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Abstract

The novel coronavirus pandemic made great impact on both public health and economy, and thus
became one of the major hotspots in research. As the primary step of infection, how SARS-CoV-2
viruses enter the host cells is the key to understand the viral behavior and also crucial for block-
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ing the virus infection. To illustrate the cell entry process, the proteins, receptors, cofactors, con-
formational changes of S proteins and pathways involved in the entry process of SARS-CoV-2 into
cells were comprehensively reviewed. The perspicuity on cellular entry conditions and viral dy-
namic change during this process helps to understand the virus-cell interaction and lays fundation
for vaccines and therapeutic drugs development.
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1. ik

SARS-CoV-2 5li2f) COVID-19 Kifitfr, =45 Ay 6 12 NI FEG#H 660 /1 AFISET:
(https:/coronavirus.jhu.edu/map.html) . 1555 5 — Pl BoAA G IR i IR 48E RNA i RE[1]; H RPN 2 g =
RKEA, DHRMEHRTE RNA & EHREF K ppla Al pplab; 7555 35 012 NG I FE A b AN ] ok () 485
WEE, WRIREAS), BREAE), BEAM)SZRFEEREAN): FEE &S5 2 R0 M Gk ik
15351 9 it B I [2]. BT SARS-CoV-2 A ik #2255 25 & il Ji v 3 — 20, IR f o R L 20
A, ik, NBRERERCN T K 2T RIRE R 2 —[3]-[10]. AR SCE B IHZE AR R K S R
5 AR TH AR S5 A B 7R 5054k 995 753 15555 40 G B 1 ik 5 % P 1 S5 SRR RO T 9 e A T 25088

2. S BEHMGHSIhEE

SARS-CoV-2 [#] S SR & = RIEEEEE H, BN RARES AN, 77008 S1 WA S2 k.

S1 WAy N R [X 3(NTD)FI C KX I (CTD), HA CTD &2k 45&4(RBD) [11] (&l 1); RBD #]
1E“ L7 5 “TE” WM SRR, SSITES & 2R FI IR G 2 R ThRE R4 [12]. AHLL S1 W2,
S2 WHAL EF LA ThREER, BRAAIK(FP). HRL 5 HR2. BSIIH(TM). LLEAL T S2 W3 C sndi i i
H(CT). S2 WAL ARGYIBIG, BT/ Bk 2 SRR AL B S2 WAt RS ml 2 5 th FP &5 M3, i
e S2 MRS RIIR S B e BB IR A , 7 Rl i A rp i 1 5 0 R rE AR A S A P, 4 2 4 7
JIE 5 2 I AR S, SEPUR TR S AR I B & [13]; FP 2 )5 HR1 5 HR2 /&1 HPPHCPC 41k
PIAN-EAKE I, XA EIERRHES & T R KM R gk, IF BB MR i R Sk FP Zhim f A5
5o P i A i FE [14] [15]. HR2 25 IR RIS (TM) = ZE DO e 2K S 2R B s 7E A B 1 [16] [17].
FHN, 1E S1/S2 AAFAE— R Lt R LR 5% (R RRAR), TR Furin BEYIAL &, W4 Furin (3BAKEE EIHE)
AR S1 LA S2 EE[18].

3. SEHMZ
3.1. FEZ{k ACE2 X2 {HEEF

1E COVID-19 1 & HE 1, Rl 57 OHFFTIESE SARS-CoV-2 5 SARS-CoV ¥4/8 F 41 g 3 17 1) I 55 %
KA 2 (ACE2)VE Y B34 HE NAHMu[11] [12]. EARM 1K RBD JEFMLA 74%1H—3hE, (HlT
FEA SR IE IR B e, #Ufff SARS-CoV-2 S £ 5 ACE2 ¥z 1 1Mt SARS-CoV = 10~20 i5[19],
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X Rt f SARS-CoV-2 nJ LAE NBE AT st ik . WHo o, S, M, Wi, A, 55z
VI ACE2 W] LY SARS-CoV-2 [¥] RBD 44, HIREE & REEAAF, HiER%E SARS-CoV-2 ] fE
& IR IRTE £ SV AL 1 21X Se B W) o I 34T 3E B 5 FEAE 1 2 N kA #2[20] [21].

Ubah, BFFEN R I NPR(FIE LT B E. 1) F1 CD4 Z5n[{E N ACE2 HISZ ki hER (A[22] [23], @it
B ACE2 5 S EE A4 &, T#IEm SARS-CoV-2 [f/Eye3., i NPR & — A R IS &2 1,
NPR1 1 NPR2 BE4FF IR 454 Furin T1%] S1/S2 £7 fUS AT C Ky RIK-X-X-R 5& 3 WFF R, %)
NPRL % 14 40 il 7] F£ Ik SARS-CoV-2 X} CaCo-2 4fi i ())& 4« % [24] [25]. Ifi CD4 7] H #2454 SARS-CoV-2
[¥] RBD, 1rBhiEE LK H6 T ACE2/TMPRSS2 Ji i3 N CDA+T itk 40 g (4ndii BhvE T 4ni ) [26]. BRIk,
NPR Fl CD4 Z54F 2 AR B K 1, 7] BELE SARS-COV-2 Xif 3 LG /K T ik ACE2 4 i () J e v Ak 45 A M
YEH.
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Figure 1. The structure of S protein
1. S BERGHEREE

32. BERE

W 5T R B SARS-CoV-2 i RJ LA FH 40 i 2 11 (1 o Ath 2 VR i fE 2R B Bh 32 4k . Horh AXL (B
TR I SZAK) AT AE S SARS-CoV-2 i NFFIR R TE 2K, mifk AXL J5RE R k> SARS-CoV-2
XF N () 4k [27]; CD147 N TR IA W AT SE I SARS-CoV-2 X BHK21 [ %08 4x[28]. /5 &I 4]
FAM 5046 Fh N5 [ dhifiak 12 FhBe 5 SARS-CoV-2 (1 S R H HAEMIIEEE, HA i ASGRL (%
TR 524k 1)F1 KREMENL (F30IRESH PSR B 1) SIESeRe S S 8 A 456 J R 8 2 il g
/K P25 ACE2 I E gl E[29]. SARS-CoV-2 £ 2R 45 & IHFE, R EA KR &1k,
5l R LR35 COVID-19 i N H LR Gi k2 38 B LR RAH 15 o

A, LFA-1 AT 5 SARS-CoV ISR 1 ORF7a B4 &, Al HE/E SARS-CoV JEYL [ 40 i) %%
B Rl T B2 AR [30]. BBl 98 R I, 7EIK G Jurkat-ACE2-KO (il ACE2 FI A\ 2tk bk U 400 it 13 ifi s 41 )
I, LFA-1 (4R AEOS T-32 44 1) "] RERN SARS-CoV-2 T H 524K [31], #&7~ SARS-CoV-2 78 & JLitk
EL 4 s o] SR AR T ACE2/TMPRSS2 (1773, AHF BARKLH Q] 475 53— B F ST AR S

DOI: 10.12677/amb.2023.121002 12 TRAEAI T I


https://doi.org/10.12677/amb.2023.121002

4. SARS-CoV-2 HEN PRI 54

SARS-CoV-2 Nid 2 S B F R EAT — RN KRR, i B8 40 H SSAH B 52 10 kA i 72
RO TR R . XA R SE S A5 ACE2 454 54 NP YCE FBE ) B SE . 3 — 0
Furin YJ%| S1/S2 43 F Ak i Z2 081 Z IEFR 17 5 (RRAR) 4L 1) 3 ARV 55, (FCS) [18], 28 24N A
filg i TMPRSS2 &Y, Cathepsin L %2 S2 WAk FP g1 S2°67 ri[32]. BRUbZAl, WHFEARIN trypsin (IREF)-
Elastase (3778 ) /% Plasmin (IfiL£F4E 8 FERE) S5 5 ARGt EE S 8 /K ARIEOE I I A2 g 31— & AE
FA[33] [34]. ANIFI E B 58 5 B\ FRLIAS [ 38 42 (7 . 6. SARS-CoV-2 i3 N4 M (1118 1%) o

5. S EHMFIRESIHHISEE

SARS-CoV-2 [l & R4 S A 524G )G, W S EAL mRkEM G DUl & 2 i 5
o 0 34T Rl & (RIS AR[35] . £E SARS-CoV-2 1] S SR A4t stdr, AMTARBL T 5Em il & i F2 1 J LA
FHEICER, A AR K R v X 35 (FPPR), RBD [X3#[) 630 loop LA S1-CTD2 (MLIA] 1), TS5y
S M H B IKA R R [23]. 7 S EH = RAARL T, FPPR A1 630 loop 4E+F RBD 4b T-HEVEHERPIRE .
MFIAR RBD M2, ATFiGtHIR& IS ACE2 4541, #{efd FPPR A1 630 loop 4%t & A= ek 2% s
Horp FPPR M RUUE A S2° 7 pif3 LAFRER, (BT OB R S5 UI%]; T 630 loop #4548 f5 ) 2 &% th
S1-CTD2 Bi/K[X 4, §40i S1 5 S2 WILI4E 4, WA S S1 WIS, 7 S1 WM B 5, S2 Witk
BT —FRIMGEPFT B, (R4 S2 WA Z ML FE Fo e IR 215 E AR AS[36]. S2 ALK
HR1 M % &I 5, WRahmh & B ABHEAIAR i b, BE)E HR2 HIr ST REEES, FHFashm i 540
PR [ [R]— 0], X AR S SO BLAE RIS il e e, e R R G I R (] 2); RS
WFEIAE B RIEAT, 5 EHFE R R R L S IUEAN AT AR, TR AR — R A R R SR [35]
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Z g, SEIUREEAML

Figure 2. The process of fusion of membrane
2. [RRb AR
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6. SARS-CoV-2 N HFfRYIE R

HATHF AR I SARS-CoV-2 A WFhiE N 77 20, TR A IR AR AN BTy 2032 BEHR e T 2R S2° 7 i
MR A B[9]. A MR A/ TMPRSS2, ;3 25t OBt Furin TMPRSS2 4577 3, SRHI i e Rl &
(R FEHE N (] 3, 1—33&48) [37]; {H7E TMPRSS2 6= 40 &4, SARS-CoV-2 MK H T P& &
R N 7 7 R A% AR S5 0, e &80 Cathepsin L iR B FE 2208 S2 47 55 SR N A4 i il R ik 75 (1 3,
1—2—>3 #4%) [38]. AWFFRM, FiFk Furin B £ S AR AT 40 (1) 2% S R0 3 A LU Y AR 70 3 ik P
fiK 10 5 i s G RARMR I ot B, AR E A W RARML, B REAT RUORS 46 3 1 B 0 B A R B Pk
A E MU [39] [40] [41): FETHRAERER LIS, FRAMRAMAE EIFIRGE HA G T @ 2 ], BTk
I S S AR R AR I T 3R [42] . 45 EANR, Furin YIS AEE AT G5 S &R (A K AREGE, A A
T SARS-CoV-2 [ Furin/TMPRSS2 Bl & 205, MMt —2 1G58 T SARS-CoV-2 &L, 7K
T B ) MV [37] [43] 6
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Figure 3. The pathways of SARS-CoV-2 entry cell
[ 3. SARS-CoV-2 it X\ 4Rt Y8 B8

7. B4

IN=A

FHEL SARS-CoV, H T SARS-CoV-2 ] S & H A Furin BRI &, 5 ARG PE 25 1o . R
I ERPEZ I (], B e BRI, (R A B, BONRER R LA RE I — K
FHE. HESR ACE2 1EN SARS-CoV-2 FE W24k, BAERHT IR R, A — S ] L
VERNFLIIEAE 52 /R ACE2 SR T, 5RAN 1 7E AR5 ACE2 SZAR LU MR YL, 37K T
SARS-CoV-2 A HMEIFNE R . LAk, SARS-CoV-2 Re4i & A FIFNE ACE2 Al I FE IRt — e M=
F AT o

SARS-CoV-2 [#EM NS 242 2 Fp 41 IL A 2 5 1) — N2 40d 12, BEEFE Furin/ TMPRSS2 %47,
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AL %

NAFAE Cathepsin 55 . XX —HpE, {3 F A 1 B0 750 A0S 2 P97V e UG ANES FRVRTT RCR IR IR Sk
B0, (A A R R 2L E] Al (TMPRSS2 41 7)) &2 E64d (Cathepsin L #1) 71)) i % 58 42 4101 1
SARS-CoV-2 f#)/EZL[9] [44].

AL AT SARS-CoV-2 N AL I Lt R AT dh, Jedlieg S A KRS I fE, PLRAA
7 SARS-CoV-2 TE{K/KF-3%ik ACE2 4N/ 423 B 45 & IV AE 2 AR B AR T B IR 7, A T ERAF ATA R
SARS-CoV-2 A IHLHIHR (L B E i fkd . R SARS-CoV-2 [N LT 7t CL BUfS 2 kg, (H
Y — LR AR ), 05 S A NTD 4541 AXL Uik Sah &3 /2 ? fE2 kst fed, H%E
2/ =FR S BAYL ACE2 454 oA i R I &1L F2? SARS-CoV-2 YL FEF, AFFEN ACE2 5
=R S EHAMEE T R BN ? 5 2 ORI ) R I T35 28 J5 4 RBEE X SARS-CoV-2 [ AL
AP H ) )28 i B 1 5 24T T COVID-19 IRAT -

E&UH

JTARB R RGBT R M (R 2 W AR 7 (2019ST042); T R B BHE B IIBT 6 “IR
BT RAL BOR IWT I 5776 7 (210804126870918).
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