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FNA I E HIV G R S H R B A, C
CR5 3[R JRO B B AE FH A2 AE 32 AL A2k, I HAth
TR MR X A CCRS H#EN s 8 B HitE™ . BRIk,
T DR R R R B IR CCR5 2 (Rl (s LT
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BN RRE (Zine Finger Nucleases, ZFNs) H.
CT R R T 869 CCR5 JE VAT AR Eh izl
i ZFN M2k 2 8575 N HSPC 4HMaf) CCR5 A
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{H ZFN 7E CD4+ T #HA it e R T iz .
A IR 2 A8 P S B NOD/Shi-scid/IL-2Rg f2k
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JaHE) CCRS, Ff HAXFRRUIAR w] LE AR S AIAA P RS
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gt B —8", Ak, CCRS A 32 84 CLiEIt CRISPR
FINGHML R KIEAR CD4+ T AL, AR 3] e 2L
Mo KH CRISPR/Cas9 BEE&VATT SRMS FIB St 7R th H
IV-1 B K i H e s S A N AR T
— i B KRB SR ER T I RO S5 CRISPR JE [A]
SR IR NS, 3R AT DARESRAMH] HIV-1 94 25 5 H i 4h
KBTI LR 254, IR CRISPR/Cas9 XU £idk [A]
et ARREFRTE £ CCRS ZE[RIFN HIV-1 FiJi#EE DNA. #x
JE IR FLEE RN, 8%/, (11/19) fEfEILIRIT G
11 AR e e, o PRk, EHE. s
A 4 TE B DNA/RNA 5% B4, JFH CD4+ T 4%
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W AR, EAE CRISPR Zi#H CCR5 fifR HSC ik
IhEE MR EAT HIV A0 ELA0 i 1 i (0 8 R
CCR5 fikr HSC Feft o S8 F ks, kg R C
CR5 VMR FFEEE I 19 AN H , HARR S 5 5 K g8 AH G 1)
RRFEM . A L7 N R £ CRISPR/Cas9 %
K4 AR, 4T84 JAK2. STAT3. STAT5A Fl STAT
5B R LR AR A ) JAK/STAT Rk KT R
NA FIEE 7K P/ CCR2/CCR5 Fik, W] CD4+ T 4iJify
) CCR5/CCR2 Fik3Z JAK-STAT (¥ 1F %"
H 20 20 80 AWML ERINAT LR, AFRTA 8000
2 )i NG ugiee, Hooh 5 5 N5 7 CCR5 ZEA
PRGN IR BRA &, TR 1/1600 5.
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CCR5 i 5 H @b Ay iR A EAE A, B TR
BB NE, IR RN G B AT B RAEFBAL . CCRS
PEDN HIV-1 J&GLTE 4R A RBE A Bh 3244, JLFFTfy
() HIV RGLETEE, ZHERIDD T BLET
P70 A AR ik D] Gt 96 T S8 U AN B B W PR
. TS, SCT CCRS M2 FINGYT J7 SRHEATICA B
IR k2, S HIV BRI TTRE T P28 A
RUIIRTT SRMG  JTTH 2, B CCR5 £ HIV Biia
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