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[Abstract] Objective To report the efficacy and safety of lamotrigine in the treatment of one case
of Becker myotonia congenita. Methods and Results A 17-year-old male had muscle stiffness in the
limbs as the first symptom, which could be alleviated after repeated exercise. The creatine kinase (CK)
level was normal. Genetic testing showed there were two missense mutations ¢.1205C > T (p.Ala402Val)
and ¢.896T > C (p.Val299Ala) located in exon 11 and 8 of CLCNI gene respectively in the proband. The
missense mutation ¢.1205C > T (p.Ala402Val) in exon 11 was found out in his mother and ¢.896T > C (p.
Val299Ala) located in exon 8 was found out in his father. The latter, exon 8 ¢.896T > C of CLCNI gene has
not been reported. The proband was clearly diagnosed as Becker myotonia congenita, and his family was
diagnosed as Becker myotonia congenita pedigree. After 5 years” treatment with lamotrigine, the symptom
of myotonia was significantly improved and no adverse reactions was observed. Conclusions The
missense mutation in exon 8 ¢.896T > C in this patient further expanded the CLCNI gene mutation
spectrum. Lamotrigine is effective in treating Becker myotonia congenita, providing a new idea for the
treatment of myotonia congenita.
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Figure 1 Genetic testing findings The patient had missense mutation in exon 11 ¢.1205C > T (p.Ala402Val) of CLCNI gene
(arrow indicates, Panel la). The patient had missense mutation in exon 8 ¢.896T > C (p.Val299Ala) of CLCNI gene (arrow
indicates, Panel 1b). His mother had missense mutation in exon 11 ¢.1205C > T (p.Ala402Val) of CLCNI gene (arrow indicates,
Panel 1c). His father had missense mutation in exon 8 ¢.896T > C (p.Val299Ala) of CLCNI gene (arrow indicates, Panel 1d).
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Figure 2 The pedigree of Becker myotonia congenita.
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ASNO 2019 Annual Meeting

Time: September 26-29, 2019

Venue: HNBK International Convention Center, Taipei, Taiwan, China

Website: https://asno2019.tw/

Asian Society of Neuro-Oncology (ASNO) 2019 Annual Meeting will take place in HNBK International Convention Center,
Taipei, Taiwan, China on September 26-29, 2019. ASNO invites neurosurgeons, neuro-oncologists, and researchers from around
the world to submit abstracts for presentation at this meeting.

The theme of this meeting is "Advances in Neuro-oncology and Clinical Treatments", including the following categories:
clinical research of brain tumor (including surgery/medical treatment/radiation/clinical trial/pathology); basic research of brain
tumor (including experimental/immune/medical engineering/Al); nursing/paramedical care/secondary data analysis; spinal tumor;
pediatric tumor.

The meeting will feature talks from invited speakers as well as talks selected from submitted abstracts, a poster session, and
also activities to promote discussion and interaction between the participants. The topics will include brain tumor, spinal tumor,
medical neuro-oncology, nursing research in neuro-oncology, and socioeconomic impact of CNS tumors. Abstracts will be peer
reviewed. Acceptance will be based on content, available space, and overall program balance.

Furthermore, to improve the academic level of ASNO 2019 and to rapidly distribute the most updated researches, the ASNO
2019 organizing committee will work with Journal of Neuro-oncology (JNO) to enhance the visibility of Asian academic works. The
ASNO 2019 organizing committee and JNO will jointly select 12 to 15 articles from the submitted abstracts, and publish them in a
JNO special issue after completion of manuscript submission and peer review. The JNO will offer an Outstanding Paper Award for
the best original paper published in this issue. This project is supported by Jason P. Sheehan, who is chief editor of JNO.

It is our aim that this supplementary issue will be published in the spring of 2020. This issue will cover not only the most
advanced surgical techniques but also the radiation oncology, medical oncology, laboratory science studies in the neuro-oncology
field. Most importantly, this will be an issue rich in Asian-specific neuro-oncological problems and treatment strategy uniquely

suited for Asian races.



