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£ H# BX

BEIE SRR S A AR FE BT

BREY DO~ A 710 RNA miRNA) IZIET A VAT ) A& EHICTH500HY), T VAF /b
DOHFIZS MRNA ST — FEND L) B EREL TR, ZNSESTO RNA 7 A )V A D&Y
RWIEICEE 2 EEH 2 H o Twa . F/2, AR TIE piRNA & I A5 T RNA BAWFER 7%
NI VAR YOEBEMHIL TS, S50, W EEME Tk CRISPR RNA & XN 21K
ST RNADTANVART 7 =207 ) AEERHIZLTWAE ZEDBHLN R Tk, Thbb,
K557 RNA ICIEE F O KB L KE b T2 00d 5. KT RNAZfH-T, 7
ANART 7 =00 Th L, WEEMEZ EoRiie 3 > b — )V R REMEIC OV T b %

o2 ARV 2 EHRBEMESF RNA
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FUBIC

Non-coding RNA (ncRNA) &% ¥ X7 EFICEIFRE A
ZEn<{, RNADT I THA LRBREEZET T 20 TOR
FRCdh b, HMMIZIE, #F RNA (tRNA) 1KY —24
RNA (rRNA) %% 945, 21 LIS A > T b B KL%
D, FH LWHEEEEE ncRNA OFLEDS, EWHRO 3OO0 K £
4 ThrEMME N7 7)) 7)), HME (7—%7)
ZLTCEEBAY (=7 7T) O&TTHESIN TS,
EHIZEETIX, TANAREDIRIY/NEWT ) LD
WD EE L D ncRNADBRWEENTWE . ZOEHTIL,
I 5 ncRNA D9 5, 5T O ncRNA (£ T
I35 T RNA L 5LiR$ %) 1SS %2 H T, ncRNA &
ANARLT 7=, HEVIENT VAR VD L) RAH)
& =T (Mobile genetic element) & O#I#IEI4R % &
=PV

FEM SR T A A1, B LV neRNA O FEBIZD»
T, REPBMBEBSTAERLTCBE/ 0. b0
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ncRNA DL LA, 21 IC R > TS, ¥/ a7udx
7 VUBED ST A7) T b — LT (cDNA 703 =2
b)) OfFFEE LTERLENZY. 22T, Klokg
MORXAL ZERNAGTFORES (R HEIZT S,
LWV NeRNA IZDOWTEZRT W, 5, BE-EAEYICIE
miRNA & FEEIL 2 21 ~ 24 SRR E OKSTT RNADSH 1),
FEARIIIZIIIER & 72 5 mRNA IZHEE (N1 7 54 X)L,
B mRNA OFIERENGEI R 0 2 /v LT, ZObkEe % &7
T 56, K%5F RNA & mRNA & 5 LR H] A58 4
WHIOBRIZSH 5 & 121, ZOK5 T RNA % fFiC
small inhibitory RNA (siRNA) &I-TF, #£) & 7 5 mRNA
oYWK L, wbhbwd [RNAT#] oFkE T
FFTHDH, Fi, FICABEMBTERL T\ piRNA
EIFIEI S 26 ~ 31 IR E DK T RNA B 54, 2
LOIERNE 25 RNADT— FENL L) A&7/ LHHEE
DWEOARF LR DNA O X F AL Z A LT, #EET5
HOWMENIHEES LTWa ™. S50, EEAEYIZIZEE
OmRNAD L H 27y oAy harzfs, Fyvv
THERE DI Poly (A) 74 V% &2, mRNA £ ncRNA
(F 7213 %% F ncRNA % long ncRNA, IncRNA & i3
%) BELET S, 2O mRNA B ncRNA (&, ZDOEHED
IR 7 & DI R VWS, BETOFEFAEG P EY = %
F Ay HEIENCE DS Z LA STV 2910 —
JiC, FEAEAY T B EMME R HHE T, 50-200 KR
HEED, Z0Z0EY) small RNA (SRNA) L IE(EI 5
SFREAHE SN TWE W FEREYDY ) ATIEY
IR B % d— R LBIRFDPRIZODESTWEDT, Th



26 (VA NVA EE6L&E 1,

K1 ANV, T7—=, MFLRKRI 2 EESFRNA

K5 FRNA FE& ) TREY AL Y 185F RNA OFgRE

miRNA (siRNA)  21~24 A )VA, EiEAEY AR ) I v A )V ADBETE R 3 B\ I
FI AR Y b2 AR Y L DS HLNH]

pPiRNA 26~31 ERAY N YRRV FT 2 AR OIS

tRNA 73~93 ERGAY L N ANVAD ) 2 DNABHE DT I4<v—L7b

CRISPR RNA #130*  EMME, HHE (T—FT)  YANAR T =T DT /L, TIAIN UANAR T 7=V OBGEI, TIAI RO R
DM 7/ 2 7 BIKIPARHE D ]

small RNA 50~200 EVEMIE M52 B HmRNA R O B B )

M2 A7 a7 7 — 5
#CRISPRRNAD 1 2= MIHET 5 AR—F— &) ¥— sl RES GElIZALZSH)

— miRNA & {EF |= 4*J 1 DNA

l DGCR8/Pasha

pri-miRNA v O
Microprocessor

l Drosha
pre-miRNA _-|:|:|:|:Q:|:|:|:|:|:C>

s
L

Y
_'EDIQ:IIEIEO RISC-Loading Complex

Dicer

74 JLX RNA l

miRNA — A JLRX RNA
DR

1 miRNA OB, 7Ot > TEERNELR D71V RNA HHEOEKE.
& FMIAL D miRNA A3 £ )V ZA RNA %2 53114 2 £ TOBREICOWTHMT 5. BATEE X472 pri-miRNA 125 L T,
RNase III KA A » % $#O8# Drosha 7% 1 S H O 70ty v 7% 3174 5. ZFO#E%, pri-miRNA OB 7 & &
AW £ AL 70 ~ 100 HiFEE D pre-miRNA (FiBEE miRNA) 284 U5 Z & 127 5. 2@ pre-miRNA 1%, AN OB
A% Expotinb & FhE L-EARICE D ks, MIBEIECH S NS, MIEE O premiRNA IE, F2o7ats v
TERMIWHRTHY, Tid RNase I[II FA A »ZFEOHEHRTH S Dicer IZL N YW bZ & T, miRNA &7, RISC &
TN D & 287 HIEAEDORTY AV AD RNA #0ffTHEE2 6N 5.
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S5 LR EN/ neRNA X, & F THHMTH o 725
FLBIaFOM (EaFEEE 2, ¥ o7 8xa—F
TAEBITDOT v F 2y A TRONDL Z L 0% . 7z,
CHTMAT, FEEAEMDS 121X CRISPR & XN 5
7 DRI B A S ARG T RNA 25, T8 E 0 A1KE
FICBWCEELRBE 2T EPHLNIARYODOH D
(ER WD RNA Tk ZbhTnb) 12,

DK%, ncRNA OFRBEIZZ iR TH Y, g, &
T HEBOME» 5, MigowsE, 51, 384, fEfk, &£
K E TIZB LR —HT, &ToEYREIZBWTHE
EEZONLIHRIE, HO L, HOLUYLOBRRE A L2k
WL D, KT RNAZALTCOEDEHENTH L. =
DEERTIEX, VA INVAHDIT— F4 5 miRNA R, fEFHila
AT — K95 miRNA TYAINVAT ) AEEHICTH LD
DY) ARRLZOFHME L EOTITL DD, KROHTH D
HAH, BEICENBHIRESN TV b H ) B,
AFIZBVTIE, I =R mzBEvRDLZEE L
7. Thabbh, REBEORSF RNA LML D7 AL
AT TR, 77—V, HEVIEN T VAR DL
9l EMEEE K (Mobile genetic element) & il
MR b ThET A2 LT, Fodtmtsay, e
HEE LT REIEYT 5 R K5 T RNA IZDWWT
IR1ICEFEDTH 5.

DAIWRT /) LzERNETIBEERKD
miRNA £V A IVAS /) LHFT— K9 % miRNA

FEREPER ST RNA A5 A )V A0 5 AR I B o
Llw)Z Lk, YANVART ) ARFENCT A EMao
miRNA (& %\ 3 siRNA) 23 % &\ T 12l & 2,
T 2T, fEEMNEA miRNA 21/E ) @i 2 BF§ 5
&N, A NVAD miRNA fE 2 BE T 5125 LETH D
DT, ZOMIEER 1 IZF L7z (B 121E miRNA % 4
U 2B L siRNA %4 U 2RI sn2)9 3,
miRNA D W dwz, 7/ ADNAIZI—FENTEBD,
BEDERBRICL > TELLZDOTIE AW LICEREW
72 & 2w H oS E YL pri-miRNA  (primary
miRNA) EIFE, BUIRS &9 1SRRI 2 RNA © ik
& A9 5. 2O pri-miRNA 128 LT, Drosha &IEE
NAWENEIEBEO 70ty v 7 %2%TL, 70 -100
WO pre-miRNA (BIBAA miRNA) 234 U5 2 L2k
%. Drosha 322 RNase III K £ A >~ & dsRNA #& N
A A U ERFOBETH Y, Pasha (Partner of Drosha ; Ifi
FUETIX DGCR8 &IFENS) L DEAKREZIELR L T\ 5.
K2, pre-miRNA X, BN OEGHEIZ DD 5 Expotin-5
rERE L72EARICL ) @EES L, MREIEH S
5. FOREE, premiRNA X, 52070ty v 7 %HS
INnbF RNasell 77 3 — IR T ABETH 5
Dicer I2 X D UIBr ST, miRNADAEL 5. MBEICB
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W C, Dicer (Z H A T < ®» Tl 7% {, RISC-loading
complex (RLC) (IFIENAZHERETEE L TW5E I &8
o TW5h, Z1id miRNA (siRNA) 7Sy i2 #hk
ZFEH L, 7 A VA RNA 23 58;CTdh 5 RISC (RNA
induced silencing complex) DHEIELH & ) REHEEK
ThH5b.

BARR 22 B0 % > THBH L 72\, 2005 421275~ A CNRS
DT WV—TH, LharA)VATHs PFV-1 (Primate foamy
virus type-1) &, B b7/ AT — R34 5 miR-32 DY
2o TWAEHREL Y oA VA4S 41 Gag, Pol,
Env, EnvBet, Tas, Bet % & D% 37 E% a—F1 5
72OOMRNA 2 F — VS F 574 TATSA4L 71280
AT B75, 2SO RNA (236584 2 $H1812 miR-32
WAHEEDPEAET S, T4bb mR321EZDTAIVAD
B A S 25 2 LSk S. BIREVL L2, FY A
AHKD Tas 7 7327 HITHFLFEOMALIZ BT 5 miRNA
KGO ALy 72T 45. 2F), B O
miRNA & 7 A VAD Y 787 EHSRNA F# 2B b 5455
T EFoTHDEH->TWELI LR D, CHFFRY AL
2 (HCV) THHHWIIELEH L. KEA VT + V=T
KEOTN—=T1L, 41 F =70y [Tl MHEMIR
@ Huh7 2 WLE4 % & 8 Fid miRNA 2WFFE SN TL 51F
M0, HCV D F ) A ZFDEHIZR Y 9 B 2 & %
L7217, Fcd THIRELS 7 A L X RNA OB EIASTHE S
TV DX miR-448 (WA VAR F- O T ¥ v 87 Bkt
8T % RNA I AN &3 5) & miR-196 (FEHEE M 4
VX7 B Td A NSHA ICKIET % RNA SIS 2 21 &3 5)
ThHb. A Y =707 ANVAERD»H HDILE
CHIBNI-ZLTHILD, A/ vF—7x20rTHEIND
miRNA 2D ANV AEZFHE2 OB L L) 2 &
127 4. — T, HCV OEHIZ 13T AF 210 72 miR-122
DBRLEL ENTWS ® 2O miRNA 2SUUTIZ 7 4 L &
DOIEIZH D > TV DD ESHEOMTEE /2R 5 %
WS, miRNA W THICHEICD DL 0n) TP
GIrA. EHIZ, L) —o0fE LT, mRNADOTOE
U I B Dicer 7%, b MREAL Y A VA (HIV)
DHEBIZEEboTWVnB EV) T EERRTE X2,
HIV OWi¥i 12 LTR & v ) B L R S Ish 5 A%,
AWV AHROWBEEALY /37 B TH 5 Tat 1 LTR ©
NG Y F2d 5 TAR BEFNIZHE A L CTFORE % 1
HT L EDPHSNIZ o TWE,. 2O TAREY 2 5
miRNA A5 #EE SN D &) #iiA % 1), TAR miRNA % i
5§ %075 Dicer T % 1929 TAR miRNA O#fgId\ % 72
O E o TRV, T ANV AEBOHEIIRIES L
TWwWh, &51Z, TAR miRNA & [ UK, HIV @ Nef
WbHTIFEL. Nef 3EEOMIBEIZBEL, =1 XD
RRECEERREZH L TWA EEZLLNTWSA, Nef
FIUTHIE T AT ¥ U fifiEs & 572 2 R RNA 205 b



28

(VA NVA EE6L&E 1,

CRISPR &E{&F

»
»

CAS &InF&

m__A-Aﬂ-.A-A—_

Eﬁ‘ﬂﬁl
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IZ&B RNA Z7A+EL VY

/CAS BINDE l

CAS #/\9'E

!

HEROIR :ﬁ

77— DNA l

qp

i g

CRISPR RNA

TR

— J7— DNA

D5

2 CRISPR EZFORE, 7O€> T EENER DT 77— DNA MEOEXER.
fE 3 & 72 B @ CRISPR RNA 787 7 — ¥ DNA % 70§ %5 £ TOMBIEIZOWTHM T 5. CRISPR #fz 138w ¥—
ey (R o=/1) OMICHRD T 7 — JITHE 2T 5 AR—F — %o Twa (Mo EHI). —J7, CASi
fZF 813 CRISPR O — kG WO 70ty v ZFRE DNA IS8 59 A Lo v v FICELR s Y sy BT b, 7t
VU TR 1A% 1D CRISPR RNA 75 CAS 7 v 87 B & L L ICHEARZR L, L 45 77— DNA O % 5

THEEILND.

miRNA 254 &% 2V 2@ miRNA b HED 7 7 A1
fER LT, Nef OFBAMS 2, ZOMEY AV AD K
MEMIZ DL EIChDB,. ST, 2007 EI2Fe 4 DS
V=T, C MIERTLI VA NVAE LBV AV ADT
J LIZDOWT, & b miRNA # W72 RS o 3 >~
Yo — i afiv, b MIERET L7 VA, 9T
Wb DIZIRT, )b b miRNADERIZRD) T
WA RO S RS L2 L AW REEOD S
TAWVAD) A NERERLIZEZ S, 1RO RNA 7 4
WADENT EDSRRIIIRIE SNz Z OWFRITIER &
b4V ADOES E miRNA O A N % X072
LTWLEETH L.

—J5, TANATILD) S mIRNAZI—=RFLTW5LD)0
H5b. TAVA mIRNA TR FEMZ RSN e SN z0l,
2004 4 @ Science &% 12 B W\ T Epstein-Barr virus (EBV)
HWBITH A, FELIL, EBV 2K 72 a5

K5 FRNAD /7 O—= 7 %2 7%\, 70—rOHIZ EBV
77 WK O miRNA % 5 B HOIF 510 E 572 2, 20,
A HIZESF T, miRNA 2207 VAL 20 FEL_EIZK O,
FORIIRIZITZIRIT T AL, Flzide NeEET LT )L
ATRFEMN R EZATIE, Herpes Simplex Virus-1 KO8 -2,
Human cytomegalovirus, Human immunodeficiency
virus-1, JC Polyomavirus, Kaposi sarcoma-associated
herpesvirus &\ o722 ZATHLH. T 2T, & MUAZ
ERETLHDOLEDOTH, mIRNAZI—F§T57 1)V A
DRFIEIDNATANAD L) THDH., Ziid miRNA O
FEEDEN EMEO RNA 7at s v 72 Tnwh &
LHZTRWEDIZEDbNSE. ey, MIBEICER
B $ % RNA 7 A VAT, #2815 miRNA O 7'
YT YTV AT AIFHTE v, EEE, EBV O miRNA
LW, FEAEDTANVAmMRNADYT J LHT
miRNA AiBRAR R B e A7 4 & v — 7 X 0 7 5 RNA
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TREEBEEF LTI FENRTWS. bbby
A miRNA #EA 1L, 8 EMIEO miRNA 7ot v 7y
AT LEFALTWwWREEZONS, 72, Thbo
miRNA 13 H & @ RNA 15 LML O FF 21 7% mRNA % 1%
L LT, AL ARG RHH % I L Ty b 220,

FZ 2 RRJ DB EMET 3E2F RNA

2006 4E £ BV SEBOWIE 7 v — 712 & 0 AEFE
RINHF RN BB 2 RTH LV 14 TORS5F RNA O
AN Sz ™ ZHd miRNA L ) A LEWV 26 ~
SIMEREEORESEZ L > TV, Fikd X 9 12 miRNA
% siIRNA IZRISC L W) BEEKE N LT, TORREEL &
17357, RISC 2Mip 3 4% X2 EHNTOH T, ikd
HEELEZZLNTWS DY, Argonatute (AGO) % ¥ /%
JHETHDH, 2T, miRNAZEDAGO 773 —dD
PO AGOH 777 I — L EAREERTLDIZH L
T, BOFHLWESTTRNA X, AGO 77 3 =D&
DPWLH 7773 —BHARERLTHZ LD,
piRNA (Piwi-interacting RNA) & Mt Tw 5. piRNA
RIS ET L PIWL Y7773 =% VX7 E|2D
W, 9, T AOHE LD BBSFTIFL v, T A
TRET7773) =BT 53D 37 E, MIWI,
MILI, MIWI2 (MISTI) A& &EhTwas 7. Zhbo
FTARCHEFEMIR T, ORISR L TBY, 4
ICHREOSEBRBEICOWTORNIIIMEA TS, #EZT D
I TN ARERTLE, TRTOT —AIIBW
T, ZOFRELEREEIAFEE 2, EEMBETL O F 5
VAR Y (57 LIS HERET A ) - MRERA)
DFEBPEFLTLS, 22T, LIa b AR U5
HoLHIET 7 2 DNA LD A F VbEiRh vy T L
TWwWb, bbb, LhabhT sy 2R VEBOEH
AF I EE N LT E 2 AT 2 &%, BT IEERER KA
DOREHEICBIT AT APIWL 77730 —D&%EEAD
CENTED, [AEAESIE, P avyaowNTOkEHER
PREIZ BV T O FEM s HE SN TWaED, 2556 T
I, DNAD A F Vb v L0, B#ETFEIAZMO 20
BTHATVWSE LI THAH, 22T, vaydaun
IOpiRNAIL, FEAED) E— MEHIHKD 2O
repeat associated small interfering RNA (rasiRNA) & I
BENTEBY, ZOREIREFARTHLL Fa bT AR
YOWBENPSEL TS, $habh, HFETH RR
IZBWTh, AEMEOBEERICENT, BEFICEE
BFERTEOLRNT VAR OERE piRNA 2w
WhEEzZzHNAL ZHIIMAT, Y (YuaAxFXF
BE)TRIEFIZEZL DN T VAR Y BAISLNT WS,
INHDOREBEME AL DX SIRNA TH D, D
IZDNA O A FIUALIZINZ, A N DX F VAL Z D&
EFORGEEACICHE S L Twd 829 ik olife i,
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RS A N LV AR ZIF e &L MO RN T VAR VD
AL SN LD, ZOHLAREEZM I 250120
SIRNA DM EIE 2% B %40 2 L HHE STV 5 30
D UATINZ TBD 2T NE R 52wl tRNA 12DW0»
TTHA L hawA{ I ADDNAEGKIZRNA DT T A
Y=L LTHL S IFAmOETHBH W, /2, V3
TV aNLICBIFAICTRED N T Y AR U THES
SHICEIMT E NI tRNA 2 79 4 < —ICHWTWwA 2, &
FAUL RNA IR & v o 23 DIANC b 7 A )V 2 D3l
WIS AEEREMEIR T RNA W) S L2 b, Wik,
72D 7N —TIEFITHHME O tRNA % FEMIRAT L, Bk%
BT SNz tRNA 5T 2 21T BI2E 72 3399 tRNA
WETANVADBEEDT ) ZZAN ALIRED Y — 7y M A
NIk &) SN H 505, HHWI LI, sz
tRNA XY A IV AD T ) ANOBEZ S 5 2 & AR
ENTWVA5D 36,37)‘

FRREHD RNA TiH5%$ES CRISPR ¥ X7 Lk
#1 U LMESF RNA

RNA Tl v EBEEEYRHRAO Y AT 8 Bbi s
FbvX ) 7Ehs, 2005 F < 5V LN TR
72 CRISPR 7%, BEAAY O RNA T2 A7 L1245 5
LEZOND Lo FERANDS b, Eik
MR TIEA 40% 2%, F 720 llE TR 0% D7 A5
DY ATFLEHALTWS, T T, CRISPR & 13 clustered
regularly interspaced short palindromic repeat D REFRT &
L%, ZTHET A RICHET A —HEOEWES T RNA
O— N33 HIBI ST 5. 2B L CWnW/z72& 7
v, CRISPR ) ¥'— } (A—» 2 J A% —TiLMH LES)
EAR=HF—LIFEINDHHIE (77 -V T T AI FORL
FIZSAD AATVE) DHED R ER Lo TWnd, £
DYt O Eiil2ix CRISPR-associated genes (CAS
EALTFHE) AT %25, CAS #1xF W 1E CRISPR
RNAD7uty 7R zoisdleH) LE2 61T
W5, §74b5, CRISPR ¥ A7 A ZMHE O~ 75 72
Ao, BEEMIBORNAFH 274 (B ST
5L ZANH S, CRISPR EBIZTOVEZEY TR ) LA
? siRNA 12, F 72 CASEHIZTFHEA SIRNA DTt >
7 RBEEEZEATIZ A 2 A Dicer % AGO 7 EWZHIN T 5 2
Ll D (EAY O siRNA b2 5 v X7 ED
RET T TIER),

CRISPR DEREIZDOWT, EHICFELIRTWI ). K
BAWDR T 7 —VHORBIIS L3N L, TOT 7=
DEH % & A7 CRISPR I FORBANF LI NL L F
ZobN5. 9, MWRNA 2= v 5% - OIS
Wb, 225 CAS ¥ VX ZHD) E— kb Ax—
=% 1T O2ELLIRBTTOLY Y 2T RV,
CRISPR RNA # AT 5. 7utI Y 7OHRHIZRAD
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1) ¥— MEEANZHET 5 RNA O RIEETH 5 & & 2
5N A, WIZ, % CRISPRRNA 1Z CAS # v /87 B L ¥
GREERL, COBEEGERFTAR=F = 2L > THELK
DoNzT 7 —=T7 ) AROR—EY YW 42 & T,
Ty =V POOREANMET LI LD, BEIREN &
12, CRISPR v A7 A, BEHELRZT7—TRTAIVA
R BORT L7200 TR, MOMBICHRERT A2 L) %7/ 4
OAFEMEIH L T oG H 5. 72, ¥
HIZEE RO —>2 b LT, CRISPRIZESL /27 7 —
VORHD—E% A= —& LTI AAKR, KA
Zfi 2% 2 e KD O —F, i, CAS ¥ v 8sH
A7 WAL Tld CRISPR RNA @ 7t + ¥ » 7 % RNase 111
DT> TVD EDMEND > 722 BERAEWTHEH
AW Td, T RNase 111 &9 BEFE O I35 45 7 RNA
REETLOICHENEMNEY O TWE L) THAS.
SC, BFICFELVWEEPROND YA 7T AR
RNA-Seq (RIAC Y — 27 = 03 % v 72 RNA EHT) & vo
7o FEL, MIE OESF RNAIZOWT L IEFIZE < A
BE2L7-51L7 BboZ7V—7Th, REBHO#EO)
DHFRGATTF TS T RNA O MR 72 fBHT % 3 7295,
ZOME, KEEZ EIEFICR RS T A AW
BWThH, FEFEFLHLWES T O RNA 100 fELL_EFF
L, FF20RI2RT 7 AICREELTWwWA T 7y —
AP SFEB L T2 DA, H 10 EEIEH D & 5%
Mo TH HIES, Ffakh)., 22T, 7u77—VMH
Wb TAHEST RNA £ Vvio2b 0P8, Wi FTHRRT
k7-HCE (K4S RNA /550D, EHC (K451
RNA OFENIZ % 50 #F 2 5 ETHHWES Z R4t
LT EIEDN OV W lownw I b O T RNA I,
T =YL THTWDEA I ?HILVIIKEED
TR AFNAZ EIZLVEFN DAY L
WA R BRAELRDS O Ty — VHEBIC IR 0L R
MEBLTBY, FUVVFVOT 7=V RFEIETLHI LN
W7 720, 207 7 — V25T RNA # 835 2 0 F
MEVH ZEBBIRTIEEGL OB, F/2, 2O L) %K
1 RNA (30 CRRE SN TLARES LTV
W7o, LR T T —F S RENTH Y, Zh
BB O v, ZALRBIRTTH ) 154D L
B SHEAWEREEI R EN TV DL O, 707 7 — Vi
H 5 5B 5 KWL T RNA @ 12 DicF Th 5.
DicFIdFoFA oy & LTHEEL, 01260 HEILRE
JEOESF RNAICTO LY v 7 &NA. COYMRIZHLE
7312 RNase III & RNase E Téh 2 B4 $7- Jn
v 7% %I} 7 Dic F RNA O & 72 5 00%, KiGHE
OMPBITZICEE T 2 FsZ TH Y, FOHEE, FtsZ
mRNA OMRZHET S 2 L1225 9. % DicF %38
FIBBL S 72 KIBHE T, MIEsRFHES NS 72012,
BAMO7-HoORBIMPSBE SN, 2T, 77—

(VA NVA EE6L&E 1,

BRBHE 2SR EE W20, OS5 RNA %A
HLZDZEAI D 2N b3, 7u77—Vk%ko
BAEOHEE,» S b, BEOREESLMTIZT, DicFidd
H—EDLNVTRERBZHEITTBEDES S % ? DicF
RNA D4 FHERE L 515 7201213 ) A LRI A A A ) Z
ITHh B, Tz, wIEICHERERKS T RNA © RNA-seq
DT bit, AFEICBWTH, 707 7 — VD S
53F RNA OFBID S 5 2 LSR5 N TV 5 10,

BDFRNAICEBTAILAR
HEOHMEEZHEEY 254

INFT, EGTRNAICEIYDIANZAR T 7=, F
I N T VAR OB S5 KO % BABNIZO
WCIRARTHRA, TNHITAERNTERICMD > TV 5 >
AT LDBTH L. FNTiE, K5+ RNA #fioTAL
B ANV R IO & G ZEY e 50725
AIM?EHITIE, ANLWAREST RNAZHWS Z & T,
EFEMETH L MERLMEONES 2> ba— 52 &8
THREZR DT RIEA )0 ?

A DMREICEIESL 2 5 DI TR WA, 2006 4£12K
N— 73— KK 5 Herpes simplex virus -2 (HSV-2) %
WAETHWRAOBENRE SR TWEY, 22T,
HSV-2 1 HIV ERA=OMBIN T CTH 5 DT, K%
v L7 HSV-2 Ofzfi % B < 2 L&, HIV O BEGedhk % B
Cl-DICHEBT A LI b, FEHSIE, siRNA #JF
BERETHIET, v ADER T EHEEI TR L
ZOLBEOMBBICIY AENEZ L, T2 A7 Ed 9
HEHEEA L 72 siRNA 2580 REYICEE & § 2 BIn T D5
BOER) 2622 A0Sl 22T, HSV2
OULT #EF (o Xu—=TFF X7 HET—F) %
UL29 DNAK A& v 7 8% a—F) #fENIZT 5
SIRNA Z# w72k 2 A, 2O~y 235 E D HSV-2 %
e b EINT-OTHAH. T, #H:L47% siRNA %
) FLBEIICHEHESETR LI LT, L~V T, A
WADKENLERNONDREEEZ R L TWD. ZO—F
T, HSV2 OB TIZ 7% <, ERMEE W) ST
SIRNA ORI EPRER T VHT THo 722 LIFHO LW
7259, ZIET U F s ARNARY KRPF A A& HW
B[R LSRN EINDL I EDL v, BEIL, ML~
TIEIREDRDH - TD, KL LB L., Wb
W2, [KT7y 77U —] ORERD L.

FNTIE, N7 FUTOL) REMBAEYEH VUL,
ZNOHMBEANTATORGTORNA Z58HT 5 L9121
A EN AL ZOMVICEZ A0, 4D
WH7e 7 )V — 7 CIERIG R O B 5l 2 #0135 X 5 2% A TR
FRNA #5835 &9 Y AT LA OMEIHRAZ®. B
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Many reports have been accumulated describing not a few microRNAs (miRNAs) in eukaryotes
target viral genomes, whereas a number of viruses also encode miRNA genes. These small RNAs play
important roles on viral infection and their replication. In germ cells, another small RNA, piRNA is
reported to repress endogenous transposons. Furthermore, CRISPR RNA target virus/phage
genomes in both archaea and bacteria. Therefore, small RNA is deeply involved in a broad range of
biological defense systems. This system may be applied not only to control replication of viruses or
phages but also provide implication on regulating the growth of microorganisms including pathogenic
bacteria.



