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CRISPR/Cas9 % I %4 #4547 vA 2 3% 3% CCR5 1F Bk &% 0 A 4
PR B NF R A G S R T AWM AT R T R A R
B H R AT ER B ERAAABEGEREREAE X
BB Ao 2ok o Bt 0 B BUR S B 4% #40 MAR 50 A 8 AL
FREE  ERWHRRAGERT  TRETHEARLA
e e A FRNERG IR B 4R AT 5 0 ERAEH KB R BB R AT L o

This study is based on the announcement by Dr. He Jiankui of
Southern University of Science and Technology on November 26,
2018 that a pair of gene-edited babies were born in China in
November. It discusses the ethical problems posed by Dr. He’s
research in CRISPR-based gene editing technology for human
embryos, analyzes the scientific and ethical problems in
CRISPR/Cas9 technology and choosing CCR5 as the target of
anti-AIDS infection, and investigates the feasibility of relevant
research. The fact that human genetic material can be irreversibly
transformed into a human gene pool presents a huge risk and an
ethical controversy. Therefore, we should strengthen the regulation
and supervision of gene editing research at this stage. In this
immature phase of technology development, we cannot conduct

gene editing research with human germ cells and human embryos at
will, especially clinical research.
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2018 4F 11 H 26 H » 2k A I RHE KB AEY) R Bl #uz i i 4
HEEM > —H4 5 Lulu M1 NaNa A9 3% R ARS8 6% 11 A e
B fa Rt A o AR A A ARG AR A B R AT A
CRISPR/Cas9 & [F 4 i fli & ek 7 WEAR A9 CCR5 JE[A » DA
R GA7E Y AE 1% R RE K SRIEHT B L IO SR YL © J AL o () e
VERRI L R AR L G o BEfR > EHEEW LR 11 H 28 HEFRHS
T8 i N PR AR A PR 0 Y SR VR A BRI
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BERTGH 18 —HI5 R T e A AR ~ YR - A
B e i fiw B ERAE 22 RSB BR AT 7T N B Y BZ B AN TR > T
A P A B SRR G B SR R O T 0 A B R > A A
"R RRKHYE SRR -

— ~ CRISPR/Cas9 % [ 45 it % il () £ B2 [ 38 B 5t

2012 4F> —Fi £ “CRISPR/Cas9” 1) DNA 55 U] H il 75 34 5
R ZE 2 R AR A R SRR AT AR T i an PEEL & - CRISPR #HH
VB “BUHE R BR SR Il SCTE W7 817 > e A B R R A R AR A Y
—RIIBFEPESIE DNA JFP3 > 2 U5 H A0 B St 4 T ) — e
RPIERH o WFFEEBL > 15 0T 1P 51 AR 2 RE A 1= A 40 TR 179 1
WY DNA JTFIFAIR] > 5 7S L5751 o ek i RNA % - S0 AE %0 il 4
PRI A 1 — 8RR 2% CRISPR BRI 2R 11 (Cas9) 19 25 T BUHE & i - 3t
Cas9 & [ #L 3 4 a) fF A - K UL %8 B RNA o 4 F§ J 24 )
RNA(GRNA) © &1 & B HIE AZH DNA Fl gRNA 751 —5L
I > Cas9 2 1k e 4 VI EI AR 1) DNA > ZFI B & H Y -
CRISPR/Cas9 7 %7t 4 I Al 7 FH AR HIS L5 2 1Y 6.9 T H.  (Westra,
Buckling, Fineran 2014, 317-26) #T4F2k » WF% N B ¥ 8liE £
CRISPR/Cas9 th n] LAFH3PRS ffe b 5 1) 465 ek W 2L B 0 A AL 490 55 A= )
BEAYIEER > R A AH B WE 95 B TE CRISPR/Cas9 75 8 {35 9 Vi 1%
N R Y A A S VB E T > e R IR R A O T 4
TEE -

CRISPR/Cas9 % #i ) TAE ¥ 2 crRNA (CRISPR-derived
RNA) 4 3d FE it ¥ B tracrRNA  (trans- activating RNA) 45 & TE
A% tracrRNA/CrRNA 54 » ILE &5 EAZ IR Cas9 & 1 7 5L
CrRNA Bt 311 )3 51 #1457 B 5 ) B S DNA - i %8 28 A\ T &5 crRNA
il tracrRNA 78 Wl RNA > B0 BURA 5 A 9 sgRNA  (single
guide RNA) > 7Mi5 ]2 Cas9 ¥ DNA (& B U1 E] o 75— fi
R WM Sy C“JEEEETY T o (Hsu, Lander, Zhang 2014,



1262-78) CRISPR/Cas9 ik [l 4 i il FAR 2 B B il — Ak » iz —
EEETIR] > fAIEREZ AHEE R L 2 RE A > B miE A B2 a
A RIVEFARKOR BRI T o 7R iE e bd BRI A 1 B R A PR i e 2.
Bl o B IR T AR K B0 R B A A R B AT

1. CRISPR/Cas9 J [l f i 55 1l d5 K 1y &2 2 1 B R —— iR 5 i

G # (Chimera) J2& 46 AN [A) A (PRI % A BCTR A 3R B 00 1)
B IMEREREEHA Y —  TEAYE E > TEIRHY W
ZHREINRATE—RE - R — AR BR o AR AmiEEt g
AT AT R 53 A0 A7 A B A 00 A S (] 1) Ao (o7 2B - J SR B AN
7] 4 i 7 5 1) A0 M A ) T ) Bl /K o TR R B DA B B B 1Y o T
TRAAEZAE IN IR I 5 CRISPR 1Y 5 =X A 1 i 12 2 A i 45 B B
5 [N B — AR B E ST CRISPR A 28 2 4% A iR 110 1% Bl 35 R 41
DNA TE:1E L RGHEDT T 18 5 MRIRA8 T A ¥ HE oA T T RERY
Bk o (Asami, Taichi, Yoshitaka 2016) 325 > CRISPR/Cas9
BE TR A B AN AE — AR RE AR > R R REAE AR - DU AR
WGP BEEHEIE A > M0 B AR a8 B G 4 B T A 4 AR 0 b A i
BRI R A v REAETEIE IR AL S - AR B Sl
AT ARBIE AR M By BAR o IEH AR AR 3 AR A&
BERg MR AL R Y - T kG B T REEA = UM B
SRR o B AR AR 0 4% 1 B AR BRI R R Y
ST HELATERIGY o K2 WORE IR 4 M0 IR IR 36 F- #02 Hik & 1 o (Listed
2015, 295-6) Bl Fk PR 4 i 14 LAt — LE B REAH 1L > % A B T AR A A 12
RN R ] BE R K o

2. CRISPR/Cas9 & PR 4 £l 77 76 “Medn” JLkg

CRISPR/Cas9 # % M i 1) e KOS H i # (off-target) &4
JRE o WEFTFRWY > i 8 5 51 6 2 B ¥ (Protospacer adjacent motif,
PAM)/& CRISPR/Cas9 & AT DI EITI e AR o WIRHT
3 3" Ui A PAM JFF1 - RIEHEFF 51 B sgRNA JF 51 52 & IT R >
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Cas9 & MAGUIEZTIINLE - PAM J¥ 5 L2 52% CRISPR/
Cas9 ) DNA TIEIRL R - FEANMIKHE | > NGG M i) Bk R &
B o T sgRNA i HAZIL KA A 45 AR 20nt 73 [P 35
CRISPR/Cas % % [ #1455 B4 - CRISPR/Cas9 HiLHEL {7 B ik 7l (19 45
S BRI Y sgRNA BLSEYUT PAM [ 10~12bp HOHIEACE - H
I n] B CRISPR/Cas9 & 4% A7 7 i 5 1) L #LE » B4 fily nf DAgEAE
FEFFENMEDIE > 5] LI R AH JE #0 ) o B Y 28 5 > TR K R IR
RS R R HEE I - H TR A B S TR KR A PAM
MYYRAEELH AL - sgRNA 1= BE ~ 4l Hfa 45784 55 - (Zhang, Wen, Guo 2014,
40-6) CRISPR/Cas9 Z 47 i i H 4% ME 46 55 IR 4w O JE A5 2 T —
FEBERYANAEE M - R R L RVE i E R — o
2017 4 5 H » Nature Methods st 3521 —IHWF 7SR > 48
it 22 FE R AR I 207 B CRISPR/Cas9 22 PR 4 i 7% 14 /)N B R 4
A 1,500 8 AL RR 2€ 5 > DLGRIE 100 07 B8 A K R Bt
A B > HET 5] B FE S R TE AR 0 28 8 B L R A
(Schaefer, Colgan 2017, 547-8) ff 5% Hi Bl 11 K K AL it L[] 280
CRISPR Y JEFH R ) T R B PREE - AT » MAES4E 3 H 30 H il
BRI A TR BE R o A RFITRIA > CRISPR Y i L ] RN
YR i E o bioRxiv #1 I FII& 1) — JEWF 58 AR B > 28 5
CRISPR/Cas9 44 fiif J& P&] 4 i 11 /1N Bt 22 466 308 4 5k DR 4HL 1 P 4% 1) 4
SFHH/R > CRISPR/Cas9 4k [K] 4 HH-H Ay ] 76 A= 1) 7K ME W U b 35 5k
RIAH AT A > WA 5 AR FETEBIR B 2€ 58 - (Schaefer,
Colgan 2017) 7€ LA | 72 26 7 i Fr e M 0 W78 ol LLE > 75 FE A
CRISPR/Cas9 & ] i -4 1l IRy » I Aot S50 B AT e e AL i o

3. CRISPR/Cas9 & X 4 i ¢ it 77 75 20 Ja Fix

CRISPR #fi: R J2 f I 1) Ak (K] i i T 2. > (HAEAR 22 40 B 1) B2
AR - 2018 4F 6 H #5KAE Nature Medicine 5 1 Wi TE 5T
RE T RN SR AT RE SR JRBR CRISPR/Cas9 £ #E 4T 4E K 4
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A A Karolinska W52 )T Persson #4% %58l CRISPR/Cas9
B RED AR B FRASTE R > Bk w00 40 i 2B A5 2B B
BEAEGET » R R BCRAK T o M — 2548 1 8 A
AR SCRAK N R B S BB T — FEAE LR p53 o Al B
DNA SHETZLIRF > S RS i RE St ) > p53 BRIl S A6 15 4k A i
(TR > B B R AN A PR T > LARE Lk IF 5 40 M A 2 R e 4 . o
Il CRISPR/Cas9 % [H i v] 5 |45 i p53 /1351 DNA 815 [ fE
A A B 452 > A8 T fEE p53 2 BN IR IR IE B L H o B
FEN BAEE p53 B DA w5k A0 A BB A2 7 p53 B PR A it 45 E AT
CRISPR/Cas9 % [F 4 #4534 TE A1 /3 AT > &5 L BUR M ] DNA 215
fE 9% ] LA 5 CRISPR/Cas9 4% 14 Jk K 4w 440 R > {H Al p53 HI
LA T 2% 5 o B Y £ B R PR AN LA S0 2€ 52 o (Haapaniemi,
Botla, Persson 2018, 927-30) Hittnf & » 1E &l ffd o B B p53
Yitie¥ CRISPR/Cas9 Amii Al i 2 A 1E A B HEAE -

WFFTEEEL > AR AR p53 ALK CRISPR/Cas9 i 2 £F
{148 5 PR 4 B A AR PHRHTRCR - a2l > IEJ2 B p53 HE A
MAFLE » NBEA RE 2 K2 MU 1R 4 > i— H. p53 JEH fg
AL ARG KN - FH S A B /] CRISPR/Cas9 4%
i 24 B D7) 0 5 48k A 40 M ) 26 DINA IR > p53 gl € ol Bl oif 22
SRR AT EE A TS © (lhry, Salick 2018, 939-46) %= fifi {5 3£ X
AR I B AR R 2 T B I FE R R R VA R (E - P A A o
CRISPR/Cas9 7 #i 47 5E K A iF > AR n] R MR QLAY p53 JE
DR T B R SE R IO M > T D RE 2SRy p53 JER A 2
FERERIATIE o

4. CRISPR/Cas9 i [Fl 4 i % 5 77 75 18 75 1 BUR B Fs
PTAEA — BB 5T 253 > CRISPR/Cas9 Jik K] 4 i 437 flir 5 A~ 15 LA
PR B AR 42 4] 5E o 14 5612 CRISPR/Cas9 R Sife A\l b Rz 4
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i R 55 5% p53 FEEI A1 DNA 5055 S 0 A A 2 103 45 38 o L 4h
p53 LRI AEAI 1 ] CRISPR/Cas9 £t A\ 22 B w 4 M 1) 4 8 A 1
WFFEEEEL - CRISPR/Cas9 R SLAE /) VR fif i A0 A ~ 4 10 4L 400 i A1
N A 2R 1 5 DR B B0 > R S B R R 28 T,
B0 > A $0 A v B A 2 T 0 R BE R e Bl R DA R R
1M ) 2L R T 4H B (1hry, Sallick 2018, 939-46) - [fii CRISPR/Cas9
R Ao A0 R e P A ) R R 26 3 v R EL AT YR AE 1Y) B0 JEUBE o

2018 4E 7 H #§ £ 7 Nature Biotechnology 4 —JEH 5% & A 437
T CRISPR/Cas9 # % #It 1) 5 [F] 4 5 1) e R > WIF 5% 3 B2 2
CRISPR/Cas9 7 4t (1)t 1] U] E A B 2 A2 2 5 2 4 e > 3 L nJ
DA 4 1l s N HEIR BEPE0R » (Kosicki, Bradley 2018, 765-71) 4%
I > WFFE N BAF AW E T/ERERE Cas9 ) D) EI H AR B BT Y
DNA F Bt > &5 88 BUE #L ) DNA P AI#E1E 1% > 4> 55 7] Cas9
FLRES NETHL BT U] DNA Bt - R FTE N B TE IR %
BT — R B R Y 7E%E — WIS DNA ReAws by ~ kel
B > 7@ bk CRISPR/Cas9 ik [l 4 i 5L 2 4716 4L v A SEAR VAN FE 1Y
P > ] R 7555 DR A i I 3815 JF o fa b > H 2@ 5 [0
SNEE -

-~ CCR5 it [H 4hi i iy B 52 P

1. FHE CCR5 w2 H HIv R Rk )

BRI HIV 2 B 5 HIV-1 B HIV-2 o Sk 3202 i
HIV-1 B A% 70 B A DU S0 - 3l 5 R bk T A0 A K & 2
BRI B I TS | B8 — RINEEAAE o 76 HIV-1 A M E AR
AR A HIV-1 48 488 BSR40 i 2% 11 CD4+73 1 S i B 2 f i AL
K28 CCR5 3 CXCR4 (HEJA G A Z8) S0
VER > 3G A G AUM o HIV-1 A AN 2 — 9 18 A
T2 R PR ) gpl20 1 S B A i SR TE 1Y CDA4 4> TAH B
YEM » 51 gp120 119 V3 nJ &85 [ (variable loops) % i#s » SR 7E



fLIH #3788 CCR5 5X CXCR4 My — W~ » 3288 N-A i 14 %
RN E SR AR SR N E] gp120 A RERH V3 [
B 21 gp120/CD4 TE R G i > LR B2 Y B35 R4 1 gp4al 72 AR
— RIS > B BT RIRES FA B (6-helix bundle) &5 » {2
gp41 FE 2T N S B 7K i ) 35 B8 T 1) % 58l » 1 T LA A4 i
G o HHTE HIV-1 I8 B A 2000 7 1 A B S 1Y T2 B B 2 38 5
CCRS > 1 5| LA P IR G A 1T B A I 10 S R A > (HR A L s
FRORWRE T - i dE B Bl B AR S8 5L » 4BAL) CXCR4 A2 i
YL LA (AR CDA+ Ik B A0 M B SR R R > BRAOE L
B 0% DI RE 5E 2 T2 2K (de Oliveira, Oda, Losi 2014, 126954-55) °
HI AT B > CCRS FEJ Rk Y #1040 ffa fr) 3 P2 v R BR SRV E
I BH BT aZ% 32 B8 1) T fig vT RERL A5 30 HIV-1 A CDA+M EL AT AERY
—(HHEEE

SRR > KZ 8 HIV 761232 B 40 A 9 4 39 J2 LA
CCR5 A3Lzil » (HJR 40 —BRERI#2 > kRt it vl il &
CXCR4 » #LE N\ L2 SRR 1) AU MR e » ST gl 7 a5 e B
N — 25 R B O BOE R M 8 AR A B SR T o Bt n] AL
A% FH BT CCRS M N AESE 2 PRAEH HIV B g 1 -

2. CCR5 YK 48 78 5 BiL I [ 45 ik 28 58 1 1 W S 25 L

B AR B LR T AR 0 — R R o AR B 45 Fl
I L A AR P AR 0 13 AR S m] A A R R B LA AR AR o A
CCRS # [R Y K SR 58 B 15 CDA+IR LA REA 1 HIV-1 A9 B GL Al
YU o — B UL > HIV-1 383 5k CD4+4 ifs % i CCR5 #1b [
SO JERZ e B 1 A T RO A R A > 7 R R SR
BT REANT -

ENBUE(L R FE S > CCRS S RAAFE L M2 sl > Hp
CCR5A32 )RR % SRS BEA SGRPT HIV-1 B » T8 HiR
CDA+tk L4l Al 5E 1) CCR5A32 %€ 55 4K [ i 40 48 i 12 QB ME 0%
R4 E (T DN il 48 2 17 HIV-1 832 CCR5 fll CXCR4 M »
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CCR5A32 G4 G T MG T WMl o 4G 78 8 68 A RUK T
HIV-1 3 A B EY, » T2 R FJZ B CCRS 414 26 s L S0R 35
IRF YRS HE S5 (7 > FLEEY) CCRS #5456 2 BRI s » (fi15
7 RS SRS R IR 3 RS R IR I 2% > 58 3 RN ERFIAR A C
A i W SRR A > 7 A o A M R T AR I AR SRR )
FHIV-1 1Y gp120 M1 V3 G A REBLEEEL Y CCR5A32 &4 » i
MRELIE T HIV-1 315 403 19 /2 (de Silva, Stumpf 2014, 1-12) >
RS FRAEHTAE I AS 2 4 1y -

T N SE ik (R A L T A A5 1 B SR S » JR AT HIV 1Y
—YE R IR B I o B B B SR S S B B > SR R i 1) A
CCR5A32 H [F 5 LRI AR — B o IFFE R » 2B AR SRR s B
7 1.6% > 1 35BN R R B3 1 10% - WA 2% 8% » K
MY iR AR R EE 12% (Galvani 2005, 302-309) o A A »
HE A H) CCRS HE A S8 LA BHAIG - 7E3 1,300 AR AE PRI E %= W]
HA 3 NEASE RIS 5L - i W P B LE R 25 5 SRR e s

HEFEEME > EREmEMEEREEEEN CCRS HRH 5t
& BLE SRR P RIRAFFEN) CCR5A32 JE R 28 88 I R —HK 1Y Bk
F NBEHLNY CCR5 KARZC 58 JL 4G 48 S A AL I &5 21 RS A A7
eS8 28 S ] R I 2 A2 A — R R A PR 26 5 - A
THE o 25 0 B BB 52 B3 » CCRB.A32 R AR Tk 4 114 118 B A 1 5 1) 97
RETIRERN RAE S IE > 36 HLB HIV-1 (9L R B B AL RE
F1 > HEFT AL - fEFFY CCRS A3 il oK GEA 2 FHL B HIV-1 &
e HAVEFEM SR AR o Biknl i > CCRS MY KIRZEEEEL A T
B EER -

3. FEP 4R CCRS5 3 BIE ¥ 1Y%k AR sh g

FENHE A —HE A 821 b R 8 (Chemokines) A A I 11 4 s
ZHE > BB T AR G R o 245 TACHEBL 45 HE L
YoM 20 AL EAZ8 > Hidh CCRS &8 PR sz il 52 ik v 1) 375 8



H oo dE— REUNE R G E - RAEA BRI A B o B R
(35 A BLIEHCA B o (de Oliveira, Oda, Losi 2014, 126954-55)

CCRS5 Z#iAH =R > B CCL3, CCL4, CCL5 » 2K 5]
A AE B T ST > 3 A1 B A L W A L AR AR 2 A i A S
[ 5 B 4o F A o iR b ] LB CCRS (1952 5488 » Bl CCR5A32
R BRI AR R AT A T AR Y R > Rl
% CCR5 & M IR 7E AE A h 2 i fig - (de Silva, Stumpf 2014,
1-12)

20 t#d 90 AFARAN » Wk — Lo 4 R 4L\ W RIS T 4 LM
CCRS #l#75) > 140 Vicriviroc (SCH 417690) © i 9% #il sy 1 52 B e
HIV A S ETEDT T 18 > AR ZEW e A ML SMA HIV > (EER
PR B 45 SR AR BERE B LA W8 R KT HIV B9FE A o Bl HAth— 2L
BUEE )\ FWFEE Y CCRS 41 il 75 AH 48 2 B> $2 7R BB CCRS 1%
HIV 588 v GBI FH 55— 1B 32 88 CXCR4 ¥#E A EL 4 - (Strizki, Xu
2005, 4911-9) Jir A A#E B LBk CCR5 2: [ » ANRESE 2 RH 1L
TEBH HIV ARG -

EE7% CCR5 2Bl T A M i BB 4 #2 » JIRJ% CCR5 /& 75 2 B i
PRI oy B B 2 AE /N B B SBRIF 7L K > CCRS 28K
B ] fEAE R AR R REORES o A WEFTEEEL CCR5 BFE m] LA
R 3-F LIS O EEY R AR AR o S A WEFUEE B CCRE 28 [ 24
PR 11 i RS B4 R AR R o (Sicoli, Jiao, Ju 2014, 7103-14;
Halama, Zoerning, Berthel 2016, 587-601) 1fii {ii /i CCRS5 &z & 41 1 71
Al DA BR R A2 = o A0 B R TR R AL B R R Keytruda B
Vicriviroc /&5 > H Vicriviroc B2 CCRS 4 FL L4 i 74
(Halama 2016, 587-601) ° ifii 73 — L& 57 % B CCRS5 i) nJ A5
PUFE 2 41 (APC) B - CD80 ~ CD86 Al MHC-I1 7K #ER 2 5
HFLEE CD4+ ~ CD8+I1 itk LA 22 72 CCRS w] A7 2 14 8 T R 1Y)
YER > Bir A CCRS 7E SR 16 B 19 55 7% B A1 1o 405 B A8 2 7y o UL 4D >
P W 9E R AR CCRS J Rl 1) /I BRAT-AE 58 260 155 B <5 ] R o
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BRI CCRS TR B2 A B2 BERY » CCR5 Al
FlfS rRES B T Tk AR A RO 2 > e GBS B T b 7 4
SRR > TRBIC T ARG AR SR b - H 2 iR IE
Jeq JELRRE - JEC W e 2 3 R A NS R 2 T © L& SR 2% CCR5
FEHBEAS v] BB ZLIEHT HIV BEGY > X n] BERE2E I 5 1) fo s 4 i )
Al o JRRLER BT A A 5T 5 PR B R BT o

5 2 - A R U

A R AU 3 B O B T A R A D] R 0 4
SERIRFFE R v U o 76 BB w0 B il A A — S R
W o HEEMLE/R T CCRS mibR/NR A E B &R > (HBFFE R
SRR A AR N R A 0T B B B B B SR B R Ak PR CCRS5
RREN  BNRIREATTR - MR A ETRA A Y B
f BB AN AR AR > A O BRI R BRI 5T AR
FHE B ST T CASHE Y CCRS R/ A A IE 7 R A 5 1 HL
TE B W) B0 AT AT MERE A A0 5% > ECBRT 7T A0 /N BB LR
%) > BUECHREH AU 2 o IAh > 55 AT S S E B A R T AR
IFEARIE# 1B A > A e T -

WE AL ER LB > SRS AR A A
ToRBEARSEER - HAMRKMRMR G o MR RS 5E
PRI > 1 et 2l 5 TR A 2 5 R R S > Y 2
LA AR o T R0 L S ) Y R I R S B 98% o

A NYEE R R BRI A5 R o H AT T A58 2 K AR A
CCR5A32 Sl L R i B 26 5 B A HKHT HIV B RE ST - fEE
HAENMER A (PPT 45 38 B) > 19 {1 483 47 5 19 ARG
A 7RG CCR5 JE R SE WMt - Hrp 4 4145 R
ZE 58 o SR RIBRAY 12 MEIRAG 475 & A — a2 PR 1 Am i) CCR5
B o fttn] B > FRURAG BORER A R 6091 IR AR I A HE F]
BT ARCR > B %E CCR5 BUAY HIV R BERY 6L - TR



A R R AR AR ) B 50« Lulu 2 ik S8 - iy w5 0 5L A > —
ERIEA 1 RIS - — BB 4 (EIIREE - 22 F Rk A8 Bl
CCR5A32 B AR AS—FK o Bl £y R R R B - % o flal 28 S B R ¥k e
AR ) — /N A AR A TE AN BRI S OB AR ) o H A AT
WS M S B e Lubu 8 0R €  AR AT S 288 2 0 SR A [e 28 5
) CCR5 B4R K4 & — SR ERZAS A ie i » R E e
N ERE ? B A TRIEAR > BEE LR
REBZTHETRT > EFEAT SRR AT - M NaNa i 5EF
BRI TEA > W r AR SE A R A — R BRI 15 [R5k > 7 —
& BF A Y o 15 fRIHAE (3 MREBURY) MBI R B R SRR 28 5
IHEERA > {H R MERZ A1 CCR5A32 MRS s AN aEAA] - B M2
SERR I BHL BT HIV B 1 w] GRS 2 A N > BTLA NaNa fr) 55 [ 4w
FE BRI o Htn] B, - A2 Lulu 222 NaNa 9 ELIE B 41K
B HIV B ) CCR5A32 Ak [K] 4 R A ) » LuLu 1L F B nl fig
BA—ERNPL HIV BRI > HARE R GREEER T CCRS MM+
H 5 {H NaNa A5 B HIV B n] B8 > 1R 2% JE R AR i 72 o 2 A b
BT —E5E# K CCRE ¥ H » J H IR FEZEE A4 T - 14k > H
AIA WIS £ P HIV JATHY AE SER) 258 3 CXCR4 BLfiE £ -
F U P] S > T S SRR R A B HI B LR - A AS sz T A
PR A it 2 v Ja e

AT JRVRR - R i DR 9 A AR B 7 > I R S BN i B A
BRI o B — (BT > RN A o B
B AR B Rk CCRS & [HNE AN IE# A4y » R Bt
W/ L1554 -

VY ~ 5 E AL R A 2R S A e BEL R A

1. B\ B8RPG 4T DR AR A 40 Bt BB R
Tifl R e D] i 0 A P ARG S 5] - S R B 1) 28 At
{37 % > {d ] CRISPR/Cas9 F 47t #% #00 5 R ) Bk LA 322 B AR B 0 1Y)
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E Y > (HE LOHR 2 S35 A K B A0 A 17 5k R 0 i o L R 0 P A
A0 B A B A AR 5 A R [R] PO A o i HL R R s i R A
ARG B AN R B IR R o TR B R A DA
A BB R > BV RIAIKHT VLR - (FUR S BIR FF F A R R
VAT A S5k RGBT A ml BB T — AR o e v 8 {08 {8 9 A 88
8 NJEHE R R AR > LA R A58 R g A 33 > R U3 T
BT — B2l AL A BRI AL [ - (Saey 2015, 16-7) B @ &t 10t
WA B AE A TR R AR Rl B0 > R T R 2 BRI o K
T AR A 7 Y 5 B 0 A 8 1 3 A A BT R A i o
ATATAT 35 (K A i A s i o S8 R B Sr  AE FJE T (NIH) BARER R
5 3 A A B R R VR R B A T AT AT T =X 5 TR A R 5
(Lanphier and Urnov 2015, 410-1) & &4 L0 EERFTHE 1 “4%
7~ B TR P oE T R A AR R AE 2001 4F 8 H AT CA
JEG I A S AT A BRI )~ DA AR TR 2003 AR B 1 CAJE
BN AEFEB TR ) ~ BHECH AN F A2 2013 4Rl 2 19 CAIRHR
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