WA S5 Journal of Microbes and Infections, October 25, 2016, 11(5); 317-320 http: //jmi. fudan. edu. cn

« 317 -

CRISPR/Cas9 $ AR 7£ B M5 7 i H BY M

KA AR AR
L M BERRA N 3250145 2. S FLICHMER AL /BN L 201508

B U R RE B 1 TR SO P A B A DG AR ) 9Cclustered regularly interspaced short palindromic
repeat (CRISPR) /CRISPR-associated protein 9 (Cas9) , CRISPR/Cas97J&— i a4 3L K dm g £ AR L 5 LUy
P =R 356 PR iR 3 AR —— U S AZ TR P VIl A A 2 AR 2 S 0T TR~ 2550 I ) A% T T A A L, A 4 1)
FER PR RAERTEM: AT IR T A O T B T R B F R R Ty, Sk SR JE R
SRS HRTT — B BR 2 R RO B E 85 1% ﬁﬂ%CMWWQwﬁA%& B % 2 0
B, ARCFEELER T CRISPR/Cas9 AR TE X £ g PR35 v g H 1) 5 it

SRSREAAY < AR 14 ML 1 o 1 o [T SC R PP A1 AR SRR 95 3L P FIOIR DINAG BEAE I Rl 5 e S 8 A 1
RERRN MU I i 5 L 1) RNA

The application of CRISPR/Cas9 technology in infectious diseases

ZHANG Yuchao'?, HAO Ruidong?, XU Jianging'*
1. Wenzhou Medical University, Wenzhou 325014, China; 2. Shanghai Public Health Clinical Center
Affiliated to Fudan University, Shanghai 201508, China

Abstract: The clustered regularly interspaced short palindromic repeat (CRISPR) /CRISPR-associated protein
9 (Cas9) (CRISPR/Cas9) technology is a new gene editing technique. Compared with the previous gene
editing techniques, such as homing endonuclease technology, zinc finger nuclease technology and
transcription activator-like effector nuclease technology. it has greater advantages in target specificity,
operation simplicity, treatment completeness and broad applications. Hepatitis B, acquired
immunodeficiency syndrome (AIDS), malaria and other infectious diseases have been the major problems in
clinic. Scientists are trying to use CRISPR/Cas9 technology to solve these medical problems. This article

mainly summarizes the progress on CRISPR/Cas9 technology applied in infectious discases.
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