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Guillain-Barr

Clinical and Electrophysiological Study on Guillain-Barré Syndrome
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—Abstract—

Background: Guillain-Barre syndrome is defined as a recognizable clinical entity that is
characterized by rapidly evolving symmetric imb weakness, the loss of tendon reflexes,
absent or mild sensory signs, and variable autonomic dysfunctions. This study evaluated the
clinical and electrophysiological findings retrospectively.

Materials and Methods: Forty—five patients with Guillain-Barré syndrome, who were admitted
to the Yeungnam University Hospital for six years from Jan. 1994 to Dec. 1999 were
investigated. The correlation between the clinical manifestation and the electrophysiological
study was evaluated.

Results: The male to female ratio was 1.8:1 and there was a peak seasonal incidence in the
winter. A preceding illness was noted in 66.7% of cases, and an upper respiratory tract
infection was the most common one.

The most common clinical manifestations were a loss of tendon reflex and ascending
muscle weakness and paralysis. The cerebrospinal fluid examinations revealed, albuminocytologic
dissociation in 33 cases (73.3 %). Intravenous immunoglobulin therapy was performed in 29
cases (64.4 %). The sequential electrophysiological abnormalities were most marked at 2 to 4

weeks after onset. At that time the most significant change was a decrease in the compound
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muscle action potential amplitude. These 45 patients with Guillain-Barré syndrome were

subclassified using the clinical and electrophysiological data.

Conclusion: The result in this study, concured with other research on the clinical and

electrophysiological data of Guillain-Barré syndrome. However, an extensive and dynamic

investigation is necessary to determine the reason for the peak seasonal incidence in winter.

Key Words: Guillain-Barré syndrome, Electrophysiological study, Clinical findings
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Table 1. Age and sex distribution of 45 cases of
Guillain-Barré syndrome

Age (years) i alese)lz‘e e Total No. (%)
1-9 7 6 13 (289)
10-19 2 2 4 (89
20-29 4 1 5 (11.D
30-39 5 2 7 (155)
40-49 7 2 9 (20.0)
50-59 2 2 4 (89
Above 60 2 1 3 67
Total 29 16 45 (100.0)

B 4% (89 %)°] Ut (Table 1).

179, 88 Ao He BrE ng

(Table 2).
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Table 2. Annual and monthly distribution of 45 cases of Guillain-Barré syndrome

Year Jan. Feb. Mar. Apr. May Jun. Jul. Aug. Sept. Oct. Nov. Dec. Total
1994 3 1 1 1 1 1 1 9
199 2 1 1 2 6
19% 1 1 1 1 1 1 1 2 10
1997 2 4 1 1 1 9
1998 2 2 1 1 6
1999 1 1 1 1 2 6
Total 8 7 5 3 2 4 1 1 2 4 3 6 46
3. MEEst thHl= 179 (378 %) AEAIAA 4L
2R vl 9] Ao AadTo] 9l 15e] (333%0)QEH 1 ZdozE W Wy
A& A5 469l T 309 (66.7%) AL FEE  7Is Aok deHzE AT 22ja wt
A AES 2 4 AW A7t 159 (333 H] (bulbar paralysis)= 159 (33.3 %)RaL 72t
9T AAAToRE A% PYhol 199 o]FS FUE BSE 120 6709 BF
(22%)= 7% B3tk £84E9e 59 (111 = Aell= 114 (244 %)k (Table 4).
%), AT AV 4lPT RFR L

] Sk (Table 3).

Table 3. Preceding illnesses or events

Antecedent Event No. of cases (%)

Upper respiratory illness 19 (42.3)
Gastrointestinal illness 4 (89
Trauma 2 (44
Unexplained fever 5 (111
Surgery 0 0.0
Vaccination 0 0.0
kabl
No rem.ar able 15 (33.3)
preceding event
Total 45(100.0)
4. A Al ok 24t
W BA 9E B4 3 AA A
A e ahe BZE JoAM E 5 Y A
Zo] ¥ okl 384 (844 %)L} QFHAIA

55

Table 4. Clinical manifestations on admission

Clinical features No. of cases (%)

Reduced or absent tendon

45 (100.0)

reflexes
Limb weakness 38 (84.4)
Sensory disturbance 12 (26.7)
External ophthalmoplegia 3 67
Facial weakness 17 (37.8)
Bulbar weakness 15 (333
Respiratory failure 11 (24.4)
Autonomic dysfunction

Sinus tachycardia 2 (44

Bladder dysfunction 8 (17.8)

Sweating disturbance 5 (11.1)
Ataxia 2 (44
Ptosis 4 (89
5. et S0l mE HEo| Afo|
AT QA 249 Aol we} 1A
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Table 5. The cell count and protein content of
CSF at initial lumbar puncture

No. of cases (%)

Cell count (/mm®)

0~ 5 34 (756)
6 ~ 10 6 (13.3)
11 or more 5 (111
Total 45 (100.0)
Protein (mg %)
20 ~ 45 12 (26.77)
46 ~ 99 12 (26.77)
100 or more 21 (46.6)
Total 45 (100.0)

(111%)5 B, A5 @27} 45
mg% olew Z7td A

P T F 100mg % ol FIE A¢E 21
of| (46.6 %) A TH Table 5).

%), e 89 129 (267 %) ¥ dgud&
A Ao}
A= 24 (44 %)
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74397 A AAS Tt B 35 7P v

Table 6. Sequential changes of electrophysiological parameters

Time after onset (Number of cases)

Parameters 1 week 2 weeks 3 weeks 4 weeks 8 weeks 12 weeks

(30) (21) (15) (18) (14) (12)
CMAP amplitude (%) 74372 536445  451+76 469195 713159  82.3+49
Distal conduction velocity (%) 90.2+44 82474 76062  701+78 81133  832+12
F-wave latency (%) 1062451 1201472 1392491 130351 1165+20 1152+49
Conduction block (%) 250462 432486  293#95 24356 205+103  153#64

CMAP : compound muscle action potential.
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Table 7. Various forms of Guillain-Barré syndrome

Types No. of cases (%)
Classical 39 (86.7)
Fisher syndrome 3 (67
Axonal forms 3 (66)

Total 45 (100.0)
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