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Diabetic Foot Screening and Physical Examination

1. Assessment of diabetic foot in office—setting

1) @A DM foot lesiono] {ithH?

- DM foot risk evaluation

preventive management

I
@

patient & family education

2) @A DM foot lesion®] itha?

risk factor assessment -5 el

Y

- medical status 2l

limb threatening?

I
@

- office vs. in—patient clinic care?

=

consultation to other specialists for further evaluation?

2. Contents of DM foot screening

—
~

History

=
@

~ history of DM & management

=

type / duration / DM therapy

=
B

* history of DM complications
—visual function / vascular Sx. / neuropathic Sx.

—other concomitant diseases
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= history of DM foot
—previous ulcer / surgery
= history of activity, occupation & social history

—level of ambulation & activity / smoking /alcohol

2) Physical / biomechanical assessment
= inspection
—callus pattern
= foot/ankle deformity, ROM & strength
= Foot pressure measurement
= Charcot deformity

= partial foot amputation

3) Neuropathy assessment

= pressure perception by Semmes—Weinstein monofilaments
—simple, easy—to—use, low—cost & high reliability,
—pressure sense, loss of protective sense (LOPS) &7
—technique: 5.07 (10 g) SW filament ©]&

= vibration perception sense by Biothesiometer, 128 Hz tuning fork

=

@

nerve conduction study (NCS)

4) Vascular assessment

Y

pulse (++/4+/—) — dorsalis pedis, posterior tibial, femoral, (popliteal?)
~ venous filling time (N: 10—15 sec) (Y/N)

— dependent rubor (after another 2—3 min)

)

=
@

- shiny, hairless, atrophic skin (Y/N)

=

Doppler: Ankle—Brachial index

5) Footwear assessment

)

~ most important modifiable factor in DM foot management
A A
9o n=s) WES, 33 vhde] g
A3} size (length, width & depth)?

2L Zpzke] ik mokel] AHgk7} (shape)?

7}
—H3g %3} custom—made extra depth shoes

6) Wound assessment

= evaluation of etiology

—ischemic / neuropathic / combined = (+ infection)
= ulcer evaluation

—size, depth

—discharge (+/—), base (black/yellow/pink), bone probe (+/-)
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= classification; “none is universally accepted”

—Wagner classification

—Depth—ischemia classification

—University of Texas system grades

—PEDIS classification (proposed by International Working Group on the Diabetic Foot)

; perfusion - extent — depth — infection — sensation

7) Laboratory assessment
= WBC, lymphocyte, albumin, ESR, CRP, HbAlc

Management of Diabetic Foot Ulcer

Fie wollA] Tbg BA} B gle AAWZEoR Q8] 1E o] AAE AHlA A e 9 (F i} o] B
o) w4l Aol olghol o) 2o] kg oM AL TejER o] waely) AN 9Ywe AusL
= 3

il

P wEE AAEH, H“E Uoﬂt el Aol w2t of dEols (Agelss), Enuia), et el due
j'

= silver A4, EGF etc.
3) VAC (Vacuum—assisted wound dressing)

4) Surgical management
= ARFA AAdFE

AR Aol AW Y AFE A MG EE e ofel AP PEe] e, 531 e Bolok & e
S gl g slzslolo} Wulo] MAEIA) GAU A58 S IThs Aldelt) b A A, obd, wa] 5g Axo]
olgeli olela 5o ARz A=A SOl $EARE AHom Aol )

3. Management plan according to risk category [for patients without (severe) peripheral ischemia]

Risk category Protective sensation Foot deformity/callus History of foot ulcer Return visit

0 Yes No No Every year

1 No No No Every 6 months

2 No Yes No Every 3 months

3 No No/Yes Yes Every 1—2 months
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