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NHEE AR R RIET

Xgo EHEY KEE

(AEstBERCE B AR, b 100083)

W' ANFIEH AT 35% LA LIS HE e 1 1P 8. S i 81 0 5 N0 (0 B AE 0 Y. AR E R 401
I R —— L1 RS R NI A TTCEHE,  JES RS R (AT RNA S E T R SR )
BTG PE. L1 n] AR HE 5|4 S U 5 BB O D Alu S5 JR 1 Tk S S 7 T RER AT L1 e e 5 il 119

S I A TR 77 4 e

REIA R, NRIERAL, NAHN, S ok e

FRaES Q527

AR KA f1 A S A 4 e 5 00 5 B e 31

B, ERBASIER AU 3% K751 ok 5t 1

JPol, HAR¥ 2 < TGH” DNA ( junk DNA, 04§

T RS S MATARE A . ]
RER 1oy N IE LR T B 1 35% LA BN

1 ALEFEBHERTEBE S

ARG > 51K ke B e e 5 sCAN ], N RBE DR 4L
RIAT e B sy AT RI 40 =28 DNA #)87 . AE
VB Jp s i Py A R it .

DNA #: M ¥ ( DNA-based transposable
elements) 540 B ¥ M 45 K SLL, PR i A S ()
575 (inverted repeats, IR), N 34T 5% e 65 4 1
JF4, ILEI (cut and paste) BE I (copy and
paste) JrCHFATHGE. fE NRIER 419, DNA ¥
FEFZ10 1.6%"™, Ll < KT 4> (mariner
element) f5z 0% WL, HUAR N AR N H R AR R BLIE
PERD «KTF o, Tvies 2EWFIT 45 RAE R ANEN
AT REAFLER T DNA #6881 Ivies S0 AU S0 2
o 7 [) e D) 2 R R T )Y B P RS LR,
BT —MBRNL < KT SR — <HERN
( “sleeping beauty”). ABITRIH] «BEIE N> )% e
B EHIVE AT B4R (helper) [R%4, 5 4R
Fi pT/neo (i -1 J¥ %) IRs J¥ 5 . JA 81
FARE LK neo) IL[H 444k HeLa i/, 7 G418 Jifi
3 HH AR AL A0 B R DAL PG Y neo JEFPH, 5
W] neo ZEAI L “ BYNG” 3| HeLa 40 s (044 .

32 M s e s g I Y (‘autonomous retrotrans-
posons) N s 5 i s i 4 B 7 4, 3k DNA-
RNA-DNA J5 sCHEAT G )R, BV J38 - s = AR AH Y
) RNA, FFZE00HE 5 4 OpT [ %% % 7 DNA JF 45

FIIE A b, MR 450 A T K K i T F 5
(long terminal repeats, LTRs), 31 e e 5% 5 g
TR LIS 28 & LTRs 0§ 8 7 A&
LTRs B¥ e 1. A& EZ 1 LTRs H EME
S e 3 B IR 1 g N PN U Pk 3 % 395 7 ((human
endogenous retroviruses, HERVs), % do1% ~
2%, BUARIE AR RIAKN HERVs FLAT J 5 ki
JEfiE 1, HE K HERVs S A7 260 15 M R 1A,
PR NN AT REAF AL 3G P HERVs. A% LTRs (1)
B P s e s B e 2 O KA S5 (long
interspersed elements, LINE), 215~ 7 kb, N
L1 AREERA AT 10 TR L1, 200 57
SR 15% e A1Y, EBAATT A-T BARK. L1
AL FARSF I — AN IR KR, 5 . 3 ik AEgnis
[X (untranslated region, UTR), {5 AN FF i
fE (open reading frame, ORF). T 95% LA - 1f)
L1 5 sifefehk, HA 2947 10% L1 & A7 75 E 1,
DRt LA P 9 A K B IR S P 1 L1 A b Y
Pidhi vk N R IE 41 2945 3000~ 4000 473 L1 B A
AKIFH, FTRERA 30~ 60 4 L1 FLA R
FERES). HRTCAIL 7 timtk L1

e A AP CH ok ¥ T ( nomr autonomous
retrotransposons) {5 if DNA-RNA-DNA Jj iU #%
JE, AHA S ANGegm a5y, DA i A 200 A B I A Al
ARSI e . IX A H I F 41K 100~ 300 bp,
P EOEECH Ty, NRIER A AR B 4 S
SKEEPE BN Alu KR (70 T /a4, i 10%,
EEG AT G-C WX LS ik K

TR RIS I T A (39930170).
IR A
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(processed pseudogenes), #ikJHEH LTR, Jo%
A AE S, 5 3 s KEA 1 poly A BIF
HISOTHRHEI, Alu 2R B R Sk e T
JRE T 7 01 P 395 e S A1 T il R VR T L1 gt

BT NRIEDRNAL 5 A7 51 S e e e 1,
174 UL DAL PP SRS T35 P L1 43 3 e e
L1 A SR i B Alu S5 9E B M SR SR A i
B HHTIA L1 R NI IR 4L i 3 5
f ('master human mobile element) ",

e )3 1 (1945 5h 55 R AN BERZ M ARACAR K, i
HEE Rl 1 ik 7 SR 4128 DNA 437, e
W RA R, P AT RERY L S 4T iYL f5 R
S s W T8 138 5.7/ K7 B A (R 2 L DS R b i A et
JEHE 2 KA R 15— B g >

2 RERFEETSAEXRRF

1988 4, Kazazian AR LVOT i VR AIE 52 g s g B JAB
T NRBUR MW AR B AL A AT AR — B 2 58748
9 L4 N 0% I A7 VIBE R A, BEL T R R
&, IR TIMA A, RS, AHARAERE DA 7 VIS
Bl (1 #) . Duchenne B! JJLE 78 A~ B ( Duchenne
muscular dystrophy, DMD) AE[K (3 i) . 2 &1
25N (adenomatous polyposis coli, APC) A&
(LAl ABERETAIER (1) ORI T HAh 6 Fh
LUAEA R B, o 5 Bk A 1 A2 5 40 i sl L 30T
Fa, 18 (APC L1 FE) KAET W
FEAML, P2 L1 RO s B PR A1 W BEAE AR 40 i
LR Y (i I

L1 A BUA LR S5 R R A

a. &R N R B E S0 EAARTE], 358 43 5l
NV T AN [ 4 5

b. iR 8 Fidli N Berh, 7 B B 5 AT
538 bp~ 3.8 kb BlZk, 1A (B EREAALKN AW
L1) BATEKFH (6.0kb), [fififs 8 B L1 FrEL
FITICEME (ORF) H5etf Joht, BiWIsA T Bn]
ey AL A i vE. Har o KA A K5
(1) L1 46 A v BURES MEAT e e

c. L& 8 FliEA v Beh, 7 M E T L1 OB S
Fiif Ta W, RYIEPE L1 ATHEEZRIET Ta W
K. Sassaman 257 PIE R R4 B 13 A4
KFHI) Ta, oo 3 Bl AT #4751

Br L1 4b, Alu B2 A 28 550 19 X 22 —.
1994 4F, Makalowski % '"1 A A J& DNA J5 41 4
PE G ARG IS X h 1) Alu P31, 45 RAE 15 FhAR T
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SRR TFHRREIT 17 MEA R, 3R ak
IMEGE Alu. BIHATA I, 2K 9 M4
Aln A BEE N BRBA K. Al AN BER A
TGN M sk R F M. Al KEFH Ale
Sh1 Fil Aluw Sh2 WASETGE Alu [ = kgt -1

3 GEM L1700 Alu 9454

SRR PE L1 4 1a, 50 3 3 0 AE 4
7% (UTR), WA A JFIEHE ORF1 I
ORF2. SUTR &% Hi— /AW kH3h¥, 3UTR &—
ANE SR N A4S 5 A polyA R, —ANITIGEE
HEZ 17} 66 bp I MIKEIF 5. ORF1 J5 51 F1 J &% 5%
JWEE gag JEIA (group specific antigen gene) AHAL,
it —Fh RNA &5 &8 P40, FF b &5 & T
LIRNA ORF2 [ 5 %ij P IT. ORF2 L3iF )7 41 51
MRS IENE (apurinic/ apyrimidinic, AP) N VI R
SERABI, R B 5 R B e i R At e e
SR - (R SR A1 [R) U, ORF2 4 A — Al
MIfed A, &N S A YIRS FE (EN), &
C Ji Ay W RS B 45 M9k (RT). 4lifkfy EN A A
WUIEE RS M, 7 E 5-P0Os . 3-0OH Y1ZI. L1 W1
Al FLATROAY s AR s, RSEDIE] (Py) o/ (Pu), 1
MOC“ YR, AHIEETE AP 47 SR S HLEE
ARG, A2, L1 RED Y KRTF S
i FoL AR A P SE PR BARARL,  H 3 ) G R T A5 45
Wk 5%, Mk Ah, ORF2 & EH (EN/RT) a4
LIRNA Zath 7912,

(a) 5-UTR  ORFI ORF2 3. UTR

TR | B 5 S S | N B
TSD TSD

L- Alu Linker R- Alu
JEEmed Faeed
s TSD

Bl REREEFHEH
UTR: AEgatd s, TSD: $E47 i A5 41,

(b)

Alu

$A Alu K 282 bp, A4 4 YR H1 40
B (B by, FERhHE S IRITRR £ X (A-rich
linker). AluS ¥ Wil Eash 1, 3 iy polyA JR P
FI. BT 2E A [R5 A 345k A Ok B R AR,
PRI S5 E Alu A& <3R4 polyA JRJF I 7sL RNA
BORE DR ) SR A 19 1

4 REFERIEEIE
L1 2 NRIE AL (1 S e 1, JLHE R AL
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HAZ R ZEA. HATAY, L1 ORF Ht
&5 (cis-binding) ML 51 I ¥ 5% (target-
primed reverse transcription, TPRT) ML e, L
SUR /1 U

a. WIE 2 FoR, WP LD S s E 3l
Ui, BN RO B 53 sk A (75 ORF1 A
ORF2 (¥ % B2 /751) . LIRNA 9 8 J2 3L 37 3 11

RFE
e
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poly A JEZEHIZ W] LIRNA (175 5 nl fig th RNA %
HHE AL, AN RIS T YY1 858 T N6
JA -, FLIhREAE. A7 SCEkHGE, 24k 4 i b
CpG 119 FF LA, w100 16 8 o8 -7 0k, 8k 1y BHL 41 % s
FEPER B B H RTIA Y L1 5 AR TR A
AR e an e, o SLUAE B A0 R AR oA i
Jed 4 Jifa.

T T
e
? @
BAAD
o) EN/RT B[
P40

B2 L1WETIE

b. LIRNA WM EEAM R, ORF1. ORF2 #
B A ik P40 AT EN/RT 2 1. P40 5 LIRNA
ORF2 HHMNFFH1 1) 5 % ML 454, EN/RT 0]
fit5 LIRNA 3 5iff) poly A R4 45, W&
FIRURL ( ribonucleoprotein particles, RNPs). ]
2 58 FEDURAIR S S A 43 A 15 517 40 I R Jioh 9 448 i oo
it P40, H.EL28 RS B0 B v 4 25 1 P40
A LIRNA Z545 200 RNP. CAESE(E HeLa 40 i
L1ERET, P40« L1 Py D) GG 1 B b s o g 7%
BEFEEAEH. Moran 58I LIRNA ] poly A
FRFFBIALE L1 e s L.

CHVZ R, L&A R E S %%
WA E — LIRNA SEME G, B 48 5
(cis preference). NizUEL%E RVF ORF tHEH —il &
M5 LIRNA 254, M43 #l T RNP [T 1k,
L TRRACE. M BRIDEE AT S RN
) H A RNA 54, 7E HeLa @Hfarf, 3G¥EL1.2 0]
PLGHBO L N 2D BE mRNA 3MEAT 5%

c. RNP iR G 2448 DNA 51, H e A
FE4E RNP #IZ 1L Fe v 2 75 P40 1 ORF2 25 (4[] I
EE EAEH; B LIRNA fl ORF2 & (1 41 &

RNP, fE4 Mty G sh AR A X, T
ORF2 H FXE AR,  H e R UESEAZ N ORF2
F I A7AE.

d. RNP FJA#LE 5, LIRNA Af fgi@it $85)
YO A B LIDNA JFE Btk BRI, &
Jeih L1 IR O ESEAL 25 3-0H, SR)5 L1 i
FEeMELL LIRNA poly A SABIHR, M 3-OH JF4HY
KR (JREZ 51K, target nick-priming), &
% LIDNA, Fr i DNA B A7 5 4 a4k DNA
FIE. O SCHRIRIE 76 A 4h SE 56 bk I B dL i
LTR ¥ % il ik TPRT HLGIFEATHEpE. AT
REth T L1 30 %% s M 10 4% 28 & W hE ) =

( poor processivity), B {5 B IRIEL AT 5 Sy HE I Gk
I,

i ESCHTR, ORF R L LIRNA i
g4, HIEAHERR ORF & 5 AR poly A )7
S RNA g4y, i XA XA Bh LA RNA
523 S T BB HE IR i A JRE 1)

AR, Alu F1 L1 EE5H EAVF2 AL
ib, B 3R poly A RIFFIZ AN, T3 Kty
FA AR AL 1 88 AL 20 P F ( targetsite



- 129

duplications, TSDs), $&75 =%F thAH [H] (1) N D il 2
LG RE, HRAh,  Alu T SIS AT RS N D) EE D)
BIEF (motif), ZIEFS L1 W UIBEGIL 2 D) # P
FIAAEL, AT AEIE RS LIRNA FHALL Y — B8 = 2% 45
f, M L1 AR S, HARAE SR
A H AR R e AR RS Alu 75 N ZEIE R A 1685 1%
K 50~ 100 54y, L L1 p945 0IE (1~ 8 Jif) ik
Z. NI, Boeke #EH T —FE R B, A
Alu RNA e # kb S b i sC/E ) 5 L1 ORF2
WAL AW SR, Wi ATIE, Alu RNA SEJR
3R poly A £ #y11 7sL RNA 2R A, 1
7sL RNA J& {5 %5 R 5 B KL ( signal recognition
particle, SRP) [ 2 4] 7>, 47 CHk4RE, Al
RNA 5 ey SRP H 4 SRP9 Fl SRP14 55 A
454 (SRPY/ 14 G545 s 0T BEA7 T Alu (19 26 00 [7) 95
X), ElZEEAEAY. Alu RNA R AT e B)
SRPY/ 14 54% 8 (1A G AH B FH i 45 & T 14K F ik
KW IERIREENE, f Alu RNA [ poly A JBTF LA
(ERZ R AR B AR, Ay A BT i) 755X
5 L1 ORF2 A mAE & (KE3)!". AluRNA 5
L1 ORF2 8 A 45 45 J 4] 6 e 1) 9 € ok o ) o] i
2 HMHLE. Makalowski 250 M K98 22 o 42 1 110
17 FpaE AT BErh, 2 Fh Alu P BRE ROFE S EL N
JER4L, 120 (71%) WEHETEN ST (splice
mediated events) FIHEASAE, 3 FPHLEIA Y.

LIRNA BEOk

E3 AluRNA 5 L1 ORF2 ZEA&AHBR

5 B 2

L1 5 AR RXREMAER. AL LL D
Bl LTK 40 B e M v vk, R 45 ] R
L1 i L A 2R 0 S R R IR L R/ L
Ab, L1 AE R ERAARAE L6 T 5 3L RS b 1 1
LEESPIRN

S F 5L MR HER
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Abstract

made up of transposon DNA. Retrotransposons are

Tam Jun,

At least 35% of the human genome is

potential causal agents of human disease. The mast
human mobile element, L1 retrotransposon, has
5, 3-UTR and two ORFs which encode a sequence
RNA-banding

containing an endonuclease ( EN) domain and a

specific protein and a protein
reverse transcriptase ( RT) domain. It's likely that
L1 undergoes target-primed reverse transcription in
order to carry out retrotransposon. T he mobilization
of the norrautonomous retrotransposons, such as Alu
and processed pseudogens, require a cellular source of
reverse transcriptase, which is most likely encoded by
L1.
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