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3 1. Criteria for electrophysiologic classification

Ho's criteria

Hadden's criteria

Patients must have one of the following in two
or more nerves during the first 2 weeks of
illness :
o 1) Motor conduction velocity <90% LLN
Demyelinating ) ) )
(<85%, if amplitude of dACMAP is <50% LLN)
2) Distal motor latency >110% ULN

(>120%, if ACMAP is <100% LLN)

type

3) Evidence of unequivocal temporal dispersion

4) F-response latency >120%

At least one of the following in each of at least two
nerves, or at least two of the following in one nerve
if all others inexcitable and dCMAP=10% LLN

1) Motor conduction velocity <90% LLN (£85%, if
dCMAP is <50% LLN)

2) Distal motor latency >110 % ULN
(>120%, if ACMAP is <100% LLN)

3) Amplitude of pCMAP/dCMAP ratio <0.5 and
dCMAP =20% LLN

4) F-response latency >120%

1) No evidence of demyelinating as defied in
Axonal type items of AIDP
2) dCMAP<80% LLN

1) None of the features of demyelination in any
nerve as defied in items of AIDP

(except one demyelinating feature allowed in one
nerve if dCMAP is <10% LLN)

2) dACMAP<80% LLN in at least two nerves

LLN, lower limit of normal; dCMAP, distal compound motor action potentials; ULN, upper limit of normal;AIDP, acute inflammatory

demyelinating polyneuropathy; pCMAP, proximal compound motor action potentials

4
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3 2. Clinical profiles and electrophysiological results of patients

Duration between symptom onset

batient e . and NCS Anti—-ganglioside antibody ‘ Electro%)hyélologlc classflcatlon _
number ) o Ho's group criteria Hadden's group criteria
1st study 2nd study  3rd study isotype gangliosides
Ist 2nd 3rd 1st 2nd 3rd
1 30 F 8 14 38 E D D E D D
2 66 F 2 9 30 1gG GM1 E A A E A A
3 29 M 1 8 34 1gG GT1la and GQ1b E D E D D E
4 21 M 4 10 60 N N N N N N
5 20 M 3 10 35 1gG GTl1la E D N E D N
6 44 M 9 16 73 IgM and IgG GM1 D E N D E N
7 15 F 10 16 46 N E E N N N
8 79 F 5 11 36 D D D D D D
9 51 M 9 16 48 E D E E D D
10 36 M 10 17 59 E E E E E E
11 63 M 1 8 50 1gG GM1 E E E E E E
12 63 M 10 17 37 D D D D D D
13 73 F 15 40 IgM GD1b D D D D D D
14 69 M 14 34 E E E E E E
15 41 M 12 21 45 D D D D D D
16 77 M 9 16 48 D E N D D N
17 40 F 1 9 30 IgM GM1 N E E N E E
18 65 F 8 14 41 E E E E E E




X 3. Significant changes of electrophysiological classification

Changed patients

NOT changed E -> ~ Subtypes (D/A)
patients N ->E subtypes orAD i>DA —-> Recovered Total
(D/A) types (N/E)

1st =>

Ho's 2nd study 9 2 0 0 2 18
criteria  2nd —>

3rd study 13 0 0 0 5 18
1st =>

Hadden's 2nd study 12 1 4 0 ! 18

criteria  2nd -> 14 0 0 0 A 18

3rd study

10



100%

80%

60%

40%

50% B Demnyelinating type

(33%)
; | W Axonal type
s = e
DC)O i 2 ' T - | L g T 1

B Normal study

1ststudy 2ndstudy 3rd study Ist study 2ndstudy 3rd study

Ho's criteria Hadden's criteria

% 1.Classification of electrophysiological subtypes according to each criteria.

When applying each criteria, each categories are classified as above.
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ABSTRACT

Clinical availability of serial electrophysiologic study

in Korean Guillain—-Barre syndrome

Hyung-Soo Lee

Department of Medicine

The Graduate School, Yonsei University

(Directed by Professor Seung Min Kim)

Currently, Ho's and Hadden’s criteria are the most widely used
electrodiagnostic criteria of Guillain—Barre syndrome (GBS).
Limitation of these criteria is being posed recently and importance
of serial nerve conduction study to classify GBS subtypes has been
suggested. However, exact timing of follow—up NCS has not been
precisely determined. We reviewed data of GBS patients admitted to
Severance hospital from January, 2013 through March, 2014.
Among them, patients who underwent serial NCS at admission, 1
and 4 weeks after admission (1st, 2nd, and 3rd NCS, respectively)
were selected. The electrophysiologic data was applied to Ho’s and
Hadden’s criteria and classified into 4 categories. We analyzed
changes of electrophysiologic findings and identified a significant
change of classification (SCC), which was defined as

19



electrophysiologicalaggravation or changes between each
categories. Totally,54 studies of 18 patients were analyzed. On 1st
study, 6-7 (Ho’s-Hadden'’s criteria, respectively), 9-8 and 3-3
patients were classified as demyelinating, equivocal and normal
study, respectively. There was no axonal study. On 2nd study, 8-9,
1-1, 8-6 and 1-2 patients were classified as demyelinating, axonal,
equivocal and normal study. On 3" study, 5-6, 1-1, 8-6 and 4-5
patients were classified as demyelinating, axonal, equivocal and
normal study. Seven and 5 patients showed SCC between 1st and
2nd study using Ho's and Hadden’s criteria, respectively. Nobody
showed SCC between 2nd and 3rd NCS with both criteria.Serial
NCSsare necessary to classification of GBS.We suggest the
follow—up NCS at early stage, as most significant change of
electrodiagnostic categories occur during the early stage of

disease.
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