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Clinical analysis of 48 cases with Guillain-Barré syndrome
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[Abstract] Forty-eight patients diagnosed as Guillain-Barré syndrome (GBS) in our hospital were
retrospectively analyzed, including clinical manifestations, laboratory tests, neuroelectrophysiological tests,
treatment and prognosis. In these patients, 81.25% (39/48) started with limb weakness or numbness,
especially prominent for both lower limbs; 93.75% (45/48) had decreased or disappeared tendon reflex.
Cerebrospinal ~ fluid  (CSF) tests showed albumin - cytological dissection in 38 patients.
Neuroelectrophysiological tests in 42 patients revealed that the conduction velocity of F wave was decreased
or was not elicited, the conduction velocity of motor and sensory nerves slowed down, and compound muscle
action potential (CMAP) amplitude decreased. A total of 43 patients received intravenous immunoglobulin
(IVIg), and 97.67% (42/43) showed improved muscle strength after treatment. A few patients showed
atypical signs and symptoms for GBS, such as unilateral facial hypalgesia and positive pathological signs.
Clinical manifestations, laboratory tests and neuroelectrophysiological tests should be combined to make
early diagnosis and improve the prognosis.
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Table 1. The clinical data of 6 GBS patients with anti-ganglioside positive

Age

Category of NCV

Case  Sex Diagnosis  Special history Clinical manifestation o F wave H reflex
(year) ’ serum antibodies
9 Female 23 AMAN CMV infection Facial palsy, weakness of all limbs, GM2 IgM (+++), Axon impairment of Low velocity, low Normal
numbness of left arm and leg GDI1b IgM (++)  motor nerves occurrence rate
10 Male 26 GBS Diarrhea Numbness and weakness of all GDlalgG (++)  Normal Low velocity, low Not
(not classified) limbs occurrence rate  elicited
20 Female 66 MFS Nothing Diplopia, dizziness, numbness of all GM1 IgM (+++)  Myelin sheath and axon ~ Not elicited Not
limbs, unstable bilateral finger- impairment of motor and elicited
nose test, symmetrical reduction of sensory nerves
tendon reflex in the extremities
22 Male 62 AMSAN Spinal canal ~ Weakness and numbness of GM1 IgM (++) Axon impairment of Low occurrence  Not
decompression  both legs motor and sensory nerves rate elicited
42 Female 52 AMAN Pneumonia Weakness and numbness of GM1 IgM (+++)  Axon impairment of Low velocity Prolonged
all limbs motor nerves latency
47 Male 58 ASN Upper Diplopia, unstable gait, numbness ~ GM1 IgM (++) Normal motor nerves, Normal Prolonged
respiratory of all limbs not elicited sensory latency
infection nerves
+, positive, T . NCV, nerve conduction velocity, #fl £& f& 3 34 &£ ; AMAN, acute motor axonal neuropathy, £ 1412 2l il 2 1 #1 48 9% ; GBS,

Guillain - Barré syndrome, & % - B % £5 & fL ; MFS, Miller Fisher syndrome, Miller Fisher i 5 . ; AMSAN, acute motor - sensory axonal
neuropathy , S 14 12 3 8 4l 2 % B2 s ASN, acute sensory neuropathy , 2P BBE 1 2805 ; CMV, eytomegalovirus , B 4 il 55
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