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W E A TMERETRRAME %K F 43485 2 (human angiotensin converting enzyme 2, hACE2)#) Huh-7 @
MR, AR RAMA T R 5% % 69 pWPXL-neo-hACE2 1% s H Ak, +5] B psPAX2 #= pMD2.G-VSVG 2 Fl 4% 4
HEK293T 2R3k 43 1% 5% 7 ¥ 537 691205 F & 3¢ Huh-7 2a e )s, AR % % B h #3843 7T &% hACE2 #
Huh-7 40 #e; i@ 3 J8) 3 0% b ik Ae R & R AP 546 Huh-7 20 J F hACE2 & & e R ik, R A A X i R 5
#7 Huh-7-hACE2 a5 = & ZbkefoR 45 4L TR 9% 3 2 (severe acute respiratory syndrome coronavirus 2, SARS-
CoV-2)#| % (spike, S)& & % 4 45 & % ¥ 3% (receptor-binding domain, RBD)#J £ &4 51, 5F /A SARS-CoV-2 1B.5%
A% — % M % Huh-7-hACE2 %1 Ji % SARS-CoV-2 #) 5 APk, 5% J& #] i % % iF 49 Huh-7-hACE2 %1 i 2
SARS-CoV-2 ¥ F=iitk REGN10987 A8 5% 4 69 P Aot . 45 R 27, hACE2 % & /& Huh-7 20 88 7 s 3 £ A,
H %k % hACE2 & & #t 55 SARS-CoV-2 S & & RBD % 4-; #4842 T Huh-7 %886, Huh-7-hACE2 #m fL 3T 8% 3
8 B Btk BEIR Z, BARR A P At homl 45 R G SCakaRiE 69 s A P fe s Anil, B2, AR R MAET
% %3k hACE2 %9 Huh-7 @a it %, 5t BLE 46 & A T 97 2 B IK % 3 B #(corona virus disease 2019, COVID-19)74
I7 P38 PR, EHF R SARS-CoV-2 89 HURMH] X 9 25 M BIR G ey A A T B
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Abstract: To construct Huh-7 cell line stably expressing human angiotensin converting enzyme 2 (hACE2),
the pWPXL-neo—hACE2 lentiviral vector without a fluorescent protein gene was constructed and co—trans—
fected into HEK293T cells with psPAX2 and pMD2.G-VSVG to generate lentivirus. The obtained lentivirus
particles were used to infect Huh—7 cells, and the cells that could stably express hACE2 protein were se—
lected with hygromycin B. The expression of hACE2 in Huh-7 cells was detected by indirect immunofluo—
rescence assay and Western—blot. Furthermore, the binding activity of Huh—-7-hACE2 cells to the receptor—
binding domain (RBD) of the severe acute respiratory syndrome coronavirus 2 (SARS—-CoV-2) spike (S) pro—
tein was analyzed by flow cytometry, and the susceptibility of Huh—7-hACE2 cells to SARS-CoV -2 was
further determined with SARS-CoV-2 pseudovirus. The identified Huh—-7-hACE2 cells were finally used in
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evaluating the neutralizing capacity of SARS—-CoV-2 neutralizing antibody REGN10987 against pseudovirus.
The results showed that the hACE2 protein was successfully expressed in Huh-7 cells, and the expressed
hACE2 protein could bind to SARS-CoV-2 S protein RBD. Compared with Huh-7 cells, Huh-7-hACE2
cells were more susceptible to SARS—CoV -2 pseudovirus infection, and the neutralizing activity evaluated
with pseudovirus was similar to that with SARS—CoV-2 reported in the literature. In conclusion, the study
demonstrated that the Huh—7 cell line stably expressing hACE2 was successfully established, and could be
used to evaluate the activity of corona virus disease 2019 (COVID-19) therapeutic monoclonal antibody. The
established cell line is a useful tool to study the pathogenesis of SARS—CoV-2 and develop antiviral drugs
and vaccines.

Key words: severe acute respiratory syndrome coronavirus 2 (SARS—-CoV-2); human angiotensin converting

enzyme 2 (hACE2); Huh-7 cell; lentiviral infection; stably transfected cell line; therapeutic antibody

F 2019 4RIk, J™H 2R IR 2545 ik SR
JIEE 2 (severe acute respiratory syndrome coronavi—
rus 2, SARS—CoV-2)7E BRI IL 1%, ST Bl
FERI BRI (corona virus disease 2019, COVID-
19) B EERA AT, HHl, SARS-CoV-2 HIEHE .
AN A T o P, O 2022 4F 11 H, 4Bk
COVID-19 B2 I &l it 6 12, Fitmsti
B 600 J7 (hitpsi//covid19.who.int/, 2022-11-28),
HOO SRR . R o A SRR 1l T
(1G5 o SARS-CoV-2 JEHEEIE XL RNA i T, 2
PIZH 2 30 kb, 458 FALFRZA 7 3 F (nu-
cleocapsid protein, N). l% & [ (membrane protein,
M) L F (envelope protein, E)FTHIZEHE H (spi-
ke protein, S), S & AL WA~ DI REME A S1 A1
S2, Hh S1 5t 5 1E LA RES &, S2 5157
BB R G o ST N w454 35 (N—terminal
domain, NTD)FIZ KL, & 4514 35l (receptor—binding
domain, RBD)ALK,, %I deie 2 48 M Filfe 378 [l
FREEL,

M58 Bk R 53l 2 (angiotensin converting
enzyme 2, ACE2)J | BBESSME N, K/
92.5 kD, 2S5 SARS-CoV-2 #E ALY CHEZ
&, Hif it 5 SARS-CoV-2 S 1 RBD 454,
I FIRERIE A RANIEET . ZWI50E ACE2
[F1id %35 £ HEK293T .BHK21 . Hela . A549 55 4f
PR, LA I i X SARS-CoV -2 11 5 Jk
HETTIT o 7 AL ] SRy 7 I BT A A5,

Huh-7 R ANHEAIIE R, T 1982 4F N —4
57 % HA G VeI 85 0 s 2 2 b o3 B4R,
AR RGNS RIS 22 Rl 5 EAT 25 W i A o 7
SARS-CoV -2 HUi 2 25 W) FUE B ALK B9 055
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Huh-7 4l 25 12 AR A AR A s AR 03-91 (H H R
T ACE2 8 i %35 Huh—7 20 44 210 4
i, AR A P Huh-7 400 52748 B Y ACE2
FEAFRREAE, X SARS-CoV-2 Bk 7% 1Y Jik
TEHA R R, MR e 3RI5 N ACE2 (human
ACE2, hACE2)HY Huh-7 4 R W] $2 - HXTSARS-
CoV -2 I ZJE&NE, NI MBS SARS-CoV -2 HIEUH
HL T BT B2 % o A A R T

1 #MRERFE

1.1 #fd

HEK293T 4 £k 1 Huh—7 ZHAIAR 04 H =
DO TEFE A AR A IR /], KIGHFFE TM109 J2%
ZASMMENE H H A Takara 23 7)o

HoAh 3 2250 55 A BHEL 45 - PrimeSTAR i
BamH 1 1 EcoR T B4 N UI | TC 4% % 321077
& (Takara 2], HAR), R BRI (phos—
phate buffer saline, PBS) .DMEM 3% 3 3 (i -4
FAEARHE AR R, AR BL A F, LAEs),;
AR B K DG ER R 5 PR A I k)
BCA & A e ik f & (L = RAEMH AR
FRZH]); pCMV3—hACE2 Bk \anti—hACE2-FITC
P anti—-GAPDH BT (At 5 S B2 B 7y
A PR F]); pWPXL-EF1-EGFP ki .psPAX2 Jii
A pMD2.G-VSVG k(- VA% AR MR
A BN F); Lipofectamine 3000 #4857 .P3000™
H458 55 .Opti—-MEM 3% 5% .anti-mouse IgG %)t —
P (Thermo Fisher 23 7, & [E); SARS-CoV-2 S-
RBD & H (I3 3T B 8 1 B R By A R )
REGN10987 7t H BT AR @GS A= R A
R HD)
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HRIGH) 55 Fa g 235 N ACE2 1Y Huh-7 4000 & A9 87 K 191

1.2 pWPXL-neo-hACE2 E4H Ffi HtaiE R %

==

&E

DL B b5 SO B B B0y A BR A R
pCMV3-hACE2 FA AR, FH L35 9 5'-AG-
GTTTAAACTACGGGATCCGCCACCATGTCAAGC-
TCTTCCTGGCT-3"F N iE5 4 5'~ATGACTAGT-
CCCGGGAAT TCGTCGACGGTATACAGACATGA -
TAAGATACATTG-3"Y 14 hA CE2-neo FrBto UL
Z&A: 98 CHIAEYE 2 min; 98 CAEE 10 s, 55 C
1B K 15 s, 72 CHEMH 2 min, 30 PMEIR; 72 CHEfH
5 mino hACE2-neo FBt4: PCR 38 J5 b4 758
WEEERE VK, FFUIRE ML, ¥ pWPXL-EF1-EGFP
ki BamH 1T F1 EcoR 1 WV, ZBiiEHHEERE
VKJE, VIBR & BG4 (5.9 63 [ (enhanced green
fluorescent protein, EGFP)4ii% 3K i DNA F B,
Iz Ak R BE o G842/ hA CE2—neo F
BEMZ AR B BEAE 56 CH#E4E 15 min, F A KB
W IM109 Bz A4, /1% pWPXL-neo-hACE2
PHPETE, 3% 20U R YR B A FR A /8
P8 wINT
1.3 pWPXL-neo-hACE2 2fF S %

BEH A KRS R A9 HEK293T 41 i, DL 1x
10° L #5002 6 fLAR, T 37 °C.5% CO, KiF#4a+
Kig® 24 h, FILAEY 5090 R, B E
GHES: B2 wg 12958 H 40 Bk pWPXL-
neo—hACE2.1.5 wg ffi Bl BT kL psPAX2.0.5 wg Hfi
Bk pMD2.G-VSVG.8 wL P3000™ 5@ A
250 wL Opti-MEM 3555, 53 BL—45 250 ulL
Opti-MEM 355755, A 7 wL Lipofectamine 3000
RN, M ER IR RIR G A R SRS
10~15 min. PFFYSE G WM A AR RIR S,
37 °C.5% CO, FEFRAE IR 12~16 h J5, ik
5 10% MR 7519 DMEM S84 15553 .48 h 5 1E
4 CHMETF 2 000 t/min B0 5 min, WEEAN I
15, 0.45 pum JERE U85 -80 CIRFERH .
14 FETFRIE hACE2 E[EF H) Huh-7 0B HY
ik Fn & L

FI AL pWPXL-neo—hACE2 185 27 Jik
Huh-7 40/, JEYLAT 1 d, BUE RS REFIUHUh-7
Y, LA 2x10° L #EFh T 24 £, frdiid k=
AN 50%~60%, T 200 wL 18555 Rt
TP, U B AR B A IR, S 12~
16 h H 404 DMEM 5845 525k, [R5 48 h ¥
Huh-7 ZfILL 1x10° L™ 15 % 24 fLAR, 3555 24 h

J& B4R 800 me/L #iEE R B [ DMEM 6435
I, MREERT IR 7~14 d, IR RE PR O B 4 5 A
£ B ABr s FE 3, 1 B X IR eS0T, g
R ALK T DL PP E eRE . T se B EA Pk
AT TR ) s, T AR A AR 2 A A AR
K, AR AIM A TR 25 5
1.5 [E#EREREHELEE Huh-7 8 HhACE2
EAMRIL

¥ Huh-7 ARFE Y4 Huh-7-hACE2 41
L 5x107 L™ #8296 FLAk, 37 °C.5% CO,
B FRAE R SR 24 ho 3138, A 492 R HEE,
Z A E 1 he PBSTHUE 3 IR, A anti-hACE2-
FITC HLAIF T 37 CHFF 1 h, PBS FRIKIETE 3 Ik
J& TR DMi8 {588 i flBE F R L .
1.6 ZFEHRENIEEK N Huh-7 4 At hACE2
EAMERIE

IrMEE 1x10° 4~ Huh=7 AHE G4l i FlHuh—
7-hACE2 4 il & 2 1 e i, JF4% B8 BCA &
P o e ) B I B B . B 30 pg B
F R UEAT SDS-PAGE FLIK, FLIKJE & H R
%2 PVDF B, H 50 =iRE A 1 h, B
I anti—hACE2-FITC HUAFI anti-GAPDH
Uik, 4 CHFE B PBST BEEE 3 ¥k, JINA anti-
mouse IgG ZE P, FiRBMT 1 h; PBST Uk
i 3 YK, F Odyssey CLx MAALLAMNEOERE £ 58
SREEET 5%
1.7 Huh-7-hACE2 4Hi285 SARS-CoV-2 S &
H RBD M &iEED T

43 UCAE 5x10* A~ Huh =7 & 7% Y 40 g A
Huh-7-hACE2 411, 1 500 r/min &5:{> 3 min, UX
RAMITVE, T 29164 L35 1) PBS THUE 1 1K,
F S-RBD-FITC 7£ 4 C&MF F#EHEF 30 min,
1 500 r/min &0 3 min J5WEANIEDIE, FH& 2%
54 37 1Y PBS i PEMI IR o K A A % 400 L
2% IR A E 1 PBS 1, FIFH BD FACSVerse™
T AN HT Huh—7-hACE2 418 525 SARS-
CoV-2 S # 1 RBD RIS A6 e,
1.8 SARS-CoV-2 {BjkEH B

¥ Huh-7 ARFE YA Huh-7-hACE2 41
SAILL 1x10°8 L H2F0 2 96 FLAR, T 37 °C.5% CO,
BEFRRA % 24 by FRAIK 2502, 4% 50 wWl/AL
S AIMASESR % H il ) SARS-CoV-2 £ (A5 LR
1 (green fluorescent protein, GFP) &% 7 (B.1.1.7)
F SARS-CoV -2 2R B 7 (B.1.1.7), FF4%
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50 pl/ALFM A DMEM 56 435 5 5 78 37 °C 5%
CO, R TR IRYE 12~16 h &, 4y DMEM 5¢
R FRAL, YRS 48 h 5, FIH PR DMI8 15
B DGR GFP B TR EL G L, 2O
FEHEOR ARG 4T, 12 000 r/min 50> 3 min,
WO SRR, TR K 2 G 3R Tl 5 R ]
I, T Synergy H1 ZDJREBFAR L 1 Z2HU A FLAH
X B (relative light unit, RLU)E(R)-
1.9 Huh-7-hACE2 i REBRmEh LI
A R

B 96 FLANMIEE SRR, F DMEM 5841537504
REGN10987 i AR5 I BE A 100 mg/L.
10 mg/L.1 mg/L.0.1 mg/L..0.01 mg/L F1 0.001 mg/L,
AP RN E 3 N EE, LM AAR
100 Lo [RIES, 5 20 M0 R EE T RRAL, XoF
WAS 55 LR . H DMEM 5841 77 30 1
SARS-CoV-2 ZOGRMHBYRTE(B. 1.1.7), (A EEX
FLASE R BHR K B RLU Iiﬁ(R fpg;ﬁﬁx.mg)?%
il 7E 200 000~400 000; 520 XT BRFLAN, HAxFL
BFLIA 50 pL 9 DMEM 522855356, ¥ 96 fL
YARLEE TR E T 37 CHEE 1 ho B Huh-7-hACE2
YN TIHAL T, 4% 2% 108 L B 40 i d b 2 007
B 5 AR, AT, 50 pL. Zi,
FENLAEMRFUA 200 pLo 7E 37 °C.5% CO, {iF#
FETPEGL 12~16 h J&, T4 DMEM 58 28557 4
(100 wL/AL). RZEIRYL 48 h J=, I A4 HI 24 ik
ZAFRAHIM, 12 000 v/min 250> 3 min, JWEZH, N
NEE K RS ERBHR A FE RG], T Synergy
H1 Z IR IS FL RLU fH(R). T
FUEH 53 3R(P ), EHlh A2, FF4 R 50%
SARS-CoV -2 ik 3 1 e e LA B EE A i iA
F B R PRI o B EE R 23 2(P s
BRTEARN: Pin=(R wsmn—R sm)V(R pwtsnn—
R sixsn)x100%
110 SEit=ZEaHh

FH GraphPad Prism 6.0 G834 {4 % 52 56 2 4
PTG F2E 03T o B PSR 22 (o) TR,
PHZHFEAS [B] () -8 LU R FH ¢ K56, DL P<0.05
HEFBEGITERE L

2 #R

21 FIh#a%E pWPXL-neo-hACE2 2% S &4k
H T ¥ pWPXL-neo—hACE2 18 % 5 2814,
A pCMV3-hACE2 TR MR, 3 hA CE2-neo

H iR B, 255318 /N 5 300 bp 5%, 5
TR/ N—3 (Bl 1A). ¥ pWPXL-EF1-EGFP
JRLH BamH 1 1 EcoR 1 B8V, VIBR & EGFP %%
FEHEHY B, Z55RIS KN 9 600 bp ISR,
SRR R N2 (E 1B) KA BG4,
A pWPXL-neo—ACE2 A&, 210 5 Fb X UE #H
AR 1C)0
2.2 F{Ih#3% Huh-7-hACE2 FaE 5L M0 &

FIFH anti-hACE2—FITC A, i ik [a] 32 fe g
¢ H6 1k (indirect immunofluorescence assay, IFA)%E
FE Huh-7-hACE2 4/l hACE2 fIFRIL, 450 12
7, Huh—7-hACE2 40 Jifd i) 2¢ 6 . 35 5% F X B 241
Huh-7 Z0L(E 2A) . #F— 238 i 85 1 5 BR 3
(Western—blot) 4 2F Huh—-7-hACE2 F2 22 % Y 41l g
F P hACE2 HIFRIA, 45 IR, 78 Huh-7-hACE2
i i FP A ) 5 hACE2 TR /IN&Y 92 kD)—3
(4, T Huh—=7 %ot FEZH 20 b oK BEAGIN 2] 35 R
254, IEMH hACE2 & [ 7E Huh-7-hACE2 4 Jifirh
IR (E 2B)o £5 ], ANWFTE P T R
P8 hACE2 M Huh-7 4HHE R .
23 Huh-7-hACE2 ZHf8 R F[ 5 SARS-CoV-2 S
EA RBD &4

SARS-CoV-2 S # 1 RBD &5 ACE2 & H
iGN IR TR A LS 240G B X,
KL Huh-7-hACE2 4iJi & it #2381 hACE2
F A T, AR ST R) R O A R X
Huh-7-hACE2 # }fd 5 B 7502 %< /6 & (fluorescein
isothiocyanate, FITC)FRICHT S—-RBD U455
P G5 R, Huh—7-hACE2 4700 i 3%
{5 T Huh=7 XJREZH A0, HAPERRZ 77.05%, 1E
W] Huh-7-hACE2 #iifi 5 SARS-CoV-2 S &1 RBD
BIZE AT S T Huh=7 X AN (A 3).
24 Huh-7-hACE2 BEHLMMARERFS
BRI A

AT ¥30F Huh-7-hACE2 4%} SARS-CoV-2
B B 1) 2y Ik, A 9844 Huh—7-hACE2 4l
A1 Huh=7 % BRI AL R GE SARS-CoV-2 GFPfi
JEEE(HEHT GFP 26) Ml SARS-CoV-2 BV R MHE
Rt e N D I RTAT G U S
/i, Huh-7-hACE2 4/l fB/&YL SARS-CoV-2 GFP
B EE, T Huh—7 X ARZHHIEACA RIEUY (K] 4A) .
PENCR WIS L AR 25 5 iR, 5 Huh-7 XF
FEANMIAR HE, Huh—7-hACE2 ZHIX} SARS-CoV-2
U R BHER 7% 10 5 B B B i (K] 4B). HE—
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©

E 1 pWPXL-neo-hACE2 HEHHERLEE
(A) hACE2-neo R % PCR ¥ #4; (B) BamH | #= EcoR | B&¥1 pWPXL-EF1-EGFP #,4k; (C) %4 pWPXL-neo-hACE2 # 1k
MR hACE2 R B a8 R
Fig.1 Construction and identification of pWPXL-neo—-hACE2 vector
(A) PCR amplification of hA CE2—-neo fragment; (B) pWPXL-EF1-EGFP digested by BamH I /EcoR 1 ; (C) Partial sequencing of
pWPXL-neo—hACE2 vector and sequence alignment with the hA CE2 gene.
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Bright

Huh-7-hACE2

1851

15 “hACE2

100 pm
— 80 M ‘

100 pm

(A) (B)
El 2 Huh-7-hACE2 F3EH MR+ hACE2 EAKRILERE
(A) Fa)BE S 0% 3¢ K% 8 Huh—-7-hACE2 #8458 4+ f 4m it & F hACE2 & & %9 &34 ; (B) & & S 9P iE % %5 & Huh-7-hACE2 #4
R i A P hACE2 & & 89 £k
Fig.2 Identification of the expression level of hACE2 protein in Huh—-7-hACE2 cells
(A) Identification of the expression level of hACE2 protein in Huh—-7-hACE2 cells by IFA; (B) Identification of the expression
level of hACE2 protein in Huh—-7-hACE2 cells by Western—blot.
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— Huh-7-hACE2
300 - " T Huh-7
250 '.| I 77.05% I
0 = ; vy o
0 10? 10° 10* 10°
FITC-A

B3 mAAMARLET Huh-7-bACE2 if1 5 S & Q
RBD M4 &iE %

Fig.3 Identification of the binding activity of Huh-7-
hACE2 cells with S protein RBD by flow cytometry

W 3R9 B9 Huh-7-hACE2 40 il )37 il T SARS-
CoV-2 HFHIPIIA REGN10987 HOMENGEE Hh ALy
K, 255 R, REGN10987 SRR BN EE(B.1.1.7)

Bright

Huh-7-hACE2 |

Huh-7 &

3x10°
2x10°

1x10°~

Luminescence (RLU)

Hulh—7
(B)

Huh-7-hACE2

")

Inhibition rate

HRIRL A 35.13 pg/L (B 4C), 5 REGN1098747T
X} SARS-CoV-2 B.1.1.7 EJR 71 -h AL A 2020
AL, 2B Huh—7-hACE2 B % Yedififs 22 il i
F SARS-Co V-2 [N -

3 iFig

5 & B, SARS-CoV-2 f&iliid S #E RBD
5 ACE2 AL A, H ACE2 AN SHEAW
i RN, 2T R, B ACE2 B it ik
AR, AT LIS 4% SARS-CoV-2 195
JEME, hACE2 1 F2 IR 40 il 2 v LARY FH T B g e
ML B 3A 7 PR AEE Y o Shang SFSRYEE T R
35 hACE2 (1) HEK293T 41l 5=, #5717 —Fh
TR R G, DIBFGE SARS-CoV-2 1 S 2R
F 5516 A0 18] R AH B AR FH o B R b i T F
FE 15 hACE2 () HEK293T 4l &, 41 e %
FRUEGE SARS-CoV-2 1B g, PIVERNIRITIN
LML AT R T Xiong S8 TR EHIA

GFP

100 pm

100 pm

0.8 1

0.6 1

0.4 +

0.2 1

0

T T T 1
107 107 10° 10? 10*

Antibody concentration/(pg*mL™)
Q)

El4 Huh-7-hACE2 2R LM R AERFK S RRLHFHI LA

(A) Huh-7-hACE2 %8 ji.3t SARS-CoV—-2 GFP 1B ##9 5 Bl 3k, (B) Huh—-7-hACE2 %8 it SARS-CoV-2 % & BHE % 3
#) 5 BePLIAE, ' P<0.01; (C) Huh—7-hACE2 %0 feL e B3 F Ao 2 P e 2 A

Fig.4 Application of Huh-7-hACE2 stably transfected cell line in pseudoviral infection experiments

(A) Verification of the susceptibility of Huh—7-hACE2 cells to SARS-CoV-2 GFP pseudoviruses; (B) Verification of the suscep—
tibility of Huh-7-hACE2 cells to SARS—CoV-2 luciferase pseudoviruses, : P<0.01; (C) Application of Huh-7-hACE2 cells in

pseudovirus neutralization assay.
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hACE2 Y BHK21-hACE2 48 &, JFLAMLEE S, T
LRI EEN VSV-SARS—-CoV-2-Sdel18 iR T%
FRT IR o Zhou 55158 1+ #4) H A8 33K ACE2
) HeLa 408 &, IESE SARS-CoV-2 i 5
SARS-CoV H[FIf ACE2 SZ1RHE A Puhl %502
FEE T R #6358 hACE2 1) A549 i R, 141 H
LM T SR R A E R BTN 3 R

Huh-7 40l Z7E SARS-CoV-2 254 FIRE
FIRIFSE PR AR A AR SAME RS, O 229 F T B il vy
T M GBI AU 2 IR )
BEUEB-11, [, Huh-7 4000 & W) 2 v T
SARS-CoV-2 5 JEYERIFFE | K 9 AL HE ML A
FEEFI0L (HARHFIE KB, Huh-7 400 R AR 5 1Y
ACE2 B HFEIAEAE, ¥ SARS-CoV-2 KR
YIRS (] 4A~B). A ACE2 1, #4
A4 E RIA hACE2 /9 Huh-7 408 &, W mT $2 7+
Huh-7 L%} SARS-CoV-2 115 & (& 4A~B),
R F AT FE AL BRI BT

P B ik T LUK SR SE R Bl AT A O
DRIZEL, A bl R 05 2 i RN G R AR e i 5,
AN IR HE A A FE A RCR T 5, A e e
FRANML R R T . DR, ARHIFSE B Sl
T TN B AR pWPXL-neo—hACE2 (& 1),
FENG FLRL T e S i T B Huh—7 A, 3RK7%
FaE 12 %35 hACE2 FEF1/Y Huh-7 4R (& 2).
B, 38 AR AR T 3 63k 5 hACE2 &
5 SARS-CoV-2 S &Y RBD HA 4 GG ME
(& 3), I H Huh-7-hACE2 F&i& 75 e 41 s 2 A%
DIE T SARS-CoV-2 HAIHTIR REGN10987 119
e aE ORI, A5 IR (B 4)5 BB AL
PrEEAR—2

ZE TR, AR S T hACE2 B2 RN #E%%
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