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Abstract: Human parvovirus B19 (B19 virus) is one of the two parvoviruses that cause human diseases. As an important
pathogen to humans, it causes infectious erythema in children, acute aplastic anemia, fetal edema and death. In this review, we
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focus on the recent advances in the molecular virology of B19V, such as viral genotypes, viral receptor, genomic features and
viral replication, viral transcription and post-transcription regulation, viral nonstructural and structural protein features and
functions, viral diagnosis and antiviral agents, to provide reference for further study of B19 pathogenesis mechanisms,

treatment and diagnostic strategies.

Keywords:
features and function, viral diagnosis and antiviral agents

AN4H/NREE B19 (Human parvovirus B19), i
Fr B19 i EE, J& T4 400 25 J& (Erythroparvovirus) ,
A/NE R (Parvoviridae) 9 E A M, %0
BT 1974 4y Cossart 557 i fa ik i # £ 7 JHF- &
Y BE R PR & B, 9T 1985 4E4k IE X4
B19 a1, H AT, B19 & M AR #E (Human
bocavirus) J& O R A% YL I 51 N 289590 1
Fhgi /N R R B B19 SRR —Fh T R
5, RERE TR Z R, aJLEAL YLk A
YRGS . LK RSN, B, &
SRATIME L TE 4 A H AR A5 K i A B 1 1 B19 ik
B, H O JE T R T B R A 21 R AH Al i
(CD36" human erythroid progenitor cells, CD36"
EPCs) MYRGEMLRL, {5 KHEVE T B19 w0 1
A T RS, SO A B19 R R
FERH M SR Hesx SRR R
BEARS A E PR S IRE . R EEZ T ST
WL WIE I ARG 6 D7 TR £5 R 0 B 1Y IR
Wb, LIk B19 i w BURMLEI IR Hie
0 58 gt 1) o o B S

1 BIOmEXEA

—H Lok, B19 BT B AR L AR TR
A, {XAFAE—AN R, 2002 4 Bl % K 2 Fk
() 2 B, k06 1 55 4 NS1-VP1u [X 35 #4 858 bp
9 FH HEAL A 43 HT, B19 SR EERE 20y 3 S KL Y
1. 2, 3M4 HrpJER 1B, f A KRS R
() B19 5 EERE, 0 Au. J35; L[N 2 A EEK
JWEEMRN Lali. A6 &F; JE[A 3 AU EZ RN
P DOL.1 M VO, Ji Kilt—28 1) RGN 3B
SR 1 R4k 1a F0 1b AU 3 143K 3a(V9) Al 3b
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parvovirus B19, genotypes, genomic features, transcriptional and post-transcriptional regulation, viral protein

(D91.1), WFEFRM, 1 RIKs A St pkik; 2 A
ELJLFHA, HAERDN . EPE RS EAA AR
KR 3 R H HyAT FrdEm gy, Hie
TEELPY . il EPEAEE AP, BARE
SRR TRT A EAF BB 2E5], AKX
T 22 BIEBTESS 3 MRS, HRAIHA
S 28 SRR 1) 1E 5 ity 5 AN [) 5 DX 705 25 2 11 )
TEPETE 96%-97%:2 [A]1, = Fift 3 PR % HAT AR LY
EEX7/E= N YT 3 | BTkt S N £ B 9 PR B
I % Bt B FER YR | N 1 AR AR 2 B B AN [ i A [ 5
fRif WoR, A 2 BITER A R TR ALC 421
HAR MR, Mk, 3EH 1 REES AN
B IR S (R 3R A o SR, B HRE s,
1 R nE—BEAE IE W AR A 0 Bz Tk g 4 A7 A
(e RS v > B1O T LR R 5 o
JEBAFEIREE R B A il — 058 .

2 BLORFTHK

21 40 Jf1 % 17 I8 (Globotetraosylceramide ,
Gb4), X ¥k P HiJ5 (P antigen), #i\ N2 B19 %
R T 0 F AN ERAIALE . AT
PRI Gba ez HoFp se BRI REBH 11 B19 5 w5 1Y J%
elol, & VP12 (9 B19 i EE VLPs A] LI7E M Shgs
4 Gbal, SR, EHEE I, R Gb4 K B19 J§
BRI TN Y, HIEAS R DL AERR R . i,
R B N0 (Human red blood cells,
hRBCs) {331k Gb4, X} B19 il i i {2 e AL
1 It H Gbd 2k i N AT IAIEHL B19 FK 912
el i 3 WA AT A7 A8 A A 4 B 32 AL o 7 T
et FE A REER . BARRMHRIAESEN
a5B1 Fl Ku80 & MZ I TE i B2 4, (B )52t
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¥ 2] Kus0 7£ CD36" EPCs #iiJifi i iy &1k
B19 i e Lk, % F VPLu 7 B19
AT EMNed P REEMEN, ik
B19 W # Z MAFAE TR LN VP M HAEEA
i S R B, Gba TEN B e 1k A
T R R Thie, HIRREREE ¢ U R
T e g2k AR T R & PR Gha 2
o FE IR T A TR FDAS DA I 42

3 BIOMBEAFALHERSEEH

B19 Ji B o0 T=1 WY IE T IHREEH,
B, BEARZN 25 nm. HABRYMRE R T 1Y
ST REZ0, 5.6x10° Da, SE#m Rk FIEAL
e 5 R B PP OF 1 B T 2 1.419 g/em®™  B19
i E BE R ZH T B, O ERLEE Y DNA, 4K 5 596 nt
(B 1), Pium & HAT 58 4 A [6] 9 K o 2 52 7 97
(Inverted terminal repeats, ITRs); ITR 44 401 nt,
HOA 58 # 8] SCJF 91 3 & T8 0k I8 25 #6) (Hairpin-
like structure), H£77E Wi AH [7] 0444 7 flip F1 flop,
—HE R EAMEN, ITRs BA K41
TE R UE DNA (S HE DNA) 19 5 il & 4R s
5 (ori)M B19 5 # f/ Ori fi F 5 214-5 280 nt,
£ % 4~ NS1 254 6 (NS1-binding elements,

NSBEs) (5'-CCGGCGGC-3')., H: & NSBE1 Al
NSBE2 ¥4 8 bp ¥, Ha# 2 bp s3F&HF, HE
AR FIEEF ; NSBE3 fil NSBE4 HA fii 31 ¥ 41 .
NSBE1 il NSBE3 /&35 & il ir 7 1), NSBE4
W REIE SR 2 42 %)) B19 J5EE DNA e & Ay
H—J53F P6, Jadh TN 180-490 X I & A K
ISR T OO, Al LLgEA 554 R T CREBP,
C-Ets. GATA. YY1 DI} Oct-1, ki ks 5h
FiEpE S N ITR I (337-354 nt),
AT P63 T MERY NSBESMOM, B
M) ITR 2544958, B19 Sk 5L 41 i)k 4 568 bp
KAGBIX, EEAAE 3 NILFEH SRR
FIBEHE (ORF), A5 14~ ORF gat /My E
45k 1 7.5 kDa FIPIANZ5H & VPL Fl VP2,
%5 24~ ORF 4B IEL5 & 1 11 kDa, 55 34
ORF T %4l 45k & 11 NS1e,

BLO 7 i M 41 11 42 I HE 3 g v 0 A o 7290,
HELH A DNA il fe k. i ae kR 4l i Lo
it DNA 7E4H 0 DNA REBERT ., DiZesm ITR
51y, HERCEAMNE XEE DNA; SRJ5 NS1 &
4545 NSBE 7 fiJfd)#] (Nick) Hr—45
HE, SERCITR IR JCEA, FFIE BT R S A 8
HE DNA a4 s 25 i v ATE NS1 ATP fiflie
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P6
A)d
TR (A 1p
" ADAEEE =
DI Al-1 Al-2 D2 (pA)p A2- -
ntl  sge 2090\4210\/ 2363 3225 4884 5596
ISE1 ESE3 ISE2
ESEI ESE2
NSI I
616 7.5 kDa I 2631 5874 3119
2090 2308 X -
VP1/VP2 | l |
2624 3305 4969
3 11 kDa -
ESEI 2 137-2 157 ESE2 2 222-2257 ESE32297-2 331
S 37-2 157 ES 57 ESE32297-233 o

ISE1 2097-2 136 ISE22371-2 400

1 B REHHRERERRRAETER
Fig. 1 Diagram of B19 virus transcriptional and post-transcriptional regulation.
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B DNRERIVERI T, S8 UK U ITR 544 Y728 M AR
K, PR BOBUEE ITR a3z b B RT DRy
BT e IR — S e AL 2H DNA /9 & i
B NS1 J2& B19 i & 5L A 41 &2 i fir A 75 41, 11 kDa
EAHEES S 5N R FZIEESGEN 2
(Growth factor receptor-bound protein 2, Grb2) 5
T B SR TR R 2 DNA A2 P00, [
M/ NR RS G —FE, B T4 N DNA 5
& (Pol &) J&:5E K B19 Jj a3k R 41 &2 il T b5
i, BL9 J & il oA T A A A T S 124,
WP R, HoA S HALNML R T, ndgE A
Jif %% $i JE& (Proliferating cell nuclear antigen ,
PCNA). EiilHF&E &% 1 (Repication factor C,
RFCL). A& 1 A (CyclinA) g k25
1 2 (Minichromosome maintenance protein 2,
MCM2) ¥jEeYs B19V KiildodE i, XK
F W] B1OV 1 HIAKHE T 40 i R AL T S 1. 5
A, WFFE RN AR ZL AN AE B & (Erythropoietin,
Epo) i 51 A AL N5 515 T L s R e
5A (Signal transducer and activator of transcription
5A, STAT5A) MBERR LK P12 B19 5 5L K
R A2 BT O R, R AR PR L g
Epo/EpoR 155 i@ STATSA (IR AL I 5
5L D 42 023,

4 BLOMEHXREXEHE

WE 1 FR, B19 A ME—HT{A mRNA H
H— ) P6 Ja B TG st , el i ket Y U Ak R
PEZMRTTRILIE B 12 1905 mRNA #5584, H
HNS1 2l AR 2 BT 2 mRNA 5 5E 1Bk,
HAry 11 NS5 3T mRNA 5 55 74 il AN 45
FYEEH VPL Ml VP2, dE45# 8 11 kDa LA FIA
THREAR KM 11 7.5 kDa A1 XM, B19 5 2 5L F 20
TH 2 ATEMNZRBITRAALT (AP
(pPAYD; b (pA)p AT (PA)PL Al (pA)P2, —F#
mRNA 12574 9 0 1; FF H(pA)p £ T B19 Ji5
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HifA& RNA (pre-mRNA) K45 2 /R & TR,
W58 0, 7 A1 UM L B19 9 22 AU HiT 14 RNA
e (pA)p kb RAEZRETTR, BUlKTEA
MRNA (1) 7= A 22 B 5 {8 75 UK R - U A il 2=
B19 Ji#E AU AT RNA 1t (pA)p A ik
FEEMAM 11 kDa E M mRNAsM, Kk, B19
TR K ERYITE (pA)p Ak 5452 BRI D 2
Hanp R pLE . R, 7ERURgnEH, B19
T SEIAE (PA)p Y AZ BH AT Al H g g 2 (A
i T AR, (R BARBLRE A f e — 2
WF5E . BEAh, RNA BE£EMERT It E R m B19 ik
TR S A o E 5 N P B19 R FE AT A mRNA
S 2 ANBTYIEAL & (Donor sites, D1/D2) #i
4 ASHIYIZ AR 5 (Acceptor sites, Al-1/A1-2,
A2-1/A2-2) (K 1), AL-1 Fl A1-2 Z [ fEAE4M 57
gy Yk sE L 1 (Exon-splicing enhancer 1,ESE1),
AT AL-1 8505 AR+ 2 (Exon2) 5/ H
AP sR T 2 (ESE2), fiEMiss A1-2 (BT ;
HhEF 2 (Exon2) 3R EII LM 2 (ESE3) &
FAES] D2 fARAT s Ay AR R R B ;4
VT D2 MBS S GIGU X N & 5T b g ss
Juf4(Intron-splicing enhancer 2, ISE2), 1] #f RNA
455811 RBM38 454, - if D2/A2-2 551,
HEMI A 11 kDa & H 174, 4520 B19V 1)
SR A, AT D1-AL 7843 35 U1 AT LU
R FERIA RNA 76 (pA)p MZRARTERIL; 1
W& D2-A2 BTYINSE R dE TR RNA 1
(PA)p I Z R BRI IR, HEARHLHI7E T UL &N
/N RNA (U1snRNA) it 454 D2, Mfl7E (pA)p
B 2 RIRTr IR, SEmE i dn i A 72 85 11 VP2 FlI
11 kDa Z& 11 mRNA A g #5271

5 BOREFEEWMEHNETARAS T

5.1 FELEHIERBR NSL
E45HEE 1 NS1 (78 kDa), H: 170-180 i &

SERR FAT RO G 790 NLS, TR 5 o F
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A2 NSL B9 N 3 A IR DNA 454 il
NUIRGSE I, e AT b 0 NS1 544
/NG T (Parvovirus initiation factor, PIF)
N At 240 i PR 7 2[R 45 & T2 Hil 2 4R 7 5, Ori, IF
PO NS U EN G M, R U] B19 %52 DNA
trs o7 58, FEMEZRYIE DNA 1 5K, M5l
Wrgs ARt —4 3 oHI® | Jf HILF I NS1 &
FUASMIIE] (nicking) S2E6 7 vt B 345 s Y,
OR A HE ) B19 95 88 & il 1 B A AH SC BT 2 20 )
T & B ftss g iy T EBY sl 2 Bk, NS
HA7 ATPase Fl NTP 45 G567, i H HAT ATP i
1 DNA fRHERERIEIERD; Hdh, A& 7E dsRF
DNA f#igH E1ER, J5& A NS1 F24n sk
AR EE R . 7E Spl/Sp3 MUAHEIT, NS1
Wt C I Y e SO S5 SR P6 A s DL &
A H T TNF-a, IL6 f9FIKIO323 ok | By
FH] NSL )2 B19 Jass s | EC 24 M g T AY S 2R
Mo 40 NS1 A]i75f# B19 5 P HU=Ai i K562 il
NIFEEAZ AR (a4 (UT7/Epo) DL AR
JE L HepG2 11 caspase-3/9 #1144 b A4 i 134

SF3 Transactivation
helicase domain

NLS NLS TADITAD2 TAD3

DNA binding/
nuclease

NH, = —COOH
aal Endonuclease NTP binding 671
A B
... 323 328 335 367 372 378
NTP binding TLWFYGPPSTGKTNLAMAIAK-——-SLVVWDEGIIKS
177179 316
NLS KKPR--—KKCGKK
Endonuclease 1 %T?E.\'YI..\IL'AE
416 424 523 531 566 574
TAD GDITFVVSG-——ESSFFNLITP-——ASWEEAFYT
TADI TAD2 TAD3

2 EEMEANSLYEEEHBREFRERS
Fig. 2 Diagram of functional domain and motif on NS1
protein®!. DNA binding domain: aa 2-176 (green); SF3
Helicase domain: aa 302-457 (light blue); Transactivation
domain, TAD: aa 458-671(gray); Critical Transactivation
domain (TAD): TAD1 (aa 416-424), TAD2 (aa 523-531),
TAD3 (aa 566-574) (Red); Endonuclease motif: aa
137-145 (dark blue); Nuclear location signal, NLS: aa
177-179, aa 316-321 (Black).
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7o, IFH NTP 254 (07 s il A e [ 3 53,
AN, NSL & BL9 a5 5|k 20 i & 1 BELi A
DNA $5 45 52 07 114 56 e 2 1170 4 NS i i 5 E2F4
o % E2F5 EESI AN G2 WIRRM, HALHIZET
NS1 i3 H: C sl SEPG 25438, 2 (Transactivation
domain 2, TAD2) i 4HfiN ATR-CDC25C-CDK1
15 Sl IR & A JH T 2% A, NSL AB
UT7/Epo-S1 () G1 HiBH#F, {HX} CD36+ EPCs 4fl
MRLTCFZ M, 3X P NSL 5140 G1 IR HAT 41
PR Bt R B, LT B19 i NSL
{14) 0 20 90 B 2R A T 2o A R TR AR R FENE
B S 400, R TR T SR A i
i BVA T B AT 00 5 v A B B0
5.2 #5#&ER VP11 VP2

B19 i 5 L K 2H 45 M 1 K ORF 32 B 4 A 45 14
FE 1 VP1 (84 kDa) Fl VP2 (58 kDa). W& 3 firw,
vpl 1 vp2 JE FESHEFE, H C mme—F, H
N-A i HAT 227 NSRRI ARST motif, FRN
VP1 X (VP1-unique, VP1u)Y, FHrp 1-100 1
WL T E S 5T 454 e
130-195 fi zd KR H A W5 M A2 (Phospholipase
A2, PLA2)IGME, A7 76 2 RRMEIE M i B X I,
VG 128 448 5 A < DX LA R TG 0 4% R PR S IX
R VLU AR AT RETE B19 5 P Ak B A 41 L e
P8 P v R O 0 N A A A 5 B 1R A i
Fp Rk 7RI PR ICA 2 41, BF9E R
VP1u N i 1-96 i 2 5L Ju RS 12 4~ SL IR Tl
FIIX LA K55 22-67 SRR Z [ A9 X3 ; C %
203-220 v & IR JLHIE C Iy 207 {7 LR 1Y
PG AT LA e S i NS W 1 1 xR
Fr T 130-195 fii zd SLMR e BENRTE A2 I PERY) C i
XAk, VPLu [ N i & C ufxd 2R3 Hop g il
TGRS0 2 VPL A VP2 430 A A iR
1R 4% 96% M VP1 4t mRNA & 44 BHiFAL
ST ZTE AUG, B VPL BFSeRE R
VP1 Fl VP2 DIk # 1 & 20 B HL 4 AR T-1 B 1E —

. cjb@im.ac.cn
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TR RS (f245 60 4~ VPLIVP2 &1, HA
=ANE A BAGER AN, Bk VPl T
VP2, {HAEXS T VP2, VP1 K/ 2 SR 5% S R 5
TR R AT, EARGEEA PR, IR EEK)
PR EPXE, BB, VPL-VP2 i1
XA VPLu X2 B19 i & 2 A h A PR &AL
f 4 v X HE g, ke |3 N A R O B A% A
(hPBMC) 11 P 4> AL A i Bt i 2R 67 Sy Ze vk HL
FEMTF N I 80 Mo im0 Azt A
F4lifb i) MBP-VPLu il & & Al 41 VPIu 25
REHTIATT DL ] VPLu RIBEISEE A2 THH:, H.
AR BRI, A KETAS RS IER T VPL
(R R B s T LRk 4k, B19 A
SEMCiZ B e 29y, H N VP2 1Y
PSR AL H VPL INZRIERAL, (HIFTC VP2 L1k
FOPY BIRE I REE LS . AN . R
M ik, FEMFLIS . B bRk m VP2 78
JC DNA (% NSP & H 00 N RERS A 4RI i
WEEEREUR, (VLPS); VLPs 7EHT 5 M: Al G J5
TS B19 e EERURIAEAL, PN T B19
5 BEDUAK T BRI . TR, % His #RZ5R) VP2

e B S AN BE T 412 1 VLPs , Sk KR i 45
VLP 28 TIHAMBA. BAh, VP2 iy C s A AR
i NLS JEJF (KLGPRKATGRW), A i ffi fHi%
VPL 1 VP2 HEA 40 A% 52 i A7 i fa 2 10 Tmiar
I M WE TR NG 454 X 3 (Globoside binding motif)
U206 5 4R e A M o R R S Am i 2 i P BTR
(P antigen) 254 i) B dE AR T o5 M

53 11 kDa#ZEH#17.5kDa &H

11 kDa F1 7.5 kDa #& [1 /& B19 % 5 I P~/ INIE
AN, B, 11 kDa & I7E B19 fiE
YRR AN L CD36+ EPCs Hraf o eik , HEk
K25k NS1 ZE 1114 100 /55, [FIEY, 11 kDa &
[ 0 S A0 LB PR AL D 2 A A 13 204
WK 4 s, 11 kDa EASA 94 & S IR
(14 1) WEIERR, X 14 MHERIEK 3 ~E &
M BR LY (SH3 motif); % SH3 ML 5
T SH3 B F AN AN MR 5 IR I Z A K
HEYNFAEHN RTK 15538 HHEH FH5EE
S AP R NP, WRSEIESE, 11 kDa E i
H SH3 5 Grb2 HAE, FER4EiN ERK 51, i
AR HE BLO s 2 i &2 il P00, FRA TR T4 B

Globoside binding motif
577 677 780

 am

VPI1 VP2
,—>
203220
aa | 96 130 195 227
NH
207
130 153 157

NLS

168 174 195

YVGPG NELQAGPPQSAVDSAAR HDFRYSQLAKLG HNPYTHWTVADEELLKNIKNETGFQAQVVKD

Ca* binding Phospholipid binding/
catalytic activity
aa 720 730
NLS KLGPRKATGRW

3 VPLVP2 EAMREEK VPLu #AEEE A2 B X E X REE

Fig. 3 Schematic diagram of critical region for VP1u sPLA2 activity and functional domain on VP1/VP2. VP1u N
terminal: aa 1-96 (Black); VP1u C terminal and the key amino acid sites: aa 203—220 (Gray); aa 207 (Yellow); Critical
region for sPLA2 activity: aa 130—195 (Red); Globoside binding motif; aa 577-677 (Blue); Nuclear localization signal

(NLS): aa 720730 (Purple).

http://journals.im.ac.cn/cjbcn
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Proline-rich motif

NH, COOH
aa | 2936414751 54 94

S ~ Prolinel Proline2 Proline3
Proline-rich motlfzfz')PP(‘POP(;(tl'T}(lil‘l‘\'l‘I‘RIA'I,I’[‘I’\'4
S

4 11kDaEZERFENRMEFTEE
Fig. 4 Diagram of key functional motif on 11 kDa
protein.

11 kDa & 1 AT 3#0E 40 N NF-xB {55 & 4%, #E 1
YT FE 6 RS 7 B E O T NF-B i P& S 2
TARZ 5 B B PR 5 1 4k I i kafk
740 IL6. IL8. CXCLL ik il 3 o7

R, FRATTHEN 11 kDa & [ 7] BB 1 #47% NF-xB
{55 AAE B1O a5 RV A 30 R 5w 7
TR VR IO [, 40 i P9 RNA 4545 26 11 RBM38
W5 11 kDa mRNA Y 85 57 3 45 4K i T
11 kDa Z& 11 B 27 35 PRI 25 DNA f9 52 11251 gk i
EHASERAE, HATET 11 kDa & [ X% B19 J5 &%
A Tl B4 5% ) S B S R R U AU 40 2 CD36"
EPCs Wi &I, TEFHURAIMIZR UT7/Epo-S1
B B9 P T YL T R LB % 4 2081
4N, 11 kDa 5K 15k T 52 M0 2 10 42 1 S 40 i
G5 m AN, R EERL T A% FR BN,
11 kDa 2 [ JC X 28 28 (A0 75 AH X 1Y AE AU
7, HERRHEAHBN TR, JFHRRSENKTE
A EEER TN, 1o, 11 kDa EALE
B19 95 #:15 F MK HS T~ caspase10 44 (4 i U4 T~ 1%
Zrprk NS1T EEEE® XpF 7.5 kDa 1, %
R R B AN 2 ) BLO i &R i . R AE AR e 8
) R L TR 3 pre-mRNA BT 8 K& £2 B iR
BRfl s 2 TR e 16 10 s 2 & A e i A e
RIEMET, BRTEAEE, 540, 78 VP X,
WAFE—TETER X 81 (9 kDa); HEMI&EN
IFEFE AN /NR 7 (Porcine parvovirus, PPV)H
WESE, 16 B19 JEREIEYL I A E 2w £ s,

FF HAE B19 %5 B B e Pk Fe b il R % S R I AR
SR LR 4 DNA f s 0, A B

% : 010-64807509

AT i DO R M REM AL, B X &K
P BRI EEAA e T, ERA6E
E3R B19 fEE P6 Ja sl Fid 1k NN AT fg i
SR AL IO PR 2 S DR 1 (19 2 R K P [ 42 8 40 B
BTy KFP

6 BLYWFVH ARG EANTK

6.1 B19 J% &2 Wit 7

HHT, B19 5 2 (112 Wik I = A 45 M i 2
RS DR BEAZ TR AN PR Rl LR RS 2 B19 TR
SRR, T A A% R AG I T RE R (ki — 25 1
HrBIS WM BN SR G R R, TR
AR, WETER B19 EE DNA B
W XFF I, 3 K I 2 B AR U A
B DNA JK AN X F 2tk iz i,
W H LR BAETE 1gM DL 19G B0 iy 4 f536 ek
1G4 IMIL3% 27 S 4ok e AiE M 7 1 35 25 A6 ) ke
Ui, M BL19 i EERLF RIS Al AL AL AR
VPLVP2 DL i s REEURL VLPs B ] /5 A Hiik ks
WH R, Hrd VPL il VP2 i i Tl o
Ieah, RAEAAFEG I, {0 NS 455k 19G 158k
ARG 77 T OGS 4% AR S A B R o B
B E B M AR Y B1O R ER R A T A
FEBE 5 42523 (Dot blot hybridization) . 584 iHi
J ¥ (Polymerase chain reaction, PCR). Jiifii
ZL%5 4 (In situ hybridization) DL Kz H k2= {4 i g
K Il %: (CRISPR-Casl12a based electrochemical
biosensor, E-CRIPSR)., H:H B 5 4258 WA M W)
[ BLO i A IR AG I ) Y, i bl R A8 PCR
LA, PCR I AUEEE PCR ¥k L B R i
18X PCRE (Nested PCR) %% 48 i PCR 3
(QPCR), Jrp 5 Wi 2 H i i F Y B19 J 8 4%
R 7 8020 I P R 4 TR R I L %
W BLO W EE A AR 2 5 QB A 5 ke Bk
T NS1-VP1u Xkl b S50 PCR L TEM R BEAZ IR K
T3 AN v EA AR o B R S e e 7
I 2 3] Y BLO S B AN A% R il Ak G
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B AR 456 1) qPCR 32 BERE LR IEAS I A4 R f5
P, AT SE R oK g B U8 IS R Befk B19 e EE
DNA [1)5% B8 XTI 3¢ v B19 95 3 DNA 5 B3 k6 i 3k
SRR U 25 vk ) e P A G ) 44 i Py
FIZLZ1M 1 B19 %57 DNAM, E-CRIPSR #: /23t
F CRISPR-Cas12a fr5PEY)#E DNA [P 7EAK
Xt B19 R EE% R DNA FEFFAGI , H R i v]
)ik 5 pmol £ 31|11,

6.2 #1 B19fREHY

HHT, B19 5 B M HUME B 25 M) i i 55 LAt
FM AR E K 2Z O o g e 5k
(IVIG) BIA M EME—AB IR i 4e, (HXF5
FER G Z BB E RV, ZIRIT T BRI+
A RN,

1325 BL9 Jg i Jak A AU 1y 2 <7 FN B AL i
LR HE— 2D B9, P 85 A0 2590 1) 7 B A 0
JUAERUS TAR K A0 ik b B19 Wi s Hii 5
EYIETR L R 4 FSRIEE, (1) T2
T8 L A 2 0 0 1 v, R A L 3 7 9 i 59 %
FMK (Hu) HAME B19 fs# £ UT7/Epo-S1 Al
CD36" EPCs & i iis E1°7, (2) i it C At
AL G X B19 5 7 A2 i R e A 1 ) T
PE, RIIPHZE 245+ (Cidofovir, CDV) A
LIFIH B19 5 EEE UT7/Epo-S1 1 CD36" EPCs
2 P B S s A ORI, (H LA R
EWE P TR (Brincidofovir, BCV) R H 4
SRR RIS VECY s B st R B, T 2 RAT
RARIT W B e B e e A T S A B LR
(Telbivudine) i/ A B19 i #ldk e - Hafii A=
PR 1ML 40 B (Circulating angiogenic cells,
CACs) ik AT &%, e T8Nk
i 5 2 hEE RO, (3) R Rk A4 S
V0 0 1 v, O 3 30— 6 LA A T T
FHEOENAEYT. (4) T4 e 01 259 1 B
ik, JuHIEEET B19 Jw o & il b B b 75 1) NS1
EHEMYIE (nicking) & ¥ ST HURE B 245 9 0

http://journals.im.ac.cn/cjbcn

i, FATIN 96 /N AL A SO Hh i i 3 8 A4
i NSL E A% (nicking) & VE# G 80% 1 /)
SFEY, JER, Hd 3 AN E DR EE
T FE B19 g 7 B Y ve B 5% 4 UT7/EPO-S1 4
JfL I B19 i EE /YL CD36" EPCs 4 fitt i 2 s 25
DNA 52 1%,

b AU R k2= 25 A M R R 2
iR b F & e BE . W ST AP B19 e i
PERTEREAR ERTTATRG, (B4 T A e U
J34h, EEXF VPLu (9 AR SERE SR RE 2 b b RN
BLOV {RSMNEGEO | LI VPLu By FIHLACK S5
I7 N EBERY BLOV JEYL 1 BB e TR 7 259

7T RES5EE

B19 W A ABLLCK, WA —E R
BRI PGE M, B19 7 DNA 7EJEIE B & ik
HORZN 50.69%), B3 T R AR 4.5%
oA =M AR B19 5 EE DNA B 1 R
40%-60% [8] , {H 1 F ARG R G20 H & VP
PO B FPUARMVER, 15 B19 i E 4 K
LB T AT K 2 SO TR 2 A AR G
TIREARET, B19 WdEdm It , JF5 M
7 4 £ 200 6 KL 200 0 P B T B 4% i e i ™
P, 2T B19 53 VPLu KM AR 582K FB i)
P A L T AP BT 07 1) & B Ak
X B19 R EE B AR T b2 HEr, BRT
WAELIY ML 2R, H50 PCR 55 qPCR & kil 47}
SR BLO Jj 1 A% R 1) 30 o 11 B 2% 1Y E-CRIPSR
P, TSR SRR G, T A
YER AR BUAS 19 BLO s & A% BRIZ T R 48 )y hi AT
BN RIS [FE, 45F NS1 R 19G 15
S M e B G R KR DG Y R
M3 2F R bR SRR —E R, ik, iF—
A BT B19 s wJE e i A R NS 5 R 40 it o 1 I
PO A0 TR AR T TR - 5 R S 1 O R IO B AR
+IyhE AN, KT NS1 & FUASMIIE (nicking)
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J7ik 1 B19 R BE BN BE LG IR RE R L), R
SR 1) B9 M BE A il B M AH PR BRI
TRt TRy T H, B, hnsk B19 f#E7E
A il JE e 3k AR 1 43 F A W 2 E I S R R L
25 B O AR A g PRAR SR AR O B R
Lt R AN 3589 CD36™ EPCs X B19 J 7 /8%
Y B R, I FLA B 0T P08 25 W i i
R F 2 B 0% e 2 D AR I i e sk e
B 1 32008 2 IR e 2R BETEAH S RIFSE b i e T
RIUL, dnfar LAk 2 B e S ISR, AR SN o
R, I RE A B R RCR, KR
B19 9 55 12 Wi BT B 24 W BF 52 29 0 S
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