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After his gene therapy, he was running around at home
- He is a normal little boy now - (science, 2000)
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David Cyranoski & Heidi Ledford: Genome-edited baby claim provokes
international outcry. - The startling announcement by a Chinese scientist
represents a controversial leap in the use of genome editing. Nature NEWS
26 NOVEMBER 2018 563, 607-608 (2018)
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He Jiankui uses Hong Kong summit to reply to critics of his Crispr-

Gene editing Cas9 trials altering baby DNA for HIV resistance

Scientist in China defends human
embryo gene editing

The GuardianMEEE LY

A He Jiankui says he is proud of the work that has led to the birth of genetically changed twins Nana and Lulu.
Photograph: Imaginechina/Rex/Shutterstock
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Costs will rise as growing numbers of patients live longer and develop additional complications (e.q., obesity, low bone density).

Better treatments have increased Hemophiliac life expectancy
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Mational Hemophilia Foundation. History of Bleeding Disorders. Accessed at: httpsZ/Aww.hemophilia_org/Bleeding-Disorders/History-of-Bleed-
ing-Disorders on 01.13.2015.

Mational Haemophilia Council. What is the life expectancy of someone with haemophilia? Accessed at: httpZ//www nationalhaemophiliacouncil.
iehome/fags/what_is_the_life_expectancy_of_someone_with_haemophilia/ on 01.13.2015.
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Pfizer/Sangamo: SB-525 is a gene therapy that uses an AAV vector to deliver a new
therapeutic copy of the Factor VIII gene to the patient’s liver cells, designed to enable the
liver to produce and secrete functionally active Factor VIl protein into the bloodstream.
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Ohmori et al: CRISPR/Cas9-mediated genome editing via postnatal administration of AAV
vector cures haemophilia B. Scientific Reportsvolume 7, Article number: 4159 (2017) |
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