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Abstract
Management of Diabetic Foot Problems

Park Yoon-jeong, B.P.H., RP.T.
Yun So-young, M.P.H., RP.T.
Dept. of Physical Therapy, Yonsei Rehabilitation Hospital,
Yonsei University Medical Center

The purposes of this article are to review the pathogenesis, prevention, and
management of amputation due to diabetes mellitus complications, and to report one case
who had lost his toes due to diabetes mellitus. A primary cause for hospital admission
of the patient was foot ulcer. Since many amputations in diabetic patients are
precipitated by such ulcers, a program for active prevention and optimal treatment of
diabetic foot lesions might decrease the risk of amputation. Diabetic foot ulcers and,
ultimately, amputation can stem from a variety of pathways. The combination of
peripheral neuropathy, peripheral vascular disease and infections is the harbinger of the
final cataclysmic events of gangrene and amputation. As the physical therapist is often
involved in the treatment of diabetic patients, the therapist should be aware of the
followings: the patient’s type of diabetes and the severity of the diabetes, the
complications of the disease, the effects of exercise, the importance of wearing proper

shoes and education to patients about appropriate diabetic foot care.
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I. ME

e T e HE HNEVL @
B WA ZFolut, A8 A A Hute] W=
& FNAGY AT Ay MM, AT
7t FHY 4%, S X %
EFANES] F7} bRt FUF Fo fAoE
At G &Fxe] TAo] Fojvtn Yot
(Adld 5, 1983). =% FxHoz Qg ¢
A EE AMEEY 37 € BT #Y¥e
gzu &Y A& F7} FLE FLY IR
A4 FAZ gFH o old met
& dwa #ert A48 a7HIT Q)
(N d 7], 1992).

e Aedy HdH £ Ady 2
ol 9% 178G Z(hyperglycemia)2. 2 £3
' FFFolthBetts 5, 1995). AARAY]
T(WHO)Y Bx¥ #Fd wz2d 934 2
=¥ A ded JdEAT ded v YES
aeln JeAzY Fuges yyedd. F
W By #xe gREe Aded g&EAH
Q& HENY £33 & 5 Y& A9
o} A&d S FnHe AU HuF
Ql A2YOoE WAHY w=A] UL FA3
of &1L, A& HoEA IS dedd A
WA 29 v ded PP o8 LA
5 A&do g o&Ado] fltk¥Idr], 1992,
Betts &, 1995). ®£3 ©48E, d@ddg A
ol diAbel el JEeEldedH A4H FA4L
Aol e FEAEd #HEFH Ak(Betts
5, 199). B=d FAEL WY FHF @
Qe fgo] olet #HH FriHed AA
W Z(neuropathy), =4 H=F, HEH
A, AdEA, dx8AA ddd A
(MY &, 1983; Betts 5, 1995). ©] $ =
¥ 827t JYANEE Y/ A He 7
EF Y9& ERHMOE nFoME G
JA3tE #FA 6%71 A=A 10% o)

L o i

i

o] o]2 <& YA&m Frh(Levin, 1995).
aga SRYPHoR YJYs xR 70% o
ol #A AXE 83 40%°]4de] it
golu A9 dRES HUsA dvtn B
159 HLevin, 1995 Most %, 1983). £ &
FolME T & FHFoz Wi
< HAdg 8 FH BR1E S Yud
o2 Q% Awo "y A g 2
ol ds Gotn Ft

nm 2

1. 399 A=

I 2 A% o8 1A 4 ¥ g
HZo ALAHY #IE 93 "HI(team
approach)e] Za%d, EAFA: BFxuH
o] datH A8 FHFY Agd A
F ernz Gy 1 §¥Fd dd o
%3t o]3) 7l Haslct(Larsson &, 1995).

ey A5HoRE HojaWyd AFHY,
5% FES AHEEY A5 A& 9
Y& 93] A& FoAE g3ln Aolay
5o HyHY, A& nlgE&y B¢
¥ E¢1 2} (oral hypoglycemics)d A& A
o Aolgayn +FS A

Aoja e HAHF dgFs AT HA
F#&9 AFE FAN: AyYPtHoz AN
o ZHgA X371 % 53Xz A €
o FugAte] X g Qlo] AHojay XF9
25e A, €99 @77 ¥ 8 (short-term
fluctuation) & HAislstn E4), o] F
1ggol wel LAEr) A FHF Y
& #AaA7E Aolth(Betts 5, 1995).

5L A9 d&d FFEHE FAANA
¥EF(glucose)d |FTE FT7/HAIIE EH/7t
Aov(FF3, 1988), A4¥AA A3 899
ZaA 7o Aed A =go] Ak 18

y (G- A
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o2 w4d IS 2 AFS FaAE
b ZldstA "ok 2y dAHA 5L
F& F7HAE F5E om(Betts F, 1995), d
AtzE o] E Hole AW EY A
e ASNFY dIFdE 2Ysrl= tm=2
AEg Axe 7Y &F F JIQE &F
o} Aol T8 (VA7], 1992).

£ A BNA E3] AHEsHE H(heat),
Wicold)F} wAbA] o A87F Fose

do WeE F4E TR REHA AE

£ th(Betts 5, 1995).

2. 54 3

A 6549 FAE 259 A o
Aguwe 5 B H(oral hypoglycemics)E
3 29 F 1988d 9% EA Ll A
o2 Q7 AAVM RO A5 A
EA¢ AR 2riee ddslgden 94d @
B JdALtEE 2L fHow QI Hg
sAtHaY 1, 2).

a9 1. &3] ddd 2

MINOR TRAUMA  ULCERATION  FAULTY HEALING

a9 2. ddd 839 SRy AgARA
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EHdoE 969 HEFOE AF F= #Hn}
B2 WAstdd gHAEA 27 WA 7
T4 BES AFoly gExst £ AHEZE
B23e dtgort nigtol A dojit gkr), o
A dojut A7) T olFBFAE o gl
goton Be wzy 9edgn &3 2o
K Z(edema)o]l T4 le FEid o #Zo]
Az vjg A3 AHY A= @A
Bzl 43 ALg e FHg2 x84
Wold g4 nafo] 753y A=
' ABo)E F3 Bystu g} oy FiAE
AARE 7}ed 25 7M5sith gzel x7)
Brhe Folp oy AZd uis) Hojxw &
3 2ol BEL 43 Ay AFHIY 7]

L

L

B XF7H(endurance)S FREHYUoY Y
4 Ay 59 48 ATH 842 A £59
Ajgto] 3t

3. x4 AAG YA 343y

Frad BHAEGHE X AHPEF @
28 %4 8 (peripheral vascular disease), 7
4 (infection) %<9 FHWFo] LAZLr] 4%
Aoz &3A o (Levin, 1995), x4k
o] 45~70%7F ol Ao s ZFEHMost
%, 1983).

By FAAAN FAE HAIEA JHe
4L g 2L A8 H%g3 AAHE 7
2 APAHY 3).
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1) o2 A 7 ¥ Z(peripheral neuropathy)
A3+ #H %(ulceration)d] °lE&
ol AEFE HEAA
o o3 x4 i BAEsAH g
A Z(distal symmetrical sensorimotor poly-
neuropathy) & <13+  2zhe] Abalelt}l, Gavin
(1993)& ol A FxAe 60%7F &
FatA TRAFHFTA A, 20%= ¥
o o3 A 20%E TRAAEITH T
287 ge Bga g4 ojviu Rusl

o9t Zol Fxgel s Weol ol2A =
£ A%E 9929 BEozE W4T F 9
ov] g3l Q0] AANE 24T 5 9l

tH(Pecoraro %, 1990).

2N BHFL 7739 (hyperesthesia)
o]} ) z}o] A(paresthesia) @ Z2 Y4 F
e Tadle Ao A ZRAG T4
go] oty dtd 77 e SAAFAEY
BA¥E A 222 3434 & FE Y
2z N7 Z(sensory neuropathy)& & %
A ek Aoy Qitel o¥ Lol &4E
AABA Z3HA Ho o2 °]°ﬂ as &<
AFol A E ALY B HEA, @
v} &} % 2] (plantar metatarsal area)
Fol EHA%Ro] wAsA P} (Logerfost
Coffman %5, 1984). ¢ WA Z(intrinsic
dgHE $FAH AAHF
neuropathy)< 2% 7|8 (pes cavus deformity)
£ 2934 o 2} (metatarsal head)®)
A AFEg FxstA A A #Hrh(Logerfo
5, 1984). ol#3 _/AEE AqF 24
(callus)o) A7 I FANA &d7 7Y
o] Age Yol A
T2 W AW E o7 3}
& 23y, HIESEFHY

o2 Asf HAgel AVA |0t

B s |

BTEE

muscle)o] (motor

N A
TH=

vl g qfuto
(Levin, 1995).

2) A&7 ¥ 3 (autonomic neuropathy)
HaE

A&7 & &3 ¢xARAWEFHS F
vhelch d3to] FaFAY *’351"1 977t
AzHAH Az gRrode F&4do A
Hu yEaddoel Auch 3}1]%““01] H A4
Ago] FHHA ¥ AL HAZ R
Z71etE 2S84 7 - A (autosympathec—

tomy) d4ol vEdd. {HIT Frr o
g Ay 2xvt Aedtn TEEAY F9Y
o] Fl3tA EZ3A Hed olv D
2 (arteriovenous shunt)el] €8] FHo=z= 3
H fFdHe gFFol FUHHA7] dE ot
a8y ¥R/ SR gxzAd 4
$ THIE ZAEBRCEY ¥EHFE T
A g ol2 A g e 224 FA4
Eooe &8l 93 X A{F7 AdH
A Addste) dg A, Aol ol=2A
SR

3 Lx¥EHRAE

Fx FARoA IR FHAHSF T
TxIFEEL AP &30 ol 7]
Zrol 71 BROAA o] LAY FE F
g olg) ¥8d AF ¢ v FEA o 4
oA &3 2y i A8 A #H
59 AR A AT AP A
38 HolA BrH(FEW, 1996). 2282
go dgdate g d¥sFoy AFe9
frArgHd, A ddAteld, n¥Y, FH, B
Hol Fuy7 58 T2 AFAAE U4
A Qrhutrig F, 1995). ¢z oie gl o
g vE = JdE ¥E F, =99 (Dopamin,
vasopressor)® ¥ te] X F e ALEIE B
-blocker&® T2 BFNE dod &=
tHLevin, 1995).

T2ERAGAA Lrtee HArt YEeld
T e B3 de+H 2o AAE €19
BHoZ FARFHFo] A7l HA AAE
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doz & oy, EXME FY2HE dde
2 %Y & oA AFAE EHE9
golx el A MF(cyanosis)F wrige] I
A}, blue toe syndromed] <lol it} AA
e 94, dHEYd dixe dFTEY T
2 A& XfFol ddsted gdF Al o
27 = tHBoulton, 1988; Levin, 1995; Peco-
raro %, 1990).

4. A Sy o4 #e

8o BAE IuBAAAM BWHI J&
& ded oy TFHQ o LA FH
A3 N8 Z2oYPo R Hde d¥EE A4
Al 4 9lrh(larsson 5, 1995). 182 @
Aefel A71Hed Hrbe vl F239 o&
A&7t o3 ook g

2o Hrie SHFXS dUlerrlelg X
gt d@ Yot AR, 44 Hrt
o § HE, A¥FF Fo| HriHo ok
o}, ¥ &3 7Hvascular evaluation)= 9 #
Z3 Y(pulse)?] FZ Fol ETFHA W
2P Aol UL AS "AA HEY
A g stdor k. AAFEH HrHneuro-
logical examination)ol &= 3tAlo] g 724
% H7 xgEdl. Pinprick, 25 (vibr-
ation), LfF+844 ZZ(proprioception) %<
77 Hrtel whalAA R 25938 FY
SEFHE QA 4o e HAfdE
A (footwear)8] HHolu Aol e H o]
of 3t} 2T H9 H NHmusculoskeletal eval-
uation)¥ #3 AFo FHEFHAS WA
AR AL dFse A FoltHAmerican
Diabetes Association, 1996).

oleigt ME7Ie] A7A Wriet oy B
ol A A3 we] #FeEld i Z8{L o
@3] Fasith gxie] Ao & olHAx
o} whEAbel WA WG ABRHE FHeo
AA, e 4 ¢4 F A9 gEIn

2 &2

AZ}A A& FAs @0 4, #
3 HqEAE ALE HHYIEE 3t Hox
ol I vty JEE Jlojof g} E3F
HAEXY F5F FHo F Zolof ok Al
o, & AAY AL ok s uln, F
de Fxdad] o] HH wHH S
EolE 8Rlo] E F Yo FAFEE K
3todof $rth(Logerfos} Coffman, 1984). wh=]
gog FAZ L[S W w=A] "EL
oA HolEE WK ok Fh(Levin, 1995).

dd Y FA, 3] AYY A Ade
AE7Le o FZ4Holx HH3 Frieh &
g7t dFHoltt, ALY 9, A7, Yol&
gt A= Bx AR AAsoF gt
w3 AL SEA AEER dA 5E AAE
g1 =3F FHY ®¥IE 7 ¥ sFd
ZEEL AA}L Gl A F e
749 FA7AA gFsq AAGSY. adn 4
e 257 AN&EHA #FE 7} o] oA} &}
Y, Z4e] ZE ASE dAH ANaY ¥4
A87HA & + Ak A F¥F #= #F
ol digd 8o #FAE FE Jor=z
dde HAEGg ZxHol #A HAHY Hg
F 4x3 B E7 ®@h(Betts %, 1995). =7
FR] FS G AFAHFE BT F
T gleBz HAF AojayXaxT Fa3}
o AGEAZY AFAAE Haslsop 3
y ¢urg e F Ye 842F AAIFAY
Bz 713 & Ey(crutch), 414 di(total
contact cast), A% 4 ¢YE(shoe inserts) &
& A3l guke FoFojok FrHlevin,
1995; Logerfo$} Coffman, 1984; American
Diabetes Association, 1996).

AfdE AFFIE ALY f¥ol o=
2 #Y7t v F88 2Heg gRES
e &S B 22z #AYsta FA
AA HE7FE BREE ARdor g 2|
A AAAY A& we] vpgo] EAE ¥
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A & gdesz oo dE 2§53 FA
dasitd HYg wE AL 4% 5= 3l
ov AgHoz A Ade A AF
Bxe Fog S o olg AYLYE
tugle A A £F5E AW wo AF
AAgE AL HES stz FFolu
+F, AdA B F AFAAE F2F
& Adete Aol o 53 ¥

g2kl Fe 2F°) e APHom2
X FAN QA ALE] o8 Z slQle] B
T ZEade] AFHo ek

>{\1

L oox
X

(Levin, 1995).

m. 42

e Ay AE8E Fasxw 12
A S fFo] XHHoln EEX #
27t a3y o F & vztxe XA
2127 gt ¢4 ¥3E =H"eo oA}
oj Aol 1o WE T FE WA e
Rol Fasty FEF AWz 2oJaYAE
AvpsAl gk ES olE A% EF
H3tQl FEALI FHFY FAHA F
MY & BEAFAIEY o] g
o ol YsME Fudy 1
of ti3t XEALE ggE olEs B

o4

¢

2o M oMr o

3OS Moo O o R B
o

51 =R

oz AP ZF Wwd AuRAe
4 #}A43% #Pd U@ AHAEES B
2o AYRHd @ olHPEt
sl Fa@719 gelel o@ mse Fa
4e & = Atk 989 gax A,
=9 A%e) AYAAE B, BPFT IR
kel #FHH kel Bel® B ool
AEolol #o) BA, 9abolu 7l T
A BN FRHo)R HPY ARE FAY
gojg ook sl AM, AL AHF AL

ﬁ-‘g e ok

ZzHx
=7

o o

o

9 HEE S0V 93 HAEEG AE AW
ot} A9 AFAANE AHE F Uk o
A, Agolvt dde AYL Koy gA
e Agaxrt Hol &59 HAMN Zx
57 g&o 2o we A3E & AE AT
ol g4 & g7 #AYE Y3 ¢

AAolx AEH &5 TR AFH
ojok ek,

lgEs
Z53E. A9 3% RSN, 198815
38-44.
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