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Research Progress of Histone Modification and the Occurrence
and Development of Epilepsy

KONG Deyan, WEI Jianyuan, LU Bingni, LAN Yuan,LUO Jiefeng
(The Second Affiliated Hospital of Guangxi Medical University, Nanning, Guangxi,530007 ,China)

Abstract; Epilepsy is a chronic brain disorder caused by abnormal synchronization or excessive discharge of
neurons in the brain. In nervous system diseases,epilepsy has become the second largest serious threat to hu-
man health after cerebrovascular diseases, and its pathogenesis has not yet been understood. Epigenetic
mechanism is a way to regulate gene expression,and histone modification is one of the main epigenetic modi-
fications. Abnormal histone modifications are closely related to the occurrence and development of epilepsy.
The relationship between histone modification and epilepsy is reviewed in this article to clarify the relation-
ship between them from the perspective of histone modification and provide new ideas for the prevention and
treatment of epilepsy.

Key words: epilepsy; epigenetics; histone modification; histone acetylation and methylation; JMJD6
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One Hundred Years of Progress in Clinical Xenotransplantation

(Review)

CHEN Zhonghua' , SUN Xuyong®

(1. Institute of Organ Transplantation, Tongji Hospital, Tongji Medical College, Huazhong University of Science and Technology,
Wuhan, Hubei, 430030, China; 2. Guangxi Key Laboratory of Organ Donation and Transplantation, Guangxi Transplantation Medi-
cine Research Center of Engineering Technology,Center of Transplantation Medicine, The Second Affiliated Hospital of Guangxi
Medical University, Nanning, Guangxi,530007,China)

Abstract ;: Recently, four consecutive cases of genetically engineered pig to human renal and cardiac xenotrans-
plantation had been sustainably reported in United States. These advances have broken the silence of clinical
research in xenotransplantation for nearly 30 years. In particular,experimental pig heart transplantation has
achieved initial success,which has attracted wide attention. The future clinical application of xenotransplanta-
tion has taken a key step. These four cases, whether theirs spirit of innovation, technological progress, ap-
proval process,or the synchronous follow-up of ethics,are worth learning and using for reference by peers in
China. Over the past 30 years, genetically engineered (GE) animal organs have been able to survive in non-
human primates (NHPs) models for a long time. In these experiments,the hyper-acute rejection reactions in-
volved in the mechanisms of pre-existing antibodies,complement activation,and coagulation state were basi-
cally effectively controlled. Xenotransplantation has reached the starting point of clinical application. Howev-
er,four major issues remain to be addressed in the future: Immune rejection, biosafety, cross-species adapta-
tion and ethical psychology. The main progress of clinical xenotransplantation in the past 100 years has been
briefly summarized in this article. The difficulty is obvious,but the hope and exploration have never ended.
Key words: xenotransplantation; genetically engineered pig; heart transplantation; kidney transplantation; or-
gan transplantation
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