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Comparison of the Efficacy Between Glucocorticoids Combined with Immunoglobulin and Immunoglobulin Alone for Different Subtypes of
Guillain — Barré Syndrome. MA Linzhuo, LIU Shuping, LU Zuneng. Department of Neurology, Renmin Hospital of Wuhan University , Hu-
bei 430060, China

Abstract Objective To compare the efficacy between glucocorticoids ( GCs) combined with intravenous immunoglobulin (IVIg)
and IVIg alone for different subtypes of Guillain — Barré syndrome (GBS). Methods Medical records of 447 patients with a diagnosis of
GBS admitted to 69 hospitals, located in 14 provinces of China, from 1 January 2013 to 30 September 2016, were retrospectively collect-
ed. And those patients treated with GCs + IVIg and IVIg alone. The subtypes were divided according to electrophysiological examination,
including acute inflammatory demyelinating polyneuropathy ( AIDP) and acute motor axonal neuropathy (AMAN) , and further to compare
the efficacy of the two treatment regimens for different subtypes. Results A total of 447 patients with GBS were included, compared to
the IVIg group, the IVIg + GCs group had a longer hospital stay (P =0.023), the discharge Hughes score and Hughes score 3 months af-
ter onset were significantly lower (P =0.003, P =0.000). Further analysis revealed that in patients with AIDP, the GCs + IVIg group
had shorter hospitalization days (P =045) ,lower Hughes score of discharge and 3 months after onset (P =0.041,P =0.025). However,
the duration of hospitalization was significantly longer in the GCs + IVIg treatment group among AMAN patients (P =0.009), and he
difference in Hughes score of discharge and 3 months after onset was not statistically significant (P =0.871, P =0.449). Conclusion
Compared to IVIg alone, GCs + IVIg treatment was significantly more effective in patients with AIDP, while in patients with AMAN, there

was no significant improvement with the combination.
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Abstract Objective To explore the relationship between obesity — related gene polymorphism and susceptibility to obstructive
sleep apnea hypopnea syndrome ( OSAHS). Methods 17 Obesity - related genes were selected as candidate genes based on the com-
bined gene — phenotype database (PHGKB) and a large number of literature review and previous studies and flanking sequences of obesity —

related genes were sequenced in 50 cases (severe OSAHS group) and 50 cases (non — OSAHS group). Finally, significant loci were se-
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