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Physiological functions of R-loops on chromatin

GENG Hui-Chao, CHEN Liang*
(College of Life Sciences, Wuhan University, Wuhan 430072, China)

Abstract: R-loops are widely distributed in the genome, being precisely regulated and associated with gene
transcription, DNA replication and epigenetic modification, which may lead to both pathological and physiological
outcomes. On one hand, R-loops are in general considered as road blocks to interfere with transcriptions and
replications, change the local epigenetic configurations and eventually disrupt gene expressions and genomic
stabilities, implicating in a variety of major diseases. On the other hand, recent studies show that the levels of
R-loops undergo dynamic change during the development of many model organisms. R-loops have been shown to
participate in stem cell maintenance and differentiation, as well as DNA recombination during B-cell
immunoglobulin (Ig) class switch recombination (CSR), suggesting the important physiological impact of R-loops,
which becomes one of the most popular research topics in the field. This review focuses on recent research progress
of R-loops under physiological conditions, including the regulatory mechanism and function of R-loop and future
research directions.
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TR AR A& A LR AP 5 g5 # v, f
U2k i AR R ) A T R BRAE LR 4 P LU
. (cis) 1 )z 2 (trans) B T2 A7 72, = R 31
RNA J B 32 2k [ JFEAL S8 A (1 RNA. xR
A RNA F BEATfig thiz i RNA HAMICKHE K, £
RAETERE ST, ) a0 7E UL R IF B9 R L IncRNA
(antisense IncRNA) 4% FLC JE K f@E b, [ X
R {7 iZiAa e .

R P77 A ML ) 32 SRR B A thread-back « #453%
o' RNA R4 (RNAP) [ Lii7 DNA &b-T 97 18 e
FITETETFRERAS, (25 4E RNA F1 DNA H5E H 4
Bt R R 38 P mlgLsh 4 h, i RNAP T .
T 5TIT# 5% (1 RNA ¥R JE % R 31, 78 RNA A]
FE T LT A 2R RNAUT R FRLEYF ) B
B RFE, BT 58 25 GC%. GC-
skew (I N2 ). AT-skew (WiHEYIAIEERE ). 5 G4
AR (G-quardruplex) fBECZ4RE Y, 1bAh, JaBT
T % i) DNA %t [ (DNA nick) 1 fig {i£ ik DNA Fl
RNA M E 5%, M R 3F M, BT IEA G
cluster™ B+ HITH S RAE T, NFEIERH 59% 11
HENAH TR R 3R 1,
1.2 RIMBIEHEXER

HAfcaiiE R AFEAFEGU T —
JEiE LB IE RNA 5 DNA 238, /b R 35 AR
FHEG, WA RIS, 40k, 2 R IEER.
RNA BY#%, BREFIMH TR E . 2 DNA
Hidhahitg, Hmisgm RNA 5 DNA 2252 & H, &
FEZAN IS FIE ;. = RS YRR R A e B
H M, 7 DNA BE A R IR AIAFETE S A HH
YER 5 U245 B A R A+ RNA [ RNase H &
R, LA BARRIT RNA/DNA 2445 A e i
FiE A", R-loopBase 4 H 7124 ML+ R
Wi e BTSN AR R A 413K, JRilid PPL W
5T GO B R 7 R T E AR )
fEcHE Y,
1.3 RIFEVAEIBFIRIZINAE

NFNEERE ) 22 0O 72 2 B, R BR B R T 4
— J5 T R BRI IE 2s 5 8500 R 20 i) AN AR e RS
R 3£ iz 2 1) 55 DNA (ssDNA) 1R %5 5 %2 g 1 i
2 (AID) S840 F 7 B R A= Wi . R 450t
AT LLGT DNA S il] X7 AE BH 4% 1 5 50 DNA 52 1] X
J 5t 10 . DNA XUEE 24 (DBS) DNA 7St (ssDNA
gap) 25 20, Wi S EFVE EA F4E. BLE A R IF
AR ZRE, WL AR S P IR AT

PESRE, a0 IV B L2 48 0 = A AL E (ALS4) Al
RUILHF RIS IR 4P 42 8 FRE (AOA2)™ s =i R
P399 , 4N Friedreich 235 2% 1 (FRDA) i 14 X
LEAAE (FXS)™ LR HZE P, B—J5H, RHESA
HEEAEFIIAE (E ), WE LRI R 4 E Hili
SRTERISIY Y (i3 RNAP 11 788 2 kAT 1%
fE RIS Y s FERE DNA [ 1 " s DNA XU 34
WABFEGIEE N T B DL S Rk A se ) 2
TR RT L, R BAFE AR FHAN B AR v ) A

2 RES50EHEINRE

2.1 RIMFHIZ(EERNARE R IRALZL L

R MRS sk B B s RIB MG 247
78, HARZ &M & IneRNA P2 A B2, 1
PEETFH, IncRNA APOLO i3 %5 551 H 41 DNA-
RNA XUk 1 7% Ok IR ) 96 N BE R, B 5 gk
T4 Polycomb | 2 &4 1 (LHP1) 2045, iR
LR S — 2 A G 22 A3 i TG R IR AR K R B
BRI RIE, ot — AP 2 5EARI . L B 1 R BRI
A PV AE AR, VIM B SR AR AT R
700 bp 7 45 o7 B R IK [ K [A] RNA VIM-AST 2% i
R PR W48 5285 55 A 1 NF-xBP'". LncRNA 11 5
T RNA (eRNA) )58 FIXH 5 R IR, H
R AT E A W) (preinitiation complex) H 7% A1 4%
S TR T R PRS2 R IR R AE 42 9
IR ZHL 05 [ T BELS 240 500 AN e a5 X 3 v s st B
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B ST FE AR B R FR R T BE T R R
Jie 45 /AR 25 5 ok B I 1 B B S L 2% 7 AR e . A
FER X, R FAE A BT i RNAP 77 A8 BH i 2%
W PO FEEE ALK, RNAP [ 5 5 7E— % I
JIRPERS R E & G X B E, FEAE B4 R
o R IR I FRAH6 A JiE i Senataxin, FE{ZE Sk
DIt Xrn2 BRI AR RNAP 1 #6281k B,
PRI, R AT AR HE I ) 5% FF T oW
% RNA, #H%E DICER. AGO1/2, G9a, i mi%% %
22 1E X 4, H3K9-me2 JE AR, ik RNAP I £ {5 fl%%
2R P, JE SR TR B £ 1 AR e 8 AT RNA
mO6A W14 AT B I 1 R RS kg &k BT,
R AT IR, L9 2 000 AN A4 3 R i 5
KIEXE & G HAl R R 3 BV, (HAG 82,
Senataxin F AR 1 /& RNAP [I# % & 1L rd, (HiX
—i 5 R K, i H 4 5 R B B
H3KO H 56 b A 7E 45 5 J2 [H ) e 28 11 X 4 B0
XEEZE L RIR, R IR R & LR mE—HLH], I
HE R, BEIRN AR 2B
T % EEA R — B T
2.2 rDNARRE

rDNA f% 5% X & R PR AR H & 4 1) R R 21 X 4,
PLEZBEGN LA, rDNA RIEE K 75140 5 B 1]
RIAH 1R 10%, 1129 50% [ R 20515 5 ¥ £ Xt
F| rDNA X35 ", BT Eor, rDNA XI5/ R
KT ks 2 BHAS rRNA (A ™, mrfe
& H T R¥ 5K T ATR/ATM DNA #i {5 1& 5 i#
P, AN, rRNA KX R PR R IS5 T
] DNA 4% ¥ RNAP i1 12 DL % & i %7
e 12590 2 g AN I DR 2 BB 5 D) ME 9. 22 TOURF 78
FH, rRNA BEF X =4 1) R I F 4 ik, £
WAL 25 H A, flan, 760 2309 40 e+,
RNase H1 1 Topl #+ rDNA 4345 355 R R /=2E 47
REA. YWMEEFERN, RIFRRME, B3
B Topl #l RNase HI [t Ihfg B kb, JLEIHDH| RNAP 1
SR R AR B, 4k, microRNA (miRNA)
I T & Y4k i 3E BT B RPG (ribosomal protein
gene) FERALHT R IR, (gt HLFE S f L R 3R IA
% AR T 2 DDXS el 25, (HAKHE miRNA
N2 A EIAZ B ER B S 4 5L miRNAMY . 4811,
— I 5E R, RNAP T 5B i s A M) R 38,
1% R FR I RNA #84r v]/E N 519 5] 3 rRNA JE K] [X
] DNA S 4l#246 ", RNAP 13 i 78 rRNA 3L [#]
[) X AT 5 5 S T B i B R BRI 77 A2 AT Bl — A

AFERE, DLMPH IE RNAP T 781% X 3% 5%t iF X
FE R A X AR S RNA (sincRNA), M AR R4 45
PRI TRNA {3215, HAETE rRNA 5 K 3 ] (1) 1GS
X520 RNAP T (15545, 4ERFAZ A4 2145 R 58
s
2.3 ZKI{ADNAEH

LR R4 DNA 5 1| i [ 7 14 5 i RS AR 7 s 46
SRR RNAP M E Sl UG S0 S 8 73 %
A B RNA, T2 ke 1) RNA/DNA Z: 44,
B R 3K T, RNA % i B 4 RNase H1 B 5 A B,
7= ¥ 3'-OH 7] DA DNA 54 B v iR 3 )3 3 26
Fifk DNA (& H] . RNase H1 A T4tz 52k
Rifds, TRk T RE U H 2 | RNase HI mifR
NERONIEIEEHE, 7F RNase H1 Sl i 2H 2 Fm] L,
WM 5% B 28 i /& DNA &%/, R IR ETF, ¥
ARSI, R A 5 RS DUR A B
Al A SE AR T P (HA IR, R
BoR—L 2Rk DNA &l JE R R PR RTTEZR 14
IS AR, HALHI ST E ThBE A fRdt— A 7t B
24 HEHIEEDNAEHISDNARAEE

— R R, R MR ) SRR Y R A
5 )R AE — BE BRI B DNA - 2 45 ¥ 1 )5 51 IX 33,
I PrimPol 7] LA 5 & 51 ¥ ) H B & 1, 28/ R
WX s B, FaE i) DNA/RNA 2% 4 8% A fig
I8 3 R i V) ok BCFE R 7 AR K B LS DNA X
I, I T Re KA Bk (deletion) BN (duplication)
RGO R . Bk RNaseH 56 IR (1) % RE4L
PRBHT AR A TR ARG 4 R BN, W25 5%
FF DNA S #I X F, @ MRN &4, A
R IR Je 4 C ) DNA 245 P, 41 %t DNA #4518 5
FEDH ) siRNA SCPE i i th 2. 7k ATM/ATR 2845 {515
SEEE T RO R PR3 ) DNA 45 %8 ¢ 8 2 BT
B2, WAERINTRL, W B AR EERESCIG R B R 3R
H1 RNA #5377 LAE R 51 9021 DNA &, 0
E@% RNA % IX [12,58-59]0

F— 5, EARAR E B R PR 6 N A AR
5 PR S 2 47 T 1) i B A B BE L
{H DSB 4b 4> 4 DNA/RNA 22 &85 . R K
PRAE 40 i b i 235 1 RNase H i i% 2848 8 (A (B4
J6 51 K [ DSB AP & 4 Y, 5 S R IR ]
A ) B 45 38 B ¥ DSB #5 AT 3 ik R A [ 2 AR Y,
imxFF R FEELE/ER], Ohle 25 ) % I 7E DSB K
uiis V) Bk J5 5 FLiE DNA B KM I A A i 2 B 1E A
454 A RPA 45 A 5 K i VI B 10 F 22 04T
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WP A T K B 5% DNA, [HSEE 3R BE
R, BERAN R A R RN, o THe
B B R PR 2 W55 DNA $34%518 & 1) 1 & it
7. B7ErFR R IR ATEF T SETX W41+, DSB
51 R IR BE DNA SR A H1 5 5, UiEH R 2R
AR g R . TR
e, HIERUE T REE S 2 > DNA il E & A,
il RAD52, XPG. BRCA1 1 BRCA2 ™1, ik
NS TH ML FEN) B Senataxin. RNase H1/2 2858 1%,
HG#EE H i 5 5% DNA 4 RADS1 454 3 3 [F
HABE O,

RPA #] il i B 5 RNA 45 & ek 4 &4
Ji O, 56 F DSB Ab 2% A RNA 840 1 R 5
A W7t 2% B2 RNAP 11 45 & oK 3 U1 B3 5 1 50 5%
DNA #3551, 3F B4 MRE11-RAD50-NBS1
(MRN) & &4 1, 1 i% X 38 1] B 44 22 RNAP 11
JEMIEE R T, 1 CDKO 28, 37 #R 5 A s 54k
B RNA™., DSB 4b7=4: R 319 B 5t 1 I R &
WRAM, TTRERAE RNAP 11454 (1) X 484 £ U
RNAP 1§63 815 & R 3724 UV {H 5 — T 5t 3k
B & RNAP III7E DSB AbZE R RNA, FEIEREL R 04
I3 i ) RLBE TR AR Y. 4k, B METTL3-
m6A-YTHDCI 415 f¢) RNA m6A 1&1fith ] {2 DSB
Ab ¥ DNA/RNA Z: & 86 E i, e 2E 8 55 RADS1
BRCAI #HA7TRIVEEAMBE . Fitk, KT 445
(R RIRFINLE P RESE Z AL, 5 B E— P IR AN 7o
2.5  ZKH4EHEH (class switch recombination, CSR)

ARSI R I, A5 FH R R T o ks A A
KA 2 RIE 1) TgA A8 # XN 23 T ilida E 1 R
H, K29 140 nt P, X — IR JE R AE EAZ A
WEAESE, 4 B 40 MR v3 B y2b 28 4 X H 5% S5 bl ik
T AT X O K R 3R, KEERTIA 1 kb P X
TZX R EER, TR, £/ B 4
i IgH SRAIFEHIX, fif il DDX1 4456 4TI
W& FIX 38 RNA JE ) G RS R, (kT &
IgH S X3/ R 3, A&HE AID AR X
IRt SRV, 785 — T 7i i, R PRy &I AT
DA 3E & 1) AR < AR e il Mem SR IOHH 32, ik
XIS PR, (et EA R A T AKX Y
AT e i JE H T S A 1 B SRR LA &L WGCW 7
YA, BN SIS 2 /b & R K 1 &
BRERN R ™ T R AEFEREARIHLH], R FFAT
e HESEEH, HIER)E 20 AID 465
MR BE DNA 12845, 24 RNase HI ¥ R FR [ )5,

AID A e A T 2 DNA 55 772 = XU i 2470 755 2
R4
2.6 URAIUERFFNE LR

TERRA (telomeric repeat-containing RNA) i %
ARG A I R 3K 255080, L sz 41 i R
WIH ™A% A $% . TERRA 76 S 1 R A &, H17E S
HA i R R U 10EAT B B B RNase H P& ™,
£ S ], TCOF1 HH BT J5iid 5 TRF2 &HH
H AR ZE 2 kL T 5] RNAP 114 TERRA (154
5K, 1Mk TCOF1 J5 3 211 TERRA 1 R A /K-
Th 451 kA R 5 AR BT . AR,
Z: 5 i i R ¥4 1 4% (1) B 1 i& 5 NONO. SFPQ Al
ATRX %5 ™%, TERRA i1 i) -F 5 % 1) o s 25 45 5
e R M, X — i #2532 3 5 4H B RADS1 FIHL 456
#H H BRCA2 () IE#%, DL RNase H 5 TRF1 1)
s, H, RADSI 1] H#%5 TERRA 454 (¢
HEHONAZ [ DNA 2 R 25 ™, i 7E Bk Ratl
A RNase H2 4% &L, %G 3 B ) TERRA F1 R 3
JKF 2= i% DDR v (DNA damage response),
Lt RADST 2 ™, sk R 2R AT {2 2E 4R i T
A I g AL L R AR A M 3 2 AR, M Rk
RNase H i, i Fir 25 2H 3 56 L5 i por 408 A 45 52 1) 411
TEERRE IR P,

BrimRigh, BRI, R AWML LR
MOFRIEREYRE. EHLZRM M B), HLh
() R F3f i 45 & 54 DNA [#] RPA & [ # % ATR
EH, JE# s Chkl BRI 1% S Aurora B
T, AT 2 G AH R e (5 B 43 B9 I AR TP AT BE TR R
(1) 53 8 s Je DA B A2 B e 2 ot S 35 Ak 6k (R AL AN
FsE I % B, HHAN X R RRML, FH2ki R
WA E R R R T R B, 4
Fr2: CENP-A A G, B LKA R K1
S bTh, mET AR R, EZHRHEER
TR 5 R BI04 7 1 I A ek A0 e ot e s Y
2.7 RITHIDNAREALIFE

MY 7L 30 47 41 A 11 4 2 TR 2 R BF PR i s 67w
HESXIEHYS CpG B A —x KEKE, X5 CpG
B 2IEE M GC iFtEFRHE, WE3hIX CpG HiE
RRAR i A 1 A T AR B S M U &
R I CpG 5 471K F ALK, 278 R S ]
2 5 #1% X 1) DNA H &b &4 B, Thigmr
i8], DNA HI3LALEF DNMTI, DNMT3BI 5 RNA/
DNA Z & 8 o AP T-XU8E DNA, Rtk
B RN R B XA R4 & I s g i AT H
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WS, A5 Je IR A BRI RERT ST R 1075

i B, phah, xF Ep R IX I, il
SCKARGgASFE R TARID, 5 TCF21 F: R 28k
XL FES 77 Ko TARID ¥ 5 A 5 TCF21 J3 3T IX
AL R B4 GADDASA AU, T 5
DNA 2 FUJLAL G TET1 0 i s ng % 3L 40§ TDG,
M 2 BE DNA 25 F 64 K TCF21 (% 5% 257,
i ik AME RNase H1 W & 2 404 TET1 51T 4 000
AMRBIL 25 A, R R X TETL B 5EH
7F 3 R 4L Hp 3k A7 7E PV, T 5 — e At R B R
B AE R NRFE R H i 1200 AN JE R 5 2
X 35 fr) FR A A A P
2.8 RIFS5HEEREIE

T K2 %0 R ¥F B A RNA AL 44 58 T )
R R 3 55 San AR A B ifim A, B
H3K4me3 A1 H3K27Ac &5 ' AR, 4R
A3 HT et T RS> R IR 5 S AH S 4 B g
i H3K27me3 KK, HZNKEHICER, £ R
WA R 5 Z i P G ARRBEENRT
i, RUALUEFEROFTHEEOEEY
Tip60-p400 53 R 25 A, HHNH| Z s & &
¥ PRC2 [&h 4 P, B — ML AT fg & T
oy . B, N T AES S RNA ANRASSF
A5 PRC2 B & W3 RASSFIA F=H B3 T X,
FRAR 1k R R 3R /KT IR i A M G 5 5 7R %4
IR, RIFMAFLEIAME] PRC2 LA P, &
H— 45> PRC 4% 3 KE A1 R BRI E 2
3 PRCI 1 PCR2 &%), ##] RNAP II %% %
Wb PV, R, PRC2 X R BRI S0 A g th R R 24,
T 5T BB R 40 9 1) PRC2 & &4 ERAR AT LLYH
B OO AN R AL R #0 i 4F FH, (HX) R 3R A &
Fesem . fERE T, PRC2 AW i RNA/
DNA Z &8 R " e — 25t d, LSD1
A DA B BR R DA JE 3 X2 2 1 H3K4 AR AL
&4, iV PRC2 5 &Y% 4 8 1 H3K27 £
BT WIS 1, T H3K27 H IR AL S AT A
DDXI19A 25 &7 5%, FH %% DDX19A 25 B A T3 Bk
Ja 3T H R FR, 4k fig ik LSD1 A1 PRC2 (1) Z B
A ISR 1% B 2438 i H AR I R e ) BT

7t DNA {5 & 2id f2 9, R 3 0] G 40§y 5B
A5 PRCI/PRC2 E41 ™, i 54 E DSB Abff)
SR ULER R R EEAE Y. /F DNA $h4h 7 M
IHIFAZERE ST, R FR/KCE T al S 80 i v
FBALAS RN, & FXN JER S50 P, R
i 41 2R 1 H3S10 A7 s B R A 7K 7 TR £

B, (H T4 e SE 0 Snord116, R PRI 77
AR R gt R AR R U B, MAEA
H3S10 {7 fSURAZ 5, R IA G FHARES] K DNA 4
PN, B R FRAR B A i R AR 2 1 7
GBS U,
2.9 RIASTHAETF LTS LB
BT S 2 A1 R4l i S A o,
DRIP-seq £ 4 3% B R 28 32 B H BLAE R A X (~34%)
ATEE R E] X (~50%), FH kG2 5 31 X (~8%) Hlk:
TR (~8%), BAhKE R H AL E A,
L1 LINE. SINE 1 tRNA &5 551 ., Eh4
7T, ETNAR A R PRBERE S A5 4 2 R AH 56
SR B, B 2 AR 2 7 T 2R AR O I R R X 35
TERG, (EARSRETER 7 Z e A OCEE R IR EE, #2
N RIFTT &5 5 5 T4 T M 4E R A o ki 2
B2, — TN T 400 R 28 EREHT 7T 2R,
RATHEEFIGHKERX, HIBH /MBS RAES
PcG X454, o R IAA]AEN % X 4T R %
Dife it sese R, R FEiE Tip60-p400 ks E Hbx
FENGEA, BRH PRC2 454, AR 3EIE G T4 iy
A P TE RS — I T A, GRO-seq 45 5 &8 R
IR PeG XA B 44 X 45 % S AP ARARL, 3R
B R PRTE IR 28 X I 3 AT IS A R, R AR
SEAR KT S P AEARAE P

3 RIEBINGEARRE

3.1 ZRIFHNSHEERTUFEAR

ST R A A B IhRE, 75 2 s F RE v
WK FRIE R A E AR AR TR A
WENFHEACH 10 KM, FEIET S9.6 HHrH
RNase H1 25 (A X4F R AR 5], ST &Mkt 4
AR 2 T LR PP AR B N fiE
RUE S MO iE R gt e L ALK R SRS, (H2
T S9.6 HiiAK 1) DRIP-seq £ 71 )7 VEAFAE(E S 4% 5
PEAS - A2 i) 5 R 2 DNA R 20 3 25 i) gt 10109
F£F RNase H f] R-ChIP & HA7AE 7 (e s S vE RN
SRR T T B A R U, (B AT A A
RZBLL S RNase H /& 75 GE A THI 45 A JE K 41 R FR 1)
Sere U, AT P B R 5E R RIS ARE, R
IR GEMEASHERT IR R SR HIHTHAR SI0E 7k R 2
XPHERE R FAOFAT AR R AT HE /e 45 1o ke 3] 3 22
TER 5 [FIBS, WEE/E A RN K IR m B S
() R IR, BRI SRE AL SRS S R BRI, X
R PR AE B D) BEAFF 78 B A KR . RSV R 3R
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A fie 35 Bl ) W HG 5 H Al G €0 5 R AR B0 R ) B
;,%:% [108]o
3.2 FREUMLAKERIFEIEH MR HBEE IR

HET R AN ZEPEMMBBR R, B
TE 5L R ¥ 5. DNA il R W0 38 A% 1 2 25 5 THT 32
RILR W HAGBEREEN, BEXHAERE. T4
i - A o R A s R A R A AR B RIE AR A
B R T4 A s, Bl ZO AR 7 A B
AR 40 ) R AT AL R A XL, RIFRE
XIS S RARFE, B R KRR & 2 5™
R P T2 EY, B IREE T
AT 2000 R SRS, b, RS IF 10 R FRK
SFEARFR K B W BOR R RS, R —
I VR S U0 o SRR OB 7T R B, SR IR i
FE K 41 # 1R £ PRE (polycomb response element) [X
BHE A R AN, b TRHxMEPIRE, 5k
A 256 & B PRC2 5 R SAELE TS 5% R IW45 6
LR

XFT R IFENAR KB D fig, A W 503K B
2k H3K9 AL B i 1K) met-2/set-25 I AR £ HUR
g, BHAGE 20 )5 e oA R A
e FZANHIALFD R 3R, FEiE sk R 2H K v Brdd A1
E 4 M R E T, AtALBAL Al AtALBA2 Ky
RIMPRAEN, FHFEERNAREEgER P REE
FAEA M IncRNA APOLO {Eizi 5 WAG2 Fil AZG2
TERL R B, IS 53U IR i % & T B
33 MIAEEBRRNARRIAIIERN 57 FHLH

EA5RBLHARE 7T 100 4 R FREER T,
T SCIR H 2 PSR R R A E A Z H— 1M E
g PO KA T A EE R R (1) X
B U R LRI A4 s ) ANFE B2
SRR ERAEAER 5 3) AFE A R WA
R SO 4 Y 2k, DA BE T B R B
DDX fiff Jie g 28 e b (1 VF 22 1% R #R A R 3% R 3R, {H
Y1 A 4] 75 33X 4 £ Fh DDX 2R A SE U [F iR T BE
PA S B3> DDX & H 72 5 B AR L R A, it
Gb, T HUASE— A BT R T BE 524 E X I R 36
VAR, Bt BRI rDNA ik L& CSR, I
HIF 7 3 A #45 F io %4k RNase HI1 0] 3844 R 3AK
TFIEMEERTY, Tovk B B B AR X R 3R, A
P T T R A A 4% B 1 R AR R DR LA R ) R FR R
. ARHKF|H CRISPR/Cas9 % 4454 RNase HI
VEAT DA ME R 45 A X3, 08 BRS HERT 7 A
R R ohfgf H iy ™

[14]
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