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Aim To discuss the clinical significance of the plasma levels of homocysteine ( Hey) and C-reactive

protein ( CRP) combined with ankle brachial index( ABI) to the assessment of the severity of peripheral artery lesions in pa-

tients with peripheral arterial disease( PAD).

Methods

The plasma levels of Hey and CRP combined with ABI were

test in patients(n =86) with PAD confirmed by selective peripheral angiography,and in the normal control group(n =80).

Relationship between the severity of peripheral artery lesions with the plasma levels of Hey and CRP combined with ABI was

analysed.

Results Compared with the normal control group, the plasma levels of Hey and CRP in PAD group were

significantly higher than those of the normal control group( P <0.05 and P <0.01) ,and ABI was significantly lower (P <

0.01). In PAD group, the plasma levels of Hey and CRP in multi-vessel disease sub-group were significantly higher than

in single-vessel disease sub-group (P <0.01 and P <0.05),

and ABI was significantly lower (P <0.01).

Conclu-

sions The plasma levels of Hey and CRP combined with ABI are related to the severity of peripheral artery lesions, which

has the important guiding value to evaluate the clinical condition.
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Table 1. Basic situation

. ot PAD 4
RO E(HZ;())E (n =86E)
B/ (f) 46/34 50/36
(%) 52.13£1.39  52.19+1.46
R IR 57.23% 56.25%
WEIR IR 30.11% 31.25%
JIE B (mmol /1) 5.34+1.07 5.35+1.16
H 9 =8 (mmol/L) 1.52+0.46 1.61 £0.65
B ENSE A (mmol/L)  3.25 +0.86 3.26 £1.02
EHENEEN (mmol/L)  0.93 £0.18 0.91 +0.21
W4 % (mmHg) 142 +8 145 +6
#F5K HE (mmHg) 92 +6 95 +5
Jike FH BT =] Ak 100% 100%

R AT T 25254 90.0% 93.0%
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B N JE BUE R = MR ko 2 mLL, R H oL
7180 4 B 3 & L AT BUE B E Hey K E, HARE
E#MEH <15 wmol/L,
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T H B M B L 2 ml, & Behring
Nephelometer 100 4 b 2 47 L (/B AR A ] ), i FL 3 58
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B, 0.9<ABI<1.3 JIE# ;ABI<0.9, 7 o) Jik fL &
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ZRHHITFEXL,
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PAD #H1M13% Hey 1 CRP /K240 785 - 1E X6 A

20 {20 CRP /KFFHE B 3# (P <0.05 fil P <0.01);

ABI 7£ PAD #{H AT IEH XHEZH (P <0.01;% 2)

F2 WMABFEMIE Hey T CRP KFER ABI(x +5)
Table 2. The plasma levels of Hcy and CRP combined with
ABI in two groups

a4 W n Hey(pmol/L) CRP(mg/L) ABI
1E % HR 4L 80 13.02+1.03 2.06+0.11 1.02+0.03
PAD 4 86 18.06 +1.68" 6.49 £0.36" 0.66 £0.05"

a N P<0.05,b 2 P<0.01, 5IEHR X MR LA,

2.2 ARIHFZEFEELH Hey 1 CRP 7KER ABI

HRPE LR T M 45 15 S 45 2R F PAD & o
RSO AR N2 SEIR AR A, 2 SRR I 2 SR AR A
3% Hey F1 CRP /K FEHI W (P <0.01 F1 P <
0.05) ,{H ABI P&k (P <0.01;%3),

3. AEREREH Hey CRP R ABI R (v +5)
Table 3. The plasma levels of Hcy and CRP combined with
ABI in different lesion group

| n  Hey(pmol/L) CRP(mg/L) ABI

MASTIRASZH 41 16.65+0.12 6.12£0.11 0.78 £0.01
ZIRAEU 45 23.73 £1.08" 7.58 £0.79* 0.39 £0. 16"

aH P<0.05,b K P<0.01, 5255482 LAz,
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