vs (7.4 £ 1.4) ms, right latent period: (8.3 +1.7) vs (7.4 +1.3) ms, P <0.01] of posterior tibial nerve
were higher in group B than in group A. ABI was negatively correlated with latent period and positively correlated with amplitude of
posterior tibial nerve in T2DM patients. After adjustment with a series of confounding factors such as age, course of disease, body
mass index (BMI), systolic blood pressure, total cholesterol, low density lipoprotein cholesterol (LDL-C), serum creatinine, NCV and
amplitude, multivariate analysis results demonstrated that ABI was associated with age, LDL-C, NCV and BMI. Conclusions In
patients with T2DM, peripheral artery disease is a potentially important influencing factor for diabetic peripheral neuropathy.
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Table 1 The general clinical features (X£s)
A PAD41(n=115)  JEPAD#1(n=312)
IR (%) 67+9 57 11"
JHEE(H) 104 + 84 80 72"
BMI(kg/m®) 25+3 25+4
W46 F (mmHg) 144 + 20 136 + 217
& 7K K (mmHg) 82+8 85+12"
FBG (mmol/L) 8=+3 93
HbALc(%) 82+1.9 83x22
JEIEE EE (mmol/L) 55+1.3 52=+1.4
H i =& (mmol/L) 24+19 23+21
LDL-C(mmol/L) 3.4+0.9 31+1.0
HDL-C(mmol/L) 1.1+0.3 1.2+04
R (umol/L) 335+ 88 323+ 82
I JULEF (umol/L) 75+ 28 66 + 23"
R 2 A (mmol/L) 6.9+21 6.2+1.9"

1 PAD: FRIZhlkRAs; BMI: (KB EF5%L; FBG: < IS ILbE; HbALc:
Wb #& ), LDL-C: % AR (I EEE; HDL-C: iR E M
JIHR®E, 1mmHg=0.133kPa. 5 PAD 41 It4%, P < 0.05, P < 0.01



<486+ DIEEFEZREIRAELTG 2012F 78288 £ 1145 £ 78 ChinJ Mult Organ Dis Elderly, Vol.11, No.7, July 28, 2012

22 WURMAZEFRE, BRAZIKBG LK

PAD 41 54E PAD 4 b4, 4= NCV., AR |
LRR . A NCV., BRI, ARG, 2R8E5
HEE Y (P<0.01; %2) .

%2 FAMSESEE. BRYMIRIGL LT

Table 2 Comparison of the sensory nerve conduction velocity,
latent period and amplitude between two groups (X+£s)

PURIIEETZ PADZ (n=115)  dEPADZ] (n=312)

ZENCV(m/s) 30+8 32+7"
LEEARIA(ms) 82+20 74+14"
ZEPRIF (mV) 10+ 12 15+ 16"
FHNCV(m/s) 29+6 3377
AR (ms) 83x1.7 74:13"
FIRIE(MV) 9+7 14 +13"

TE: PAD: JHIEZIIKRE; NCV: PlZfE S8 . 15 PAD 41, “P<
0.01
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0.05); ABI 54 I i 1F #H¢ (r=0.114, P < 0.05).
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NCV gk B A8 it, R HZE L B Hr o, [
175 % ABI1=1.204-0.007 4£{#—-0.46 LDL-C + 0.005
7= NCV+0.007BMI ; 4%, LDL-C. NCV. BMI
X ABI () r® 4351242 0.160, 0.193. 0.219, 0.233, P
3% < 0.001, <0.001, <0.001, <0.01,
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