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- Abstract -

The possible predicting factor of the plantar ulcer in patients with leprosy

Jong-Pill Kim, M.D*., Yeon-Sil Kim, M.D.

Institute for Leprosy Research, Korean Hansen Welfare Association

TOBJECTS

Leprosy is a chronic infection principally affecting the skin and peripheral nerves caused by
the obligate intracellular organism Mycobacterium leprae. Complications secondary to the
neuropathy can result in deformity and disability. The plantar ulcer is the commonest
complication in leprosy. And the plantar pressure is important factors developing plantar ulcer.
So the author is studied about the possible predicting factor of the plantar ulcer in patients
with leprosy.

SUBJECTS AND METHOD

Subjects included 100 leprosy patients, divided two groups according to the recent plantar ulcer
history. The author analyzed the relations between that significant factors and various factors
(PGL-I titer, sensory level).

RESULTS

The correlations between the PGL-I antibody titer(Spearman’s rho=0.215, p=0.048) and
PGLT antibody group(Spearman’s rho=0.215, p=0.045) and the recent plantar ulcer history were
found.

CONCLUSION

The author ascertained that the PGL-T antibody titer and PGL-I antibody group PGL-I antibody
titer would be the possible tool for predicting the plantar ulcer of the Hansen disease program.

Key words : leprosy, plantar ulcer. PGL-I antibody titer
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Weinstein monofilament l1gm, 7.5gm,
10gm 3FTFE 43t 42 HY A&
Z 7 d(Fig. 1). 539 5 ZEE
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FEAem? | 5598 3552] monofilament
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Fig. 1
Test sites of Semmes-Weinstein
monofilament test

(2) PGL-1 A AA}

AFHARENA Yt F-3 FEe Hr}
2 93 kol W3t PGL-1 AAAE A
AEETh PGL-T A& AEs] 8 2

Al SAAYS 43580 - AE¥d, A4

2= g9 Brennanl® FE AF v
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3] 27§3HA, carbonate buffer® 34
ND-O-BSAE 96 well ELISA plate
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=1
i3 =0 Z
< T = T,
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3t Tween 20 X33l phosphate
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Table. 1 Summaries of Subjects for Experiment

=T
FI3L AX
E‘ﬂ_‘

Group without Plantar

Group with Plantar Ulcer

Ulcer History History
Sex Male Female Total Male Female Total
No. 38 12 50 38 12 50
Ages (years, 62.62 59.81 61.94 60.02 65.29 61.00
meantsd) +11.22 £9.95 £10.92 £10.05 £10.27 £10.27
Both side
no change 19 8 27 1 1 2
S One side -
elrézcs’ry change 2 1 3 5 3 8
Both side
change 17 3 20 14 8 22
No 35 13 48 3 1 4
Deformit Claw foot 24 6 30 38 15 53
y
(each Midfoot
foot) injury 12 3 15 26 3 29
Foot drop 5 2 7 9 5 14
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AY BE {7 o 24 §F, 24
A<, PGL-1 &Agt 2 PGL-1 AF &
A BAH F94 PGL-1 AFNA
T EE N o™ (p=0.05)(Table. 2), 25
ot (Spearman)® T4 & BE

Table. 2 Results of Experiment

P SAAY 952D - 2FE,

Had

A#AAE PGL-1I Az (Spearman’s
rho=0.215, p=0.048) ¥ PGL-1 AF
(Spearman’s tho=0.215, p=0.045) S

oA gelE At (Table. 2, Talble. 3).

ulcer hx Mean Std. Deviation Sig.
sensory no 1.179 0.454 0.4
ves 1.408 0.471
Sensory_sc no 35.465 20.07 0.45
ves 40 20.037
PGL no 221.857 151.206 0.1
yes 342.745 270.446
PGL_group no 1.108 0.649 0.05
ves 1.909 0.685

Table. 3 Results of Correlations of Experiment

Correlations Spearman’s rho
ulcer hx

sensory Correlation Co. 0.031
Sig. (2-tailed) 0.403
Sensory_sc Correlation Co. 0.031
Sig. (2-tailed) 0.389
PGL Correlation Co. 0.215
Sig. (2-tailed) 0.048
PGL_group Correlation Co. 0.215
Sig. (2-tailed) 0.045
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