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Abstract: Long interspersed element-1 (LINE-1) is the only known active and autonomously transposable retroelement in
human cells, which is related to autoimmune diseases and plays important roles in activating and regulating the antiviral
innate immunity of cells, especially the level of interferon (IFN). This paper reviews the mechanisms of several non -
structural proteins from human immunodeficiency virus (HIV) , hepatitis B virus (HBV) and other viruses participating in
the regulation of LINE -1 activity. These mechanisms not only ensure the normal expression of viral genome, but also

participate in the cellular innate immunity regulation, the inhibition of which may provide new strategies to develop

treatments of diseases caused by viruses.
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UTAFR BRI A UE S W B, 008 s o h Ry
S AR 5 A N TR AR A FR G T K AR AR R
W ORIHR IS A M TEARAR G B A I R PR I RE .
DRLIHG L 2 5 9 42 A0 L DAY 338 7 S e A0 1 T RE e ik
BELORRE IR TR R I ARSCE S
A7 1 AR IR TC/4 (long interspersed element-1,
LINE-1) , —FhifE— 2 Rl e AR b 3 E 58 s
il 39 e ST, 2538 T LA BE 8L 4 LINE-1 3%
PRS2 MR S AR SCAL I, TR 1 75 4% LINE-1
TV R RE 7 A A B2 B S, LA R B AR OGS
TP I 25 0 AR S Fs

1 HERITHRIITEA

1.1 3% 4 F A LINE-1 558 2t 15 d 4 19— Fh4F
PRI B B 2855 % Je A —A> DNA (3 5 7% 3 2 55
— > DNA 37 5, 3X 26 0] 8% 5l (19 35t 4% TT R PR hy 5 e
TV R R AL T RN 45 R R R X 8 R AT 4
25, AT 43 2h DNA Fl RNA §% 707 Hoip RNA #% J3
F SRR Ay 305 Sy B AR~ S P S oo L e ot
TR R I — R RERR Y 2 R I A K, RSN DNA
B SR RNA , P RCRE 57 B cDNA | SR 5 4 A JE R 4 v
B e — B o, FLIRE B AN BY U iisk SR ook
SRR H R A A KoK i G P 91, 2P Al 5
KA it 8 &2 ¥ 51 (long terminal repeat, LTR ) i 4% 5% 70
Ak LTR 38655 st ook .

LINE-1 2 AR A o 2 0 —— 28 2o & HiG
PR A A B RIE LTR 35 5% 0. LINE-1 1)
A B R AFEEFA gD IX 0 78 NI
RIZH I, LINE-1 /48 DUE0Z 50 T4, & A~ JE R 4]
f1916. 9%, (HIL A4 KA S AE R R A R 2 2k &
82 TG, AT AE R LINE-1 76 &2 il i 72 v AL A L3I
HIRZEA B 4K 1Y LINE-1 891, KE 43 19 5 %
VAN TERE R T PR e i D fig . st 4 R
&, BETR— AR ZH L h A 80 ~ 150 145 DL 4
K H AW A3 E M0 LINE-1",

1.2 LINE-1 &9 % # ) 48 % JL 1% 4% )2 pu4]  LINE-1
$5 U1 21K 256 000 bp, T A1AL 5 2 D CEAE ORF1
FORF2, Wi 00 43 531y ELA J5 2+ D ae i 57 3
5 X (5'UTR) , LA B2 147 47 polyA B ) 3'UTR" ™
(EI1A) . ORFIZw% 14K/ 40 kD OZE ), $i6m 44
4 ORFlp. ORFIpfENBIR AR , IR Bk st i)
LINE-1 RNA"""; ORF2 4@ ORF2p, K/ 150 kD,
A 305 ot S A AR Ao AR T ) DN P ) il R 3 B 53

fifg 7% M1 . ORF1p A1 ORF2p 42 LINE- 1 336 %% s fr i
T B PIFR AR 11 5T, 7E #1555 255 LINE-1 RNA & A4E A
HAEH I A AN 12 5 T IR R LINE-1 4%
W% 5 11 52 A W) (ribonucleoprotein particle, RNP) .
LINE-1 RNP J& LINE-1 % 4% 10 % Jig 35 ' 1) BE R ) fig
BN ARSI Y — TR 5T, 16 % 3 LINE-1 RNP
AT R PO VRE fish % 2% , 38 1 RN A FZ 8GR 48 06 KAk
RIERG

LINE-1 38 £ 5 55 A1 T2 19 300 5% 5% 1o 2 (target-site
primed reverse transcription, TPRT) 7£ 3 K 21 i 17
(K 1B). ORFIpf£H LINE-1 RNPH1J LINE-1
mRNA g FE i AL JE LINE-1 mRNA MBS -
B4 UL K Bl LINE-1 RNP JE A 40 i A% Bl
LINE-1 RNP i A 20 MuAZ 5 215 B 240 DNA |, TR 5
41 DNA 71 /) TTTTAA S AR LT 51, ORF2p i it
K2 D) BT P UMD EI A A5 -TTTT / AA-3', 7
A5 TZEIBATEIU), DT A 55E DNA Wr%d , 52 5%
B AY TTTT JF 81 . X BeJF 41 Al L5 LINE-1-
mRNA L1 polyA J7 5138 i i 5L B A 77 XG5 &L 58
J& ORF2p 2 AU 4L TTTT 5149, L LINE-1
mRNA WA , 0054 5% 7= 42 LINE-1 ¢DNA . #Je PLH
I AN T A A ML 2L S L PR A, 5 ot i o
%0 R TPRT i 2102

A
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Fig. 1 Schematic diagram of LINE-1 structure (A) and LINE-1

retrotransposition cycle (B)
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WA FE S 5% . I LINE-1 (952 i i # b
Xt AATTTT 377 BP0 AT R, FEAT AN DNABE I,
3545 4 096 Al 23 17 14> LINE-1 a] 350 1)
{37 5 5 H LINE-1 36 FRiF i 5 7 (19 2 ] LU7E — € 7
JE LAFTEAR AL . A YT LINE-1 78 589 Y] A A B8
WAEYL AT | IE S SCBE b 2 BARAL S e E 402
e EEREHLEY o FERTRE A ) SR B A A . OekE
SEDH A, AN DR E B SCBE BT VI B A I 51 R Y
et ST KT 2L LA N J5 2 nT e A i T HE ; @A BRI
A A 1 S ) DXCODA T T8 A PR ) S D B AE 5 B
A LR 3R T KR PR B Ui AT AR AR N JS 3
THYLEF T RE . X Be sl FL AT by B A 2 215 SR BT 1Y
BAEE B R R SRS ) FEE Y it b BT

SR, LINE-1 5 58 16 Al 2 S 2O R 24
AT EN: , &SR Z PN . 1988 4FHY 1 4] A
I AC 0 A2 55— IR S 5 LINE- 147 O i 5k P g
I, Je 1T LINE-1 4 A B X ( fA DA - 2 A
FaRA . YA LINE-1 /Y [ J2 56 8 5 0 (1 K
HFUR R AT o3 o WEFE 7R, T8 22 i A 22
AP R T LINE-1 255 EERIES: , I8 LINE-1
A RE R I 7 A 1 — I TE R R L Jl A
PG AR B 3 R 1 i 2 2 b A g A HE ORF 1p
(3%, I, LINE-1 ORF1p 45 ¥ 1 15 Ay i 9
FRBERTIU I 43 B s 2

LINE-1 3 22 R BA EE M. —J7
1], LINE-1 5 F B e PP i A AR OC , 2 S BUR
BAELTBFARHAE  Aicardi-Goutieres ZE S E (Aicardi-Gou-
tieres syndrome, AGS) % H By G 58 R W) R AR
73— T, LINE-1 U85 o 2 Fh i 42 5| & 40 i 40
BERIRGIE , th T35 s P IR AU AFTE , LINE-1 7252 1]
PR 23 [ B 7 A2 RNA FTDNA, J 1 3 ) 25 3 — 25
5 AL AL N 17425l RNA FIT DNA Jg%AZ 3 [, 76 42 [#]
A G5 35 M S rh R B SR Y, LINE-1
VE D9 470908 B B 928 B W 1) oA TP RS 5 3 o BR R
P TR 5 Y - Wl TR MR Y 5 Bl - 1 DI R B 1 Ceye-
lic GMP-AMP synthase-stimulator of interferon genes,
cGAS-STING) s 4 HRIE SR M EH 1 / BEFH
AR G R L 5-GORL AR B 15 5 8 1 (vetinoic
acid-inducible protein I / melanoma differentiation-asso-
ciated protein 5-mitochondrial antiviral signaling pro-
tein, RIG-1/ MDAS-MAVS )i 55 [ B IFN ) 7=
4= LINE-1 RNA B0 T IFNB A S [ A G sie RO
1117 J 25 Sk T LA il LINE-1"7

25 LR, NP R 245, A 2R N80

BIHN T LINE-19 AL , P T 4% LINE-1
TEPERIBESE 03 e B8 h — R IVE e &
PO BE R T IR4E LINE- 136 PR A5, N7 3/ -8 2%
fig 4 1 (three—prime repair exonuclease 1, TREXI)
SED R R A P, LINE- 136 PRI 8 B9 —Fifa
SAM Al HD 25 4y 35K 114 i 2 /K fif B3 25 F1 1 (SAM and
HD domain-containing protein 1, SAMHD1 IR RO
il LINE-1 ORF2p fY 3R 3K 4 il LINE- 1 398 % JEE>
LINE- 1 A 50 A8 42 20 0 A H0 0 75 K AR S ek -F
Bt XF LINE- 13 #5701 20 0 TEN 7K i 2 — 2205
AALH TR R A LINE- 136 P, 34 206 5 0k 1
BHBS LINE- 1S MR IR

2 AZFEREHPEmE (human immunodeficiency virus,
HIV) & B 3} LINE-1 i3 5% [ 14 1 % 10

s GIRAFE B SR G 25 G AE , AIDS) 9 i 3¢
DA B Xk ™ ok W N 2t ) B B
— g HIV G S8 HIV 2 446299 800 bp
St AR A 1Y 1E L RNA FRAERG B, A5/ 5 T 00T 57
F1 372K g B LTR N 4 05 45 44 25 11 B9 gag pol env FE
BIA A B JUA B S 1 BERSAE , 43901 K tat rev nef .
vif vopr opu (HIV-2 A wpx) o 33X BE 3L R 9 5 1) 25
X F HIV FE A P (4 SR 38102 Wh N 0] /D () e e i
2R R G 8 B A 1 o R P R PR AR R
LINE-1 %380 2 JAE B0 25 005 R AR G2 845, LA SCRRTE
F PTG REPLE] o Bl BRI IE 2 B, 0 7 IR 25 R
W50 FE A0 P TR LINE-1 B39 JBE K- % 1
2| LINE-1 /% &2l 0T 3005 4 N TEN 1 5 2400 22
TFFGE , AR HIV 4 fis i 28 2 A 0] LINE-1 75
PERThRE B RIER G, FX L, eea A E—
A HIV 2 I B0IE U] LINE-1 845 K-

2.1 HIV-1 Nef %I LINE-1 i# #5 Ji 7& P ¢4 F7 4] V5 A
2.1.1 HIV-1 Nef S5 1B IIHE NeffEH HIVIEHZ
—  BR/NYY 27 kD W L RE AL 0 2 DI REER 1, AR
0 S AN o T, AT AT Nef 85 1 270
Al RAE AR IRE : O F U8 40 i 3% 1 CD4 & 11 KT
@ F g m 1 BIHLUHZEE A9 (major histoco-
mpatibility class I, MHC-1) 7K ¥ ; @18 ¥ 40 il 15 5 1%
S RAERY ;@A T — PP B 2 R A T T (se-
rine incorporator, SERINC) 1 £k I R, il
XEEIHAE , Nef I 5 2 42 5 HIV AU 2 10 7= & o)
240 B P SR

2.1.2 HIV-1 Nefid & PAPILEI AT H] LINE-1 354
RT3 , Nef i J& —Fh A 201 LINE- 1 3% % g
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FOAMEI 4. H Nef /51 LINE-1 475
WAFIHEE T, B, Nef AT HIH| LINE-1 5'UTR 3
ST PE, MK T LINE-1 RNA 354 54 HIBES LINE-1
HEHFIRMRE, A Nef A5 LINE-1 5'UTR & 4=
B A . R, Nef A7 AETT 5255200 ORF1p 5
LINE-1 RNA [a] /45 5. /E I, LT i 8 LINE-1 RNP
FIE a8 58 B M L SR S0P LINE-1 1§ M0 H il . 48
IMi , Nef 5 ORF1p 8¢ LINE-1 RNA 22 [&] [f)BE AN A7 AE 45
HIIG . FRB Nef X )3 8 F 16 14 L B RNP A2 1
B 52 I AR T RE 4% SR AY SR 18] LINE-1, 7 & 2 A
TSR

9T K B, Nef 25 117 91 15 A0 i) H 2 2
(G2) & H A LINE-1 35 FIr 26201 ) 24 S g a2
G2 & Nef 25 [ B 57528 I Ak 1) 0 BE 8 L | 117 7 52 Tk
AEIUAT LS Nef 25 1 A 20 A P 945 Rl I 2544 I, 2l
A5 Nef 76 40 i N B 2 007 o B 15 78 B A, Nef 45
LINE- 1 P4 /) P A B 1 321 75 B2 Nef I8 il 7 58 Bt AL 5
5Z AR RS, G2A 28748 A ™ | 55 Nef il LINE-1
I BE 7, A BT Nef G2A ZE 75 H b A Fi- e 8 A5 44
PIHI LINE-1f3% IFN P2 AE S . 456 LR gs AL,
Nef 38 i3 & Az W58 W ALK 1 B 5 57 75 4H H A 9 R 45
¥ 1, I3 2 ] 42 AL S0 i LINE-1 5'UTR (495 3+
TEPEIFIEIR ORF1p 5 LINE-1 RNA 22 [a] B9 AH HAEH
T 2SR AR LINE-1 36 4 & LINE-1 /- 3/ [514 5
FETEAL K.
2.2 HIV-1 Vpr &7 LINE-1 i# # Ji 7% bk ¢ 3 ) 4 7
2.2.1 HIV-1 Vpr & F1UIfE  Vpr/& HIV-1 1 —Fp K
/Ny 14 kD I EE S HIV 2509 8 1 Gag #H AR
H#E F st b b 7 Vprill il AR VE
K SCHFHIV-1 &« 175 3 2L 0% 0 08 B 4i 1 A 9 5k
5& A% & [H Rad3 1 5 # i (ataxia - telangiectasia and
rRad3-related, ATR) i) DNA 51 £ 52 ¥ (DNA damage
response , DDR) , M T 5 BI040 it J& A 452 7 G2 4, i
A2 27 75 2 1) 5 76 HIV -1 8L oA 40 e £ A 1w
ZE ARG ( monocyte-derived dendritic cells, MDDC )
I 20 A % 2o AR R Gl = Vpr, HIV-1 9 & 61 ) 25
T R
2.2.2 HIV-1 Vprliili| LINE-1 30085 /8 76 2 A i 4
W ISR T G1.S . G2 B0 M I A9 40 At LINE-1
0 JRE TG A, 2 LINE- 1 3305 )38 75 B AE 1E
ST R T . TESZBHA M LINE-1 5% 5 A
Y 7K Pk DL B SRR LINE- 1300 %% J 7%
PRV /N A BN HIV-1 Vpr £ 5200 15 3540 0
G354 F 32 40 A T R A G2 s M L X LT
EWEL RN A Vpr il LINE-1 52 Hl B9 LR AW & . BF

FER I, HIV-1 Vpr JEARI ] LINE-1 1) %% Skt #2 L ik
W] Vpr & 7E LINE-1 58 5% 5 5 A G . R0
HIRAEAEIE (40 i b LINE- 1t ] 58 i s i 72,5
SEAENY LINE- 1 396 5% JA8 5 BEAE 1E 5 43 24 1 240 Jfd v ik
1o IR B, M7 F LR ALHI Z A1, Vprids mf
5 LINE-1 ORF2p % A A HAE I -0 ORF2p (1433
FESRREIEYE. S ICFIEE, 5 ORF2p 45 A I8 15 Vpr
EH % 7E LINE-1 RNP |, 8 301 LINE-1 RNP f)
IHRE , PE— M LINE-1 9300 54 8 16
2.3 HIV-2 Vpx & i# # F T4 LINE-1 7 b g 42 it
(3
2.3.1 HIV-2 Vpx SR 1 Uihe Vpx e R LR E M T
1988 4F , Ja HIV -2 1 L S84 4 %3 Bk 3 95 25 (simian
immunodeficiency virus, SIV) FIF iU (9, Vpx 18 i
FE 407 BRI SAMHD1 A 3 HIV -2 78 E W 41
JiEL AR CDA” T 290 it R AR 5 R 200 i 56 e 2 40 v 11
SR, 8 2 ARG I HIV -2 5305 5% 77 ) ¢ DNA f9 R
F, 0% G RE A LN B A BB B BT AR . Vpx
I 2 R AR A S A 7 o STING A5 57N
A3 3k TS T 2 9 95 B 3 (interferon regulatory
factor 3, IRF3) 5l #% X 1% b B 41 Ml w 8 5% 15 9
(nuclear factor kappa-light-chain-enhancer of activated
B cells, NF-kB) 15 5 45 Ff KK S pie KL K iy 38 , i
Vpx WU ] 8 22 25 A0 1) 200 B v 3 5 1 b B 61 cGAS-
STING 5 51 NF-k B {55 A M il KSR Gasze K77
2.3.2 HIV-2 Vpx e #F LINE-1 3 ¥4 e 35 v Hai2
A HGE N, Vpx 25 AT AR 3F LINE-1 (9 33 5% J3 1%
PR R B E, Vpx il it R R 45 £ SAMHD1 &
P B9 26 35 7K S-S B By HIV -2 585 STV 86 vk 40 Jifg 25
G REANML . VBN B 719 SAMHD 1 [F#F HA7 14
¥ LINE-1 {5 PERRE J1 . BFSEIESE, SAMHD1 ] 3 1
T8 LINE-1 ORF2p & 1 1 R 35 KF, % 35 LINE- 1
RNP s M, AT BT LINE- 1 X 3 41 (9 85 1
W St AR TR A R SAMHD T AR Y A
Vpx W ER T SAMHDI XF LINE-1 f 40, A it 1] 42
ST X LINE-1 35 P B4 602

VT AR 5T R IH , Vpx 38 1T RE 2338 i B IR A 2%
UL ULER &2 A W) (the human silencing hub, HUSH) 3k
PR LINE-1 (5305 )8 . HUSH 259l et 5
AT 8 Y8 0T DX Sl N B TS MR 4248 DL LINE- 1
FES A . WS, HUSH o] 38 i 42 #F 20 8 (1 H3 &4
K9 137 i) = F1 24k (histone H3K9 trimethylation, H3K9-
me3 ) KB LINE-1 (% S 72, DL R 1 LINE-1
Fes . 5 [Rm, HUSH i AT 40 i 5% 28 40 7 ke
BE 2 (A0 HIV-1 HIV-2 FISIV) 55 5% 1k T
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SHREE NS ], HIV-2 88 SIV (19 Vpx 1B ML E A
i 5 DDB1 Fil CUL4 AH 3G K+ 1 - cullindA / B(DDB1
and CUL4 associated factor 1-cullin4A / B,DCAF1-CU-
L4A / B)E3 12 &R ZE A 17 20, R i HUSH
AW LA s TR RIIXTHUSH E 59
[ PR AR AT g & Vpx A2 #F LINE-1 3% H: 09 55 — ik
o CAMRIEIR, Vpx IFRA S BN TR LINE-1
ORF1p FkHg o, 28 LTk HIV-2 Vpx i S22
#ELINE-1 B35 M

3 HBV Z [ Xt LINE-1 &R 00

3.1 Z A % 57 (hepatitis B virus, HBV) 5 LINE-1
HBV B 25 A ZEHF 41 e 9 (hepatocellular carci-
noma, HCC) I & WL R Y . A A5 7R, LINE-1
TE A0 g b o — A LAY 2 AR R, AT R A A 40 g
() b Jeg S0 o BB L AE SR Ak T RUHEI 2R
HBV A %045 LINE-1 528 ) 2= 5, 38 vl g & 02 iF
HBV 2% 11 240 B 722 R Sy I s

HH5E £, HBV %%Eﬁ(polymerase , Pol) 7E 14
9 LINE-1 ¥ 5% Jé J7 i BA B iy g 576 M. HBV
Pol il i3 5 LINE-1 ORF1p A AH H.AE FH A | LINE-1
5'UTR X3, 3 i 4] LINE-1 306086 385 . 540 ik
AHGE R, ZF HBYV ¥ 2 51877 LINE-1 1%
P, W] LINE-17E HBV i3 1 JH- 40 A i & A kg 5
KHRAE
3.2 HBx-L1# &4 %A HBV YL —A 5T
S HBV JP A 2 15 BRI 53X 5 40 ks
M &L R IBA EHH R . HBx /& HBV i 81 22 (1) 3%
HEAS, FES 281 5 R A A S8 A
SAER TR YO . AT F ISR, HBx &
HBV &A% D DI REEE 1, HAE HBV B T
20 B s AR e T R AN AR g 1 ok B b R E AR
FHEOT SRl A I 45 R R B HBY X T A S A
H BT ATFAEBERL , Hoddi A7 S 200 T LINE-1 ) &
S ARG e S BT, DR UL, B ELRE R 5 LINE-1 36
Fh,HBV ] figid 23 76 HoAh J7 T 5 LINE-1 72 7E R A ¢
5, 7 HBx A AT BB A2 B B b IR A 22

H A 38 % 3, HBx 55 LINE-1 R 75 5& K /K OF
L RARG . A HBV BGL b FE i, DK 45 S HBx
LG A B YAk 8pl11 i LINE-1 41 i, 7= 2
1) HBx-LINE-1 % & %% sk A A Bl . 72X HBV
B 1 1 440 6 9 40 i 0 ) 1sf 2% B, 23. 3% 1) JHF 4
Ji 95 40 B B 35 0T G 2] HBx - LINE- 1 §ix & 5% 5%
AP Wnt / B-Catenin {5538 %5 40 i 1) & A=

FH5E5Y S HBx-LINE-1 i & 5 SEAAE b —F K 3E
i RNA & HEVER , 1 0% Wnt / B-Catenin {5 53
BERAR U I 41 B 1 2 J 5

4 BESRE

LINE-1 15 A AR 4 ff i — 2 0 B 2 67
PR, AT [ 3255 e B % SO, AN SR AL T
AR 7, [l B T T R 2 R R
PESFEL BRI . LINE-1 X6 T R 40t A
R S, R 40 A T R AR S A ) ¢
RS JHIEAER o ARSCERZE WA T 3 HIV &
4 Nef, Vpr Al Vpx XF LINE- 1 380 % 8 15 V£ A9 52 0, LA
K LINE-15 HBV & [ HBx JE B 0955k 1) HBx-L1 %
G,

HIV-1 Nef Fl Vpr XF LINE-1 33 %% J8 3% 14 40 1)
YE . Nefsi i 4 LINE-1 5'UTR Ji3 )1 (035 5 1
S0 ORF1p 55 LINE-1 RNA [a] 5940 5.5 o ik 240
il LINE-1 357 (89 B (8 5 Vpr W3 523375 S 40 i 5 49 452
THEFDA ] ORF2p A5 (14 380 5 3% 0 P A 410 ) LINE-
136 R . —J7 1T, LINE-1 2 380 15 = KRR s iy
I FEA AL TFN A3 00 B SO0 R T F AU
BERRYL A0, TFN B 15 5 TP & il i 3L
(interferon-stimulated genes, ISGs) [t ik , f= 4 Z Fh
A ST 7 R PR B0 HTV & . 3 0
LINE- 13806 % JA8 76 P B 5 55 20 it 9 TRN ZKSF- R ]
A DL —SE FR B A5 B HIV #6588 1 32 K AR H0 558 11 By
Mo B — 5, R LINE- DR B 8 DR A B84
T A 5 3 DR 4 0 HTV - 1 35 PR v s J e 240 it A 77 Fr
T B HE K, AT BB S 3 HIV-1 JC8E 72 4k TR 5
SR AN MR WA o DR G T DN, A ] LINE-1 /19
T 26 A 3 M A 2 T PR R LINE-1 397 9% DL b3 A, DU
P11 O 1R I R A R e 40 B 1) SE PR A e 2 AR 25
L AraA B LINE-1 38 575 8 36 PR X HIV-1 i & il 5
TERERIEIEEH

SR HIV G FEXT LINE-1 A3 I F IR —
ASNEI R . AR, BEHTA TN HIV A Rk
FE VAR X LINE-1 9 33 7 J38 2 — A 7
FWTHIV X LINE-1 35 4 A9 52 matl o] G & — PP ah 819
b AR [ AE AR AR 2 R PR EE AL . Vpx (2
LINE-1 36 MR IE X — e iy AR R L. HIV-
2 Vpx il T 9 5 BRI % - SAMHD1 #1 HUSH
A YRALHE LINE-1 305586 )3 o 40 HIV i3~ ik g
WA IR E LINE-1 125, 838 T L2 3 LINE-1
FIDESEVEFH o X33k — 25 T A AL 1) i BT A 2 4
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