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Guillain-Barré syndrome (GBS) is a commonly occurring, potentially reversible form of
disabling polyradiculoneuropathy. Diagnosis is made by recognition of a characteristic set of clinical
Seatures that can be confirmed by electrodiagnostic and other appropriate laboratory findings. Twenty
six patients with a clinical diagnosis of GBS admitted to the Neurological Division, Chulalongkorn
hospital over a period of five years have been studied. There were 17 classical cases, and 9 variants.
Antecedent infection, generalized weakness, areflexia, and cranial nerve involvement were the common
clinical features. Cerebrospinal fluid analysis revealed albuminocytologic dissociation in most of the
cases.Electrodiagnostic studies revealed reduced motor nerve conduction. The hallmark of the GBS
in this series is spontaneous resolution of deficits. However respiratory complications (31 %) and death
(11.5%) did occur in a number of cases. Although the etiology, pathogenesis and most appropriate
form of treatment remain ill-defined to the present time , cummulative evidence supports the possibility
that nerve injury in GBS is immunologically mediated. Possible mechanisms for causing demyelination
include cell-mediated immunity and auto-antibody to neural antigen, circulationg immune complex
or combination of these mechanisms. Although the possiblity of direct infection of nerve is suspected,
artempts to isolate virus from peripheral nerves have been generally unrewarding. The main stay of
therapy in GBS is good intensive care and prevention of complications. Various immunotherapy including
steroids, immunosuppressive drugs, immunoglobulin and plasma exchange have been used in GBS.
It seems reasonable to conclude that the plasma exchange improves outcomes in GBS.

Reprint request : Phanthumchinda K, Department of Internal of Medicine, Faculty of Medicine,
Faculty of Medicine Chulalongkorn University, Bangkok 10330, Thailand.
Received for publication. June 23, 1989,
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Table 1. Age and Sex distribution.
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Sorethroat
Rhinorrhea

Diarrhea

Veneral Disease

No antecedent illness
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Table 3. Clinical features in 26 patients with GBS.
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Clinical features

Number of patients

Motor weakness
Sensory symptom
Sensory impairment
Cranial nerve involvement
Diplopia
Total ophthamoplegia
CN VI bilateral
Lateral gaze palsy
Facial diparesis
Cranial nerve IX, X
Cranial V (motor) bilateral
Cranial V (sensory) bilateral
Cranial XII
Nystagmus
Hyporeflexia
Tachycardia
Hypotension
Retention of urine
Ataxia

24
10
6

NN = N

18

— e = N OO

26

p— ke b

Table 4. Onset and Mode of spread of motor weakness in Guillain-Barré syndrome.

Onset Spread No. of patients

Lower limbs Upper limbs, cranial nerve 9

Upper limbs 2

Cranial nerves 2

No spread 3
Lower-upper limbs Cranial nerves 2
Lower limbs-cranial nerves Upper limbs 1
Cranial nerves No spread 2
Four limbs-cranial nerves No spread 3
Autonomic Cranial nerves, four limbs 1
Ataxia Diplopia 1
Total 26
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Figure 1. Cerebrospinal fluid protein at various periods after the onset of Guillain-Barré syndrome.

A | v A ° | o A X a e @ da ¥ o ™ A
agnwum‘lumaa;ﬂ% Wasnninwaughodaliten wgﬂuaﬂmm 1-2 pdmzmumhawmﬂnmwu 4 38
v o 5 | X AIAI a 1 % vl - @ V.. ez
Msasom luaurias muqﬂmm Usanluu VHUANIFIFANINY 670
Al wsthemnsng vraseviannnd 1 ads  an/er. anedoveslusiv lwirladundariiy 112.8
U 9

u: o - 1 3 » ' 1 (d' ’o’ as a A A
WU LUFURIINGTIININNG 42 d9eng Wa NN/, famaadnwuluinlodunds flaumgIga 9

myaslusauluinlofundsramuaf guwuE fuan d/an® fmdwimedusadTaayindy 3.8 @/uw’

A ] 1 1
vaamazuaas i ilugdil 1 flhosulngazdlysiu

Figure 2. Demyelination and degeneration of myelin of spinal nerve root. Luxol-fast blue stain (courtesy of
Dr. Samruay Shuangshoti).
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Table 5. Clinical features of GBS: comparision between 8 series and present series.

Collected Present

from 8 series series
Total 924 26
Sensory presentation 46% 27%
Motor presentation 32% 50%
Motor & sensory presentation 21% 15%
Arms and legs involved 88% 89%
Leg alone 14% 23%
Arm alone 1% 0%
Cranial nerves involved 52% 81%
Facial 40% 69 %
Bulbar 30% 31%
Trigeminal 9% - 8%
Ventilated 14% 31%
Sensory signs total 65% 23%
Propreceptive loss 23% 4%
Sphincter disturbance 15% 4%
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