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Overview of novel coronavirus infection and replication
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Abstract: Coronaviruses are a type of positive-sense single-stranded RNA virus with envelope and widely exist in nature to
cause respiratory infectious diseases. The novel coronavirus is a new outbreak virus that is susceptible to all people. Up to
now, the disease has been widely spread in the world and poses a great threat to public health. In this review, the genomic
features, key proteins, host infection and replication of coronaviruses and novel coronaviruses are reviewed in order to provide
theoretical basis for the study of the pathogenic mechanism of virus infection on host cells and to provide basic support for the
development of specific antiviral drugs.
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A HAG AR, 720 20 8, A 200Gk
TAEEZE K, A1 2002 AFIC 30 B S M 255k
s Mk 7 (Severe acute respiratory syndrome
coronavirus, SARS-CoV)EHI 2012 4£ 15 1k & B
RPN EE A AR IR % (Middle East respiratory
syndrome coronavirus, MERS-CoV)P!, ki &
AN W L AN BRI LS
FUEANFREZ MR RG . HILRSE . HERR
FEREEE 2R R R B AT, XA SR T
e ) ™ kB

NERIG . (HCoVS) & — 4 2 A etk
TR, 5 2R R AR A PR R GO AR G
WAE IR E . WA A R TN
HAZAT IR = B i FIE 41, HCoVs #IA Ry ik fk
BRI EEZ —. BUEERT, CHRET 6 F
HCoVs, Rl HCoV-229E . HCoV-NL63, HCoVOC43,
HCoV-HKU1, SARS-CoV #lI MERS-CoV; H
HCoV-229E . HCoV-NL63 . HCoV-OC43 F#i
HCoV-HKU1 TE AR IZ A7 1E, 2045 N
B YR 130, 2019 4 12 A, BRI
B (SARS-CoV-2) B % & Jr bl £ 2Bk o J2
MAER, KEZETRERF ) [ HHE, FEh
— PRI, HETIA B $ X SARS-CoV-2 5l
RIIR R RGRIT k. X SARS-CoV-2 45142
2RI RE RO SE , 46 518 £ B AEZURALE]
WEIE, XS TRANA T HA EEAE R L. A
X SARS-CoV-2 /&Y B Ml LiLsik, BT N3k
P BE A= G i 32 40 I 0 HL R A PR 5T SR HE B AR
W, AR R W BiF A BRI A SR
1 BRFF
11 BRESHESEN

bR B B R R ERR R, BA £
JEE, EHAR N 60-220 nm. AN EAFAERSE
HLAR T S SR, A [R) A et R 1 Y B S A A 2
5o IR IR SARRE, 1975 4 [ bR 5 44 &
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(Spike protein, S). T[T (Envelope protein,
E) M (Membrane protein, M) =it = 3k
B, WAEMIEAE HE & (Haemagglutinin-
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1 (Nucleocapsid protein, N) 254, N & E—F
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LRI — BRI 5E 3L S, E. MAIN
f6 I P HE B 1

1.2 WERHEEEEARE

SEEARIE B T N FRAT — IR PRI A AR 52
G BRI L RNA R 2, K 2978 27-31 kb,
RNA % 5547 F LAV F45H40, 34645 polyA J&
ELghAl, HILR RNA A B BA B A1
FH o S B ANES SE e th JE R AL i . BHIRIE Al
MM, T UIETF R SHE R d =k A T
FEH mRNA, FERBRATEEH, A i il 3 M &4 oy
FER A 5y 213, RS B S I T ) R AE
(ORFs) ORF1a ll ORF1b £k, 4 16 EZ
FIEE T (Nsps)o AR AEEIE 4] RNA i
TSR T IR () 4 FP&S IR . Ak, TEZ5HY
B EARE IR A Z 4/ ORFs, HAE I E
CoV yFhim B,

LR BEE AR Y AN M, 38 Bk & N B A
FHEA AN, 585 09 52 I AL MIE N AT, A
WiEE RNA ik, SEifE ERNZE N la/lab
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(ppla/pplab) Y- AL, % spéid b AU SE i Hh (1) 52
Tl st AWM FE N4 RNAs 541 B4 itk
1o MEMHEREMNR, FopZab & AETERE SR
G b, i ORFs 8], fENAKZH mRNA 74
(RN . fEIRILA Cov RNAF, EVFH 6 41
ORFs 7#1E. H:ff', ORFla il ORF1b =[] 4 H5
185 ppla #1 pplab Z k=4, ppla #1 pplab
2 JIK FH 99 75 Gt i 1) IS B8 2 11 Ik 3 A 1 Tl AL B
DA K AR 1 T 4 16 it Nspst™©
2 FARRKE

Chan 2 Al s 789 i 6 8 25 v 43 85 1 10
SARS-CoV-2 J[F 4] 5¥lH SARS £ CovzXC21
FAZ AT B AR A 89%, 5 AN SARS #: CoVZXC21
HIRZ T BR R IEAE R 82%. SARS-CoV-2 UL i
PRARAE 3 32 DL & gy 09, H o o
755 BB R XS e i T R A
B, SARS-CoV-2 i - -1 3 A A B (g [
R4, 4RIR X SARS-COV-2 [ AT 77 78 AR 24 A
PIANEREVE, W BEHEAT T2 R EE A
2.1 SARS-CoV-2 EF A4

2 BE K P X, JESE SARS-CoV-2 5
SARS [flj@ e Rk EE B JE. WS SARS-CoV
Ml MERS-CoV H. 4 [Rl W (79%F1 51.8%)1,
Gianguglielmo 21Tt et e b 52 MR REHEAT T
I, #iE SARS-CoV-2 JLHH LK N
29.9 kb, i SARS-CoV #l MERS-CoV 43k [H £ 43
B4 27.9 kb #130.1 kb, SARS-CoV-2 JEPH 4
MRNA #H — D RSFIHT ST A, 9 AN i
FEAIA 2 AR RRIE X, (UTRS), 9 M ER
WHE R mRNA L8 12 AMEE rY 2 Rg
ORFs, 5'Fl1 3" UTRs 735!l g 265 #i1 358 M%7
51 3" UTRs #7415 HiAth BCoVs FIA% T IR AR
Jg 83.6%. TEFERZ] 5-2/3 RYXIRAY, HiEBorE
F 1 5% ORF1a/b 4t 1) K A4 il i 2R & (1 ppla
A1 pplab #% & ARG KA A% 16 1 Nsps. 4 4454 5
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W X BAAS o7 ISk BRI P i A 35, AFgE A
Bk PG EE RNA 19 poly(A) 8 [V -1 i 47 SRt
FRA L, 2K EE RNA LR RNA )
poly(A) REH K. &5 1 RNA 1 poly(A)
ELH R B RNA 5, IESEB 5 A9 RNA 5 3
BB Z A LA, Wl & B B bk
FA E R 414 RNA BN, Hidh AAGAA
R W . BR T hRMESL AL 9 AN SR
20 RNA 4b, SARS-CoV-2 if =4 it A %1 ORFs
G SEAS

2.2 SARS-CoV-2 RIBEA4F 1%

WF 55 B 25 1145 K4 R A0 R AR 58 HE & R AL B4
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N sl G Z k2 A hl, Hh Z kg & 57 f
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ERVE K T IBERLE R, 24 SARS-CoV-2
B S AL TG ERRE, S1 8, S2 k4t
5784, 46 BITE 25 IR TE 25 2 1 . A
SARS-CoV-2 H1, S2 W B & RS . 5321k
SEAHTIFT SL IR A8k, ik S1 & A
YT S1 LA DA FA AT A0 28 A HR R HE R i
AR AT A S s 120,
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Fig. 1 The model of SARS-CoV-2 infection and replication.
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AR ILA SARS-CoV-2 WL, Af21E 40
TEAZ AR S PR G B0 2 1 R T I A TR R
PAVBE RN R, TEME . ONE . B REARIE) 2
PN WMEHEFT, KT ACE2 WIfE E 40 H
3FN, ERER-MEBKRRGHTEF,
MAEKEIL, o mER%P),; % SARS
I B 2 A, TE R IR S i i 1 B0 ML A&
AR IR, B SRR E E LA, LB
038 B = R W 0 Y, yan 4 BOUH] TV vk e
BEH R BN RN T N ACE2 B4 K. ACE2 &
M 3R RIKMIE A, —4> ACE2 K
IKRERINTEE S WA RE S EH =8Ik, HIFHoh
& PR A SRR s LS A A . M S &
45 ACE2 M AT KE Wi S H A
PE7E ACE2 B3R, 55 SARS JE B 45 A 7
FHAL

3.2 SARS-CoV-2S EASZIKEE

S A TR R R INZ M Z I REE M,
P 9 75 A I 2R 18 32 AR B R RS AL 5, 3
TR A0 G AR S 1) R R B AR
e S HH EE U = RIKIESAAE, B HA
Ty 14 EREBRM T 2RSS AR Whittaker
B2 TS B RIS SCHR O R S, — A
KATE SUSYLih A, Ji—"A K AETE S2 1Y R797 4t
LA T RS R B s . CoV HE A4 i E
T S R FRM AL ST S Z AL S X
A BTN A B AN R A . eAh, HEATRE
AT AR A S S R, XTFEAE S1/S2 il
S S HEA TR BT YD E, A2 9 7 A 4 6 A5
£, Xt R S2 WA K54, SARS-CoV-2
S B2 IRGE A1 H 4 A AT B A
(B1. B2. B3 FI B6) Tk, LAKIRTEFI A ML,
TEAZ L4 B3 FI B6 Z 0], A — L% p4 1 p5
B ad T o5 MRBEMIAMIE A, AR BORGN
52 1A 5 SARS-CoV-2 454 AR 42 fl 7% 3L 1Y
ARG,
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50 SARS-CoV I F|FH ACE2 {EH%
PAIS30) S ok B R 1 22 R R K B 2
(TMPRSS2) ‘54l mify ACE2 (L4, Jf
454 CD209L 4+ F, JERL SACE2-CD209L & &
Yy, i P 2R A A AR RIS R N iR iRk
BT, MERS-CoV WU F — K Bt Bk G 4
(DPP4/CD26) # A4tiff1l®®!, DPP4 FHAFTET T
WEUZGE BRI R S R G At i
B R RBESE LS, Hoffmann % 1y
S 145H ACE2 i A4 Ml 72 b nl RB BLAE M 1E 3
i TR5T, S50 UFSE SARS-CoV-2 ilid 314k
ACE2 i f, 22%00% 5 FIlE TMPRSS2 FIfL A
b 2 R AR B ZH 2R 1 B AN L (CatB/L) 7]
T S &EMAJash, Bl wifh e i 2 BH W 2
HEA ML A5, SR, R TMPRSS2 (i
PE X B 7E 52 S8R T2 HR 1R 42 G R o B s 4
WY, T CatB/L VEMENIEAELT . HIt,
TMPRSS2 il 570 °T LU Ay il PRIA T B — Rl 4
1 321k CD26 MEIELES 2 fky L-Ifi 2 BR 5k L-N
IR Z IR BN 5 A i K, 80T i
b, TR 97 2 e e A 2 81 4 TR 140 R 1O
Vankadari 25 e T2 A8 ) ) e B o A
T SARS-CoV-2 S [ CD26 H{EM —4E4f5#
B, S 15 CD26 X% 2 /R T &
FIRN RS, X REIBIARIGE by S1 WR Y
CD26 M2 8] AT B A7 75 5 %5 B AR LA

Wrapp 221 Ve v FLBE AN T B T SLRER
MET S HEARM 3.5A ¥k, i A=Y st
S ACE2 BYEA ). 457K, SARS-CoV-2
S #1155 ACE2 Iy T fif 25 % %42 /2 15 nmol/L,
b ACE2 5 SARS-CoV KJZEFMIJI# 10-20 f5,
D3 AT RSBt it & AL RERE 138 T SARS iR
K., W kP, H%TF SARS-CoV il MERS-CoV
B S B IAAAE Furin B ARG A, ER
RIS ARG BRI A AR, X —
R BUE 7R X R AR 54 W] REYY 5 SARS-CoV-2 Hf%
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AN RS, Hoffmann 2 E T %
AT A& BHZ0 it 25 (B Furin BT DL 24 S1/S2, i H.
XANZLfEXS T S B AT I A A R e A
YR OCH B, AL, Pifk S1/S2 i g fm T4
JeL - M R, TR - M A, X RN B
14722 S AL AT e 2 I L 20 - 200 PR RO n A v A
PEEE A . (PR, @t X Vero-E6 ARG IR
SARS-CoV-2 M B4k, AWM T —RINGHTE
S1/S2 4 4b 434 15-30 bp (AR B 2S5 1Y
RBE . (AfHEER R, FLEsRMER T S HH
S1/S2 E#EIX I PRRA KL% . SARS-CoV-2 )
—ANIRRRRIE SR AE S B S1 R S2 Wk E B Ab
M Z B PETIFINL A . Bk . AR EE S1/S2 4k
(R HA S AR R B e 30 bp AT RES U8 55 9 B (95X
TRl DR, 7 O IR SRR 51 5 0 ik e g
SEATRAT RARAT ARG, PPN LA S ek B 5 v
TR THME I,
33 Nsp&E5RmHEHIIRE

SARS-CoV-2 1Y & il & 1 Nsp 1 22 M B 52 i/
G AW IR FRUO ) % SR Y
JEMRHS RNA () RNA R4 (RARp) 149k 17 &
(Nspl2), JEE KIS 2 18 Nspl12 iF
PE/N, HIhfET B4 4% Nsp7 1 Nsp8 7E P #Y 4 Bl
F, i RARp SHH SR iy A2 Yin 26000
16 B R4t Z5k Nspl2. Nsp7 F1 Nsp8 & 447,
S5 R a5 B Nspl2 Bl 5 5058 3k 1758 43 WL
% RNA Bt S|4 a L Ra e, 2T
SARS-CoV, ifii Nsp7 Fll Nsp8 FE-1EH4 I T Nsp12
6T . Nspl12-Nsp7-Nsp8 & & WI1E A =Bk
PR e, E SRR s E A T R AR bR B RNA
B4, 5 SARS-CoV Y RARp 45t AN, 14
H RTP-RARp Z5HfEBMREE h & A 14 SOk
RNA, 7E5 1 ¥4 h & 11 B EE RNA, 3% RNA
RUE AR 51 ) RNA B 11 IR FEXT AR . FEAs
W54 RNA Fl Nspl2 2 [ AL E 72 () 5 1 5
RNA FHEAEF, 347 29 4> Nspl2 BRI HI#ES S
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RNA 454 . (A TERJE, Nsp7 il Nsp8 WA
o5 RNAMHEAEH, RAEXMWAEAFE RARp
454 RNA Frabh T, M Nspl2 #4549 RNA
(AT AT B I o 0 s AT B2 fih, X UEBH RdRp 5 RNA
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5 E B M PN J5 D) R ZEL S P A2 A 2 A G,
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B T 7E 9 BE A I AL S R R AN, — sk
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E P 7 R A0 0 A A i e e S R i
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AEARLE PR IA A AH DG 28 T IRV, 7 1 B0 1 v e
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H B W A ] 2 v SRR 2 . BREVH ACE2 %2
AL, % EF) CD26 5 S & A =2 IA] By X 43 K AL
=15 CD26 f1 Al Re 2V fEZ k7 5 CD26 iy H.AE
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