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[ Abstract] Background Guillain—Barré syndrome (GBS) is a common cause of acute neuromuscular paralysis, and
its disease spectrum includes classical GBS and variant GBS. Paraparetic GBS was a variant GBS, there are few reports about it
in the clinic. Objective To analyze the clinical characteristics of 10 cases of paraparetic GBS, in order to improve clinicians’
understanding of paraplegic GBS. Methods A total of 240 patients with GBS treated in Henan Provincial People’” s Hospital from
October 2018 to March 2021 were selected, including 10 patients (4.2%) who met the diagnosis of paraplegic GBS. The clinical
data of 10 patients with paraplegic GBS were analyzed retrospectively, including demographic characteristics, clinical symptoms,
imaging examination results, laboratory examination indexes, neuroelectrophysiological examination results, treatment and
prognosis. Results There were 4 males and 6 females in 10 patients with paraplegic GBS; the age ranged from 21 to 83 years old,
with an average of (46.1 £ 7.5) years old; 5 patients had no prodromal symptoms, the prodromal symptom of 3 patients was upper

respiratory tract infection and the prodromal symptom of 2 patients was diarrhea; the first symptoms of 10 patients with paraplegic
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GBS were weakness/numbness of both lower limbs; 6 patients were accompanied by paresthesia, mainly numbness and/or pain
of both lower limbs; only 2 patients had cranial nerve or autonomic nerve damage; and 9 patients had weakened or disappeared
tendon reflex. Six of 10 patients with paraplegic GBS were positive for protein cell separation in cerebrospinal fluid; serum anti-
ganglioside antibody was positive in only 2 patients; all 10 patients were accompanied by abnormal peripheral nerve conduction in
both lower limbs, but the nerve conduction in both upper limbs was normal; Hardden electrophysiological classification: 3 cases
of acute motor axonal neuropathy (AMAN) , 3 cases of acute inflammatory demyelinating polyneuropathy (AIDP) , 1 case of acute
motor sensory axonal neuropathy (AMSAN) and 3 cases without classification. Ten patients with paraplegic GBS were treated
with intravenous immunoglobulin (IVIG) and B vitamins. After 6 months of treatment, all patients recovered their ability of daily
living. During the follow—up period, the disease did not progress or relapse. Conclusion Paraplegic GBS accounted for 4.2% of
GBS patients in this group. Paraplegic GBS is more common in women, most patients have no prodromal symptoms, its main first
manifestation is weakness of both lower limbs without upper limb involvement, often accompanied by paresthesia and weakening
or disappearance of tendon reflex. IVIG is the first choice for patients with paraplegic GBS, and the prognosis is good.
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Table 1 Demographic characteristics and clinical symptoms of 10 patients with paraplegic GBS
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Table 2 Imaging examination results, laboratory examination indexes and neuroelectrophysiological examination results of 10 patients with paraplegic GBS
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