KR 222855 2020 4F 8 A4 35 B4 4 W] ] Precis Med, August 2020, Vol.35, No.4 . 283 -

doi:10.13362/j.jpmed.202004001

XEHS:2096-529X(2020)04-0283-05

S R TR 25 W FE G HEIR YT HO b
I e S HoAR AL

FiE#%& (ZHOU Haiyan)
B 224 B, 2 WCIN 1EHD

(HE] KCTERE R — RS AL 254, BiE AE R4 2 5508 — B TR P BOR Y 52 LA R 4% A g
RS TR B BB A 1R B, S SCBE AT TR 24 0 7 A IR 2 S5 R o R 2 vP I T IOAS T RO A R o IR 2 R AR
Zad ZTIRIRYT B P PR AL T 207 IR T SR o A SCLA R L T A JUAR A 25 D B 4 R S S SE AL H TR
LYY)TEAR ICHT IR ST H 14 32 B IO T R AR LA ) Ik 3 226 245 9 T 2% o ik AR ige e B ) SRR AT T 4047 <

[RERE] FEEHMIE R GREMEMN SR R T LR B 70 TR IR T s R B 2

[(RESZES] R453;R977 [XHEiRERE] A

APPLICATION AND MECHANISM OF ACTION OF ANTISENSE OLIGONUCLEOTIDES IN PRECISE TREATMENT ZHOU
Haiyan  (University College London, LLondon WCIN 1EH, United Kingdom)

[ABSTRACT] Antisense oligonucleotides (ASOs) are a new class of gene-targeted drugs, and with the development of ge-
nomics. next-generation sequencing techniques, and various new nucleotide synthesis techniques, ASOs have achieved rapid deve-
lopment and wide application in translational medicine and precision medicine. ASOs provide new treatment strategies for diseases

that cannot be treated in the past. With the examples of currently available ASO drugs on the market, this article summarizes the

application and mechanism of action of ASOs in the treatment of related diseases and analyzes the problems that need to be solved

in the development of such drugs.
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