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WE BTN NBIERAN 45%, SRS DRk T ERIBEmM. —5 0% R F IR A, enm
YRR S| K. KU st (long interspersed element-1, LINE-1)4& IA-7E NRFE R4 A A DL E— B A 3G ME JE6E B B84 8
AT, JFReN-SHE A B o7 8. Sk, LINE-1 (IWT90H B ssm, ASCHiR T LINE-1 FI45H . &L

Tl SO e DAL (500, L e S5 A 20 A i X LINE-1 I FRBIALED. i T LINE-1 5435 F U 0 e o s A AL 2 Ak, B4

GRENS N 1 L HUR T AT TR 2.

XKgEA  LINE-1, %)%, FER4, PRE
FRSES  Q26, Q31

4 JE-¥-(transposable elements, TEs), f&fRRELE
FEDRIZH N BEE DRI 2H (W) #2 301 DNA v BL. DNA Jr Bt
IR # B PE B S HE T 1948 4F, EEBfL XK
McClintock 7ERFFT T KA (B R R R v R 0 13X
—IRGW, e R G R AR S ) I ARAE T R A I
AR, N BP0 7 14 56 BB A T %%
G PET 4l T NREE R 45%9, #E—L R
T (R

PRGN CHFART AT, X
RERAFFEmMLE R, & “E¥% DNA” . SRl
FE A AR B T AR 3R T b 2 210 “ %
W7 WFICRWL, e R A R DR A A B LA A
SRR T EZER], R [RIA A B 2 1) 45 84 0
Feoe MR AR, R AE = EAGH 2 R LSk 42 ol
RIS TE, A B SRS, SKELT AR A
K7 P, AT AR R T A S R AL
X AT L R AL S A D e A R E L

B R 1 P e e T 2 23 4 DNA %% J8 -1 Al
RNA $Z /1. DNA B 1 b s NSREER 4L 3%,
VIR RIS PEY. Uk I RNA % JE - X il
FLhY)HE A RS AT e A B g, o
WE— H A H 3 5 R s 1 K BT o A (LINE-1) 1R H
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W, AR LINE-1 %% J86 1 06 5k DR 41 5% i e f
GURbRE, & FNAE BRI LINE-1 %% 83 AL
HEAT 2R

1 FEFRIFEEF N LINE-1

RNA i1 XRR AW e s i e -, g “ 5
) - R 1 Oy AT R R, GBS RNA, T
Wi DNA A BIH AL E . AR REAT 4 1
T B S5 Re i A5, W a4y 3 E
B JREIATAE H R ). S I I S R T
AJ F43 R 5 KK i #5741 (long terminalrepeats,
LTR)FIANE LTR {35 5% e85 a1

B LTR [R5 s JE 1, SR P9 530 7 5 g
B, I ANEEENALN 8%, IR KILEATEME.
SR, B AEMFLA PR A PR, n B it
A 7k f-(intracisternal A type particle, IAP)F1 5, D 714
U8 S ¥+ (mouse type D retrotransposon, MusD)!.
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4 LTR 0 % 5 4 s 1, BRI #5040 78 14 (long
interspersed element, LINE), § AZEEEKIZ] 21%5,
o A LINE-1 &G, AJ5nt S 41 7= A 5
KM, LINE-1 fESE A A2/ T 20 1.5 12
L AR NIRRT 3 DU IS 500 000 4>, 294y
NBIEHRAI 17%. K45 LINE-1 3410 #SA 57 %0
B BRI AR K, (RO 100 A5 D
5 5 e Dy e e,

Ak B T2 2 Je 1) T B i B e A A R ST T A
(short interspersed element, SINE)F11¥ %% 5% {5 J&
(PR 0 T BGE ),  BEFIH LINE-1 4l 1) &
AT i e, T NREERA I 13%, B AE
Pk, A SINE XA F534 Alu X051 SVA(SINE-R/
VNTR/Alu). Alu 7EANGEEEFIZH P 10%, 4 4=
HAPEHTA Alu A5,

1.1 LINE-1 BY%544

LINE-1 &2 K4 6 kb, A 4)2k 5'UTR, PANIF
JREASHE ORF1 A1 ORF2, DL 3'UTR. 5'UTR &
AN RNA KA T RE 301, Rekia M
T S i T AR sk s 5'UTR Wk AT — AN 1) A
T, FEE A SOX. YY-1 Fl RUNX3 3% K 111
S5 AP, 3'UTR B8 — N2 T RME 5 Itk
BEAE K LA EI 2 I R (polyA) B (K] 1a).

LINE-1 sk A A —A, HI4K 1) LINE-1

RNA, & =& B f 1, fig % ik i ORFlp M
ORF2p HiME 4 )5i. ORFlp 42 40 ku ] RNA 45 &
WA, WA 3G, 40 N 3 ) Coiled
Coil 45#J38(CC), ¥ RNA A (RRM)
C ¥ 45 #38(CTD). CC 4 ORFlp F & i P E X
fl) =284k, RRM HI CTD % RNA &4 4 %
fER. ORF2p K/NA 150 ku, H AT N V) i
(endonuclease, EN) o # 5k liff (reverse transcripatase,
RT)¥%PE. ORFlp A1 ORF2p H. A5 il 28 45 & % 1k
FPE R G L S D e AT RNA 24540, JF—i
NAZREAT I (B 1b).
1.2 LINE-1 B9%% EEHLH

LINE-1 ¥ 19 4% 5% &% e J7 SRR 4 58 17 410 51k
1%L 5% (target-primed reverse transcription, TPRT).
4%, LINE-1 383 ORF2p (¥ EN 3 ¥ 75 4 ¢ %)
5" TTTAA 3'1f1 T F1 A [H] V) JF DNA (15— &8,
JERCE ) 3 F23£(37-OH).  LINE-1 RNA @it 3' 5
(1] polyA 5#l DNA £ V)% M JE & ¥ TTTT-OH 45
Gy FELLZ N 51 R s il — 4 DNA #E (1 1b).
FF, 75 DNA W58 4850 U F, JFRANIG
) DNA BE R BB B 51— 2% DNA BE. LINE-1
SERCEE IR ST, 5 Ul R G AN R RE FE AR, 373
1 polyA J&, i AMK LINE-1 541 P i 4 47 K JiE
ANEE(2~ 20 bp) [ L7 51| FE AL (TSD) 691,

(@) 5'UTR EN RT 3'UTR
P ORFI W ORF2 A0 B
TSD TSD
LINE-1(6 kb)
(b)
\/ DNA HIEEAY . 21 2 &M
=J; ORF1 @ ORF2 m— AN FERIA
FEH A
—%AAAAJ-
AAAA Trexl 2 ==
ATM
ERCCI
A A%
I Hu T
ORFIp ORF2p

RNAi
%MAA p—— apoBEC
MOV 10

Bl 1 LINE-1 B9&5#). 555 A B 4R e R HI1 40 %)
(a) LINE-1 [P 4544, (b) LINE-1 192575 & 3 K 41 B BRI A LI 41 (A Ak oR).
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2 LINE-1 xf & F A B 2200

LINE-1 %% J8& -7 76 55 DR 4 b K 047 A8 Fp st B
AIENE, ORI A Faoe P R BE R Rk 45
BIIERT B
2.1 LINE-1®#E&EHFIIEE

LINE-1 754% Bt bR T 58 i B & [ = 2 4b,
W R] s MU AL R R (R 37 ). X
FEH TR BT polyA KI5 S ThAER:SS, LINE-1 #%
SN, SR A T kI B 98 1 1A S g e ok
AJEAR 2 e 3P AUI N, XL P A AR S
LRSI P ESR. LINE-1 (3 #3024
AR SEIG A FESE, S Hr R, AL 4
H10%~20%[1) LINE-1 J75IfEREAE 3786 37410,

LINE-1 3B Alu. SVA SZELHE R, A FLH 4
AV 2 AP A0 M 2N T ) mRNA
FIFH LINE-1 HEAT %% a0, R4t/ K BRI 37 1
PR, T T RICTIREMIIE RIS DL, B i
HEA.

2.2 LINE-15|RERBNTIZE

e A4 N B DR PR 2 1 i g X i 4 X v
RES R IE R ThRE Mg, Har CoRIAT 65 fil A2
WA 5 LINE-1 J A F 1) Alu F1 SVA #fi A AH
5, HgEEN I LINE-1 FEF R4 A 75 X
et firr, HRHEN, K2 0.3% 1) N 2878 5 a] I 4]
T LINE-1. Alu il SVA {4 A4,

LINE-1 1 Alu 146 AN\ 38 fig 38 15 FE A7 55 16 )3 51
Gk, XIS AR S O SR B0, JERE
Je N B BRI FE R 21 P A BIRIE 5208, 7 AR
RSN, KZ 2%IF) LINE-1 #i AF 0.3%[1) Alu 4
N2 PEBRL 51 Bk, B R0E, LINE-1 §6
NIE IR Bl e 255 | . Paddivl, fER
KRR, B ILAT 45 000 61155 e T3 N 51 &
LI, ATREMIES T > 30Mb FrZE A2 3 41,

i1T LINE-1 5 Alu 7632 A7 70 KR 15
UL, e P 1) 2 0] 1) Sre i 21 R 503 DR A (1 &
¥, JF51 & %M. LINE-1 ) ORF2p W) iEPE4
% DNA XU, S IERAB/ARE, HK
Az SRR R i EA 04,

2.3 LINE-1 ZnEEzKIE

LINE-1 %% J8 -1~ g i ik 22 i b 52 i B 30 256 [
[F)#1A5. LINE-1 [ JE 318 R 0 J3 3 R 8 3
) 356 PRI R 55 S @); - LINE-1 [ polyA 2 i Bl % 5% (1)
PEATL AL, TR A BRI AR N T

LINE-1 BE5ZM RNA [1E % 87 4%; LINE-1 & figid
Tk SR L P 471 1) R A 2 A8 T 5 B T R e £
PRRAS, AT i B SR ER () e 5. MR FLah )
Horp— 46 X Qo @ B A e Im e, FROD X 3
AR RS, PEHEN X B kb ¥ LINE-1 fg AL 34
A/ SRR DU 2.

3 ZARERT LINE-1 35 B2 & 1R PR &

P YR T I 22 AR AR N R 2H s S, Bl
P I — R BB AL R il Jae, T m)
FAFRA . H AT SCHER 9 K e 320l DNA L
oy SR METERIRAS . RNA 3B AE H]
TAX R 1) Dy Be 8 11 R H5 Bt LINE-1 1) 5 88 3% 1
(K 1b), HEFra fufass.
3.1 DNA HEL{EIR

DNA A AE M 2 W LR EE AL R ) 1% 1
R SR AL e FL3Y T, DNA 4l
P EEE CpG XUZ TR T M mERE ) C5 A7, =y F
FAGIR BT X 10 CpG I el s, A Hb, %
B A T SR IRAS . I 40 rp R840 R
KAL) CpG #AL T ¥ e e sirp, Dk, 2%
P, DNA AL R 1 3 9 R Jie 1 i i3k
A R LA, 1] DNA H3EALJ5, LINE-1 1)
s KPR ETHRY. a7 DNA HE R4l
(Dnmt) 40 g 7 % B0 LINE-1 5 TAP (9% e yi vk L
FHEL R4 B DNA AR SR 510, I
IR B LINE-1 (R4 H 564k 5 s 1) R A A7
— EAH SR,

HH ALK DNA J3 315k 5242 20 8 11 25 Sk
filf (HDAC) >k M0 A8 G (1 i 25 K, AN 32 ol e i 4l
. MBD(methyl-CpG-binding domain) & [1 % % fig
EHIEALN) CpG [P oI 44, H 554 HDAC 1R
RUB R AN 4 . Yu 52K B MBD 5K
TG ) MeCP2 £ 1 g 41 LINE-1 [¥1%%3%. Muotri
LB I, FHER MeCP2 /N, LINE-1 fE4fi4
S Hf b 1R e s S KA B, JRAERYE T
Rett 545 i (HH MeCP2 ik K 58748 51 )i A AR P 1)
41 B 2 B LINE-1 ORF2 (1)FE 41 B 8 22 1) FR 4,
FEIXELAN i LINE-1 Fr%% Re s 5
3.2 HEREI

YR B RRE RS B 0 SRR, TR
Bk, A EIREBEIE L LA A8 1 ok RIS JRE 111
sk, ZHERH H3 Lys9 )= FF A4k (H3K9me3) fig 5
A G 0 T TR s, o) Btz R~ 1R 41 ol e A R A
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. Martens Z5ZPUE Alu #1 TAP 55417 & F H3K9me3
)& % . Maze 552K 3L AT K Kl (cocaine) fig B 11K
LINE-1 % %1 ] H3K9me3 & £ 12 )&%, Jf 5] &
LINE-1 [k /KF- E T,

YE A S 8 115 DNA 455 hg )
IR, fRHERE s AN, AR AL L)
REMiRI L #5 5%. LINE-1 (9330 T LA P4 SOX
FREE SN 7 IS5 A AL, Muotri S5PVRIL,  Sox2
TEAR S FT A4 B eI LINE-1 (5%, RN
Sox2 54 & 1% LB AL HDACT JAEE 4 Ui ER
ff) LINE-1 J3 3l F. #Milil k1 Rb fe 55 5%
K¥ 5% B2F AHH AR, JF 554 HDAC X #% 5% id
0| . Montoya-Durango %5 P94 1, Rb/E2F &
HWRES IR & N JE I LINE-1 3 30 T A 454
I 3545 HDAC1 1 HDAC2 47 i LINE-1 #% 5% .
Garcia-Perez Z5BVK L, LINE-1 k45 3L [ABf LINE-1
AN Al L R 4L 5, o g B e Bk
JEfgiE s HDAC 4617 TSA Ab#mk &, bt
B 5 LINE-1 #4547 /48 1 S KK |
T+, H3K9 [ R IKF R BRAR G,

3.3 RNA Fift

/N T # RNA (siRNA) A 351 & 1) RNA 41
(RNADIBIEA R WA 2OCEZIER. M5t
NI EE, HLARP S 1n) 3552341 RN S e i =)
S B PE AR  XUE RNA(AsRNA) % 18 A VI Dicer
BTk 21 bp A2 47 1) siRNA, JF5 RNA UERE &
YI(RISC)H' ) Argonaute 5 FIAHZ A, siRNA H i)
THHFYRER) RNA, it RISC B4 RNA FA#R.
Dicer # siRNA [T 173 B2, 78N AR 4 i
HKs Dicer bR < J5, KIL LINE-1 J IAP %% 5%
ARS8 R, BHAA P (1) RINAT ) PR il 4 J38 ke
FIETA/E. LINE-1 /) S'UTR 547 1F 18] M % )
AT, AEWAS T ) b A BEHE S Y RNA JF I K
dsRNA, ZET#E N T Rede ) T~ 5'UTR ) siRNAPL

Argonaute £ 1 5 % v AR 48 )7 471 [R5 1 23
Argonaute & I H1 Piwi 8 3, 5 Piwi AH BAE
F 1 AE 4 5 RNA FX & piRNA. piRNA K & 2l
26~30bp, KT H4E RNA I HATF 25T Dicer
I IEAERIIWIIR B, piRNA 76 AL T 40 i
X} e JBE - I YTER BT, /N ) Piwi R R
F5 MILI. MIWI Al MIWI2B¢, MILI A1 MIWI2 [T
el Kty 25 LINE-1 %6 jE 3G v LT, ¢
73T I 7 DNA Ak SR i i) 5 g 1143,
BRI U B MIWI B GE4IH] LINE-1 3P, & RE

X4 HE T I mRNA HFEHEA T D) E)e,

B PR TAELETEAN N RS ) R A s A B R —
R, PRCAE AR B A0 M P OB SRR T U . s
b, BT A siRNA AT piRNA #%) 54 s 1 5
DUBRIAEF. siRNA [R4E FHAR W] REAE T PR B 0] B
o P (P R SR AR AT AR R R — A, T
PiRNA WU ] BT[] T 5 458 A A A5 400 ) Jaig 091,
34 APOBEC Rik&EH

# 5 55 11 B mRNA % % I (apolipoprotein B
mRNA-editing enzyme, APOBEC) K ik /& — 2 fifg 1%
e i S, AEid i RNA A/ 5 DNA 1 C #] U
1548, [ APOBEC3G HE % 3 4] vif 3 X B f
(9 N 9 92 Bk [ 993 25 (human immunodeficiency virus,
HIV)Ifj %52 5<7F. APOBEC3 fEMG A2 b R —A
FEDA, AR R W R T A, Al R A
A3A-H®, TR BL A3A. A3B. A3C Hl A3F #fE
X LINE-1 %% pe i e i, A3G B8R IF A #
LINE-1, XIAe0] & N Alu 98 B, BR T 0k
LTR %/ 74540, APOBEC3 %} LTR %% i 1 (tn
FUUE ) TAP A1 MusD) A BB i/ e, R
S T T SR A A TR PR LS R EIE, H
APOBEC3 WKy 7w AH—3, K T APOBEC3
11 B i) A s e e - R B EE A

IS WIS EW], APOBEC 5 (1) Y3 4b—
%, APOBECI %} LINE-1. IAP F1 MusD 4440
fER, BEAR AU APOBECT #I4E FH FE+ 70
F, (HMEIA2S APOBECT fHIR 143 1] 2,
3.5 RNA fZ5ElE MOV10

RNA fi# Jig i MOV10 (moloney leukemiavirus
10 homolog), #& RNA Ui 2R 5 & Y (RISC) 1 41 %5
gy, BRI R PUR R D) AE. MOV10
fE5 HIV ) RNA J Gag B 1456, I e 5,
BT BT 5EER H, MOV10 %) #% 86 LINE-1. Alu
S TAP B B AT ) 4E H 500 MOVI0 g 45 &
LINE-1 [#] RNA & #& 1, &5 PRCI (polycomb
repressive complex 1)[FJAHICH FIAAHEA/E RN, 4R
1M MOV 10 %% e R HLI A Wi, A fpadk—28
9T,
3.6 DNA MJIEE Trex1

TR AL IR 5 | RN U TR 2k, LR
T8 I A G I N PR NI AR IR . HLAR U =
HERAZIR, Wi )% 1Y RNA & DNA, &g
Sl ;e W ? Stetson ZEFVE B, Trex1, 4
B Z ¥ 3'DNA V), BRI I U1 % e
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TR L S AEE DNA, Bk LRI I N IR 25
Sl B 5 Gy, fE Trex] LRGSR/ R,
FL0 JUE 40 P K fE BB R (1 PR E 4R 1k DNA
(ssDNA), I = % % LINE-1 Fl IAP. i % i&
Trex1 g 24 B&AK LINE-1 Fl IAP [#)%% .
3.7 DNA Bf51E 8B

227 1R | I E RPN ATM(ataxia Telangiectasia
Mutated) fiE K 3l DNA XUEERT 24, FEE R e
YK AL # A5 S5, 0T 3 3 DNA $i 414 & 08
B0 Coufal ZESVR I, £ ATM BB ¥ 40 i
LINE-1 (W45 fege I3 2088 5, JF7E ATM L DAk
(0975 NI 4L ZRRE A A L LINE-1 [/)4% DUEL L IE
N

ERCCI/XPF 5 — 5 A&1Eh DNA W UG E i
TRV EE TR EZEM. Gasior SR
ERCC1 ZHEHFA M40 i LINE-1 [¥ 55 )88 75 1 0
T BB B DNA 30515 538 5% 1 A7
YE4 LINE-1 (¥ BRI R -

4 BESEHFHEZENESE

T A SR B 1 A 3T ) B0 5 30 A o e R 1A AR
ZAb, FLL HIV-1 A, BT E . HIV-1
AL A B EEA R N LA B R A
i, Wifre, Rk, BEEHRERNA; G
S AR, AR5 s i BE RNA 6
TREREE (5 00 A8 BN (12T . R JSORI 3.
o, g5 EE R N 40 RNA 06 20 28 3o 30 5 S Bl
cDNA, JF3#4 N1E EIEHAL, Bk A Aets ¢
B BIPRSERE, 5 LINE-1 (s sk i e ik
FERG R ARALL. BFFURET, EFX HIV-1 2238 A 3%
BB, fE WA AN HOILE]. QA e
THFE) TrimS5 259, 1A% 5% O Y SAMHDI
T AL S AN BERE I Tetherin £ 1945

DNA F LA 2 A 5 o 4 s i 2 (1) B ZE L
). I IR IT R W] DNA LA BE S8 O] 301 1)
HIV-1 [fJ3% 4k, MBD2 fl HDAC2 H&4E T HEAL
HIV-1 B 8 5 FI A ™). 1 i B mm 2l
R RANE] HIV-1 %655, 41 H3K9me3 [AlFf i
DUBK HIV-10, AN D1 e 55 4 25 S WAL R R
FIH HIV-1 B s, 15 3 RNA THhLH B A
HEPUREEDIRE, HETC R, 18 ERe A6 T
A1) miRNA FIYE TR EE) viIRNA SREE (7] T4 25
HIV-1 [f] RNA®, fij— 28501 LINE-1 % 3 1 (1)
AR, W APOBEC3G Al MOV 10 25 A7 %54 76

Vif B BB AR R HIV-1 (6. Bkl 0L, 1
TN BTSSR 445 a5 T 1E AT
(PR LINE-1 2 e v P iR L.

A A R BRHIALS], LINE-1 347 340 1 A
RO BTRIL L, DRI B 1 A R ) T ARARLT)
15 E PR HIV-1 WA — R A HUp LT R
T E R H . ’HIV-1 19 S =80 X7 (trans-
activator, Tat)AesFE41HE 1 O (HAT)K &
WAk 208 1, fREEREE k. Tat iR Dicer
X dsRNA [#] iin ., TAR (trans-activation response
element)RNA fg 55 Dicer )% B Xl 7 TRBP 454,
i miRNA F9 728, PR HIV-1 fe k815 1
RNA “F#e1. HIV-1 [1) Vif 8 g 55 5E B3 2 R iE
MR A% APOBEC3G #1712 4k, #Eimimit
B AR AR JLR%f#. Trex1 RE4MH] LINE-1 (146 B2,
HIV-1 #1HF) ) Trex1 KFEAK A £ ssDNA ) 716,
NI 575 | 4 T 0 R TR

5 ZEEFREE

1988 4F, 8 AN BEAT I 2506 R 1 2R If A 95
I3 N FRR L LINE-1 48 A AEBE IR 7 VLTI 26 14 A4N4h
BFrhe, %A T LINE-1 76 AN KL b B2
PEIR. S 20 2RI T A A TR LINE-1 /5 7 —
SEI TR, AR, AR T BOMAS 2 L FRAT]
AT fif LINE-1 PG BEpLg]. i, B8R LINE-1
B PR TR R G0 (AT 5 R AL 1S BRATT R AE AR o
B4 i 2 PRI LINE-1 [R5 By vk, (R e
ST TG 40 AR R ORF2p 1300 6 5% 4 45 3%
PE.TRINF,  FRATT NG T BT A A A0 R i T 40 e
AT BR ) LINE-1 351, PUAERL R & LR b A
(R — IR KA DNA 25 F AL 2 LINE-1 k2%
T2 ZE, I LINE-1 % s ey ks a4 2
IEAb, LINE-1 76 A [A) A 4h g b v o fi] 2
LINE-1 5845 2 KA DCPE 2 SER AL Rl it 58
BAEFATT T A 2] LINE-1 £E A [F 4 Fh 5L 41 b BT
Eel, B2, e A UL E S51E
et e 2R, (HE, LINE-1 [ IR AR AN i
AN A A R TR AT TR 2 2 T Ah Sk
JE A R NAR T 38 5 ESE DAL 1K 2 TR) I, 40 4 61
LINE-1 %% J & P B L AE A W Bl 3 s, AR s
¥ 5 A EE I C A MOVIO %f LINE-1 % i
PERIFIE S RNAL 4266, A1 Bl A %) LINE-1
e I A3 - HE ) 2 E A T SRR N, AT
NIEHEIR A A B 55 2% 1 A ANt A 3l R 2 A T iR
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ZIR PR, T DM BATT S A i DR HUAA L 5 R s
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Abstract  Approximately 45% of the human genome is occupied by transposable elements. Transposable
elements have had an important impact on the structure and function of human genomes. Some of these elements
are still capable of transposing, and their movements often cause diseases. Long interspersed nuclear element 1
(LINE-1) is the only active autonomous transposon in humans, and it mediates the mobilization of nonautonomous
elements. Recently, great progress has been made in understanding the biology of LINE-1. Here, we briefly review
the structure of LINE-1, the mechanism of its mobilization, and its impact on human genome and human health.
We also highlight the mechanisms that host cell has evolved to control LINE-1 replication. Given the similarity of
the life cycle between LINE-1 and retroviruses, the LINE-1 research may also shed new light on the biology of

retroviruses.
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