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[Abstract] With the emergence of new high-risk viruses, traditional research methods using wild-
type virus strains have shown great limitation, and there is an urgent need for a new way for virus study.
Pseudovirus generated in vitro is becoming an effective means in this aspect, as it is safe, stable and has
a broad host tropism. It has been widely used in neutralizing antibody detection, epitope research,
rescarch of interaction between virus and host cells, and antiviral drug screening. In order to evaluate the
in vivo protection effect of vaccines. antibodies, and antiviral drugs, establishing a convenient and
reliable animal model of pseudovirus is particularly important. This article reviews recent advances in the
application and the animal model establishment of pseudoviruses.
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i B 2 W) T 1R A 5 T

B LB RE e B Y R B B R IR
FOCE ARG HOCR M. Horb, p 23U
R A ) 23577 1) B-gal AEALIRH) X-gal K fif
W ] i IR S R B R Gk T B, e
DG H R 3 S5 4% .98 6 8 1 (green fluores-
cent protein, GFP) | #31 % GFP (enhanced GFP,
EGFP) (ZL (56 M (90 8 145 . AT
A AR A A PRSI 7 (6 n] el i O A
BEEE  (H 2 & 55 A5 B U A . Ot Rl
FEAFERT K R G (firefly luciferase, Fluc) (Vi
B HOGR M AOKRHOC R BGSE  Horpb DIROER WIEY)
A Flue {&VER AP & IR R 0 R = R
S PSR R (4 AT Flue R I 2L 4E 1 ] B hy
Iz W — R m R S B A
2 ENBREERKRES
2.1 AT

SARS 5 R 5 B (SARS coronavirus, SARS-
CoV)™ | rh 7R I I 2% 4 AiE i 4R 9 2 (Middle East
respiratory syndrome coronavirus, MERS-CoV)™ |
IR 3 (Ebola virus, EBOV)H | HIV'S 45 1) i
o BEVE A B BRI ST IR R . H AR I B AL
I BE B0 BE A 56 RO HIV 12 s R4 K
JEE T 4K 95 2 (vesicular stomatitis virus, VSV) 41,
BERGM B M B4 RGN R UA G
e ARG H 2 G0 IS B RO R Y 1 k. B
QUi MO T R AR R B A R
HFRRE M A . L HIV-1 B = R % R 458
A 53 AL A R AR S YR A IR AR L S e 7S
AR AR 3 B B IR AR 1 (envelop, Env)
S I R BE 4 A8 B I SR DR A AU dE B A5
#HH Gag.Pol, 77 # H Rev, Tat UL B & H
Vif,Vpr, Vpu, Nef %; 5 IR EEL - &5FH VSV
i 11 (glycoprotein, G) 3 K 51, A4 F J500% 75
Env JP4) 4t 1) Env HA ) Z 015 F0H %%
R EEA H IR e B R LA S S A T
F. RREARTURL R G0 2 A0 B 20 7 A= 16 s 25 I %
A WEFEM B A2k 2 AR BB B 3 B Vil Vpr, Vpu,
NeD J5 41 Je 8755 8 [ Tat J7 41, R E Gag, Pol,
Rev, IR 19 8 H Rev JF 5O — > Bl Y £ 35
JERL s T B 2E 4 M B 1 DU R Gk R &
Fontana 557 W@ 3o 125 75 = UKL AL %6 R GE 14
AT SR O 7 5 H P A 4K pCMVDRS. 2

FikFR Env 4MY Gag Pol %547 25 H 8 1, A B 28
& pMD. G Fik VSV-G, pTY2-CMV-GFP ik
A PR 4507 i B DR A e RS 20
2.2 ARG

A 1 B 45 A4 17 B I B B AR AP 2 I AR I
MR Byt H 4 fife A e p R, i ALk
J8i9p5 7 Chuman papilloma virus, HPV)™ %8 %5
71 # (enterovirus 71, EV71)M | ¥ %8 K i K W5
L0l FTEEEF R (Coxsackie virus, CV) A16H1 46
A JBE B Al s 75 1 A Tl 5 A 7 2 1 R AR
it B R AR AR (A 5T 21 1 Y 7 9 Bl A 5
PRI RO B ) 72k A B e = AL AN S A AT
LAy 58 B R 2 A SRR 4y B 3R Gk
HPV16 E2AEEN L1 MR EKEEH L2 1)
pl6L1,pl6l.2 LI & & ik EGFP ) pEGFP %% it
203FT AJR' 20 . # et HPV iR 5. Koc i
L1 L2 A] [ 20 25 B0 E AT e P 118 2 A A [ )
O FEA I 8 kb 4R PR A 2R A 1 UKL Y
T BCEA SR R T L 38 o i 5 B R 1 R A I
Wi B R LR HPV B aE . W B o B ik
o B AR 7 A LA A (DX TR R IB 3
PRFARSNEL S0 B S ) 1 RNA 702056 Y EAZ 4
fl. Chen 851 ffi F Fluc #i45 SEH B EV71 & il
TH PTG AR AP s S 5 RNA,
TERG Je R ST 8 R IK Kk 24 h 5 Qe 2+
RNA, 3G EV71 B (KT HE AR ER
T MBS HE A TR IR UK T, RNA R4 R84
AR e BAZ AN, Jin S50V f T, RNA
B FIA B ST BL T o EE R AR e SR R
=R AL Y 293T 40, i CV-Ale KFEHE A H
M FLue it & S B9 CV-Ale & il 1, 3515
CV-A16 et .
3 BRFESHINA
3.1 RHUABE

HRIBT A AT A B RIS PR PPN 2 PPN
PE W ROCR W EZAR bR TR AT A e R W7 55
FH A B L, AT SARS-CoV,MERS-
CoV HIV HPV 2% etk | 8ot m HAASPELL
TR  FEO 22 PF A o AT A KPR — R
LA TT .

Se PR B B 75 O Bk iz BT T A A
Hro g Y 4y B R T 38 SARS-CoV Al
MERS-CoV #ll %8 (spike, S) & [ B i % 2 14
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pcDNA3. 1-SS F1 pcDNA3. 1-MS, i i3 #7447 Fluc %
HREP VSV A i Bl b A5 R A R G 45 1
TR SARS-CoV il MERS-CoV R, 87 T
R P R L A M ) R 1 e R A AR B AR
2. HPV {5 0 = 4 A0 3% T4 il HPV
EVH GBE ML HRIRLAY . RSG5 o 4 A [
RS HE R SRR BUA S T 2T GFP L1851k
H A (9O H el R B = IR 5 20t HPV
R REREIN R 48, 75 HPV JUAH 98 1 e 5 135 A
R A — 0y 1 7E HAF R 3 U, RREE TR
L3 A ARSI A 2R . EV71RT CV-A16" | CV-
B5"1 A gt it A ST T B B 0 BRI A
Kl R 55

551% G 19 40 il A5 722 %00 Ceytopathic effect.,
CPE) Hh A il i g6 A0 L, o B Al 2R 48 B A #R4E
AT B DR B2 AT R AT v o A ) A 0 (R S 2R
A BE 7 A AT DU 25 B8 v A I A I 3 g v RN 45
RefmZs . BeAh, #5505 5 Z 18] iy R I 7 v 75 A AL
J& A BE B3k b o
3.2 PRI

MERS-CoV F 275 N FSE5E Z AL k. S &
M 2R 455 18 (receptor binding domain, RBD){E A
£ B OCHAE R, AR 2 UER K 23 85 bk rh R I 3] 2
A X G T AT T RBD By MERS-CoV % 1
XHEH MERS-CoV B FR IR A FHE . Tai 8611 3%
FHE 2012—2015 43 B 3] 3 MERS-CoV RBD %
ASRRAGEE T 5 AR 8 Y L IRl HIV-1 B
FURARGEME T 17 F MERS-CoV fiis, Hrp
pNL4-3. luc. RE 4 fih %35 Env Gk fE #5717 2506 R
Jifgy) HIV-1 SEP AL BOkL, 5 dnfis AN [\ S 2 A0 ot
R gy 293T 40 e, X SR B 70 KB T
20122015 AFAT 1Y 3 15 5878 1k L B v P47 A4 1k
RAKR L, e N MERS-CoV 1 Bk S 2 H . ESE
T X EE RBD 5 S HUAR B A Tz 1 38 A
REJT FTLAXIHTA A9 PE R MERS-CoV E:#k

AR 55 B[R] vk S e B e v A R s 3 g 7T 43
R ZAEF H B AT R s B H AT 1B st % 1
F 1 RYRE TCE TR B LS &R 2 BRI EE. XFIL.
Evans ARG PJue IE R 8 P IS G R
THOFGE BT HIV-1 IR REWE T &AH 516
PURALE ST A AL 1S 2R 1 RN 2 22 ) A 4 i) 3
HAERMG RO TE AR E G PO U RTAE
RIGHE L REFN P FNARF PR B2 . 25 L R AR R B

H AN G PR R U TS I v R b Ly
FOVRA e, TR 5 HZm G R4
A, HILFEIERIGEE G 8 A SRS H R A 1
DU AR BE W AER R B TR LT T 4R AL T A 5K
Tiiks
3.3 TS 1E R AR B

UEAER - 22 Tl el IR I B 25 B ol B 22 SRR e A2
S R TE R . WETOERE S 18 T AN A R A
FH 0 5 200 L 2 i A v M 2 A By 2 AR R ) T L
TIABA B A AT LA ik B PR T Bl 28 258 19 1 I 2R
H B SEHE 38 1] DLE I #5707 7Y 414 ik DR 46 75 0w
FEIEA AEWT T B W 4 e M 2 DT T R A Tz
VAR

2002 4, i SARS-CoV 5|2 i) SARS i &4
Bk, Moore 520 i 5 M 90 5 Bt [ % 7% (simian
immunodeficiency virus, SIV) £ %% & 4 ¥4 # F 35
SARS-CoV S H [ i 2 » He b 43 25 280K Sy I B3k
Env 3t N [7] &) ff F§ GFP # ¥ Nef 3 H 1
SIV-GFP, L fAk ly VSV-G. # R #iik £k S
HER) peDNA3. 1, [ i i il f v] AR 2238 A I
B gk Z AL 2 (angiotensin converting enzyme 2,
ACE2) (40, % 3 ACE2 Ry S #1454 5 Al
WS PEME AL O R TE A 50 3 R U 3 P2 b DD RE A
] . BT AL TG PRI 20 i) ACE2 A8 2 FRA s 27 J8%
e AR M X p rT i P ACE2 ] A7 R BH Wy
SARS-CoV &, 2y SARS jay74efit 7. <
J& » Lang 55 M@ i SARS-CoV B # R L T 4
SRR AR G i A0 Y A 7 A P A R
SO T 2R AL BRAR I AT BELBT S 2 5 18 A0 4l
& A SARS-CoV B 7l gy X R U R A
ZHiiEZ 5 SARS-CoV i A 4 il (1% 51 2 48 i 2% 1
£

2012 4 AL U 45 BTS2 AA 1 O o B B MERS-
CoV.iZfmaE 5 | A T B 7 HE®) 20 Z2EHK.
E A FHUEW] —IREE K 4 (dipeptidyl peptidase 4.
DPP-4) 2y MERS-CoV /&L AL i) S REVE 2 1k . Z
J& Zhao S5 g ] HIV M0 200206 R 50 F5- e 2K
& pNL4-3. luc. RE, & Ji B i 2% {& VSV-G-
pcDNA3. 1 . B 2k rMERS-CoV-S H:4£4L 203 T
A ) & MERS-CoV B 7. i 1 % B 7500 i
MERS-CoV X[ AN [ 4 il R RE J1 . 45 R Bn AR
ik DPP-4 14 4ff Jifg B fE & ¢ MERS-CoV, JIE B T
DPP-4 Jf A j& MERS-CoV ME— 52 {4, i 775 HoAth
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v A BH B 10 2 A2 A, W 0 et R v B HKU4 F
HKU5 {4 MERS-CoV 3 245 7% » H: RBD J#51
5 MERS-CoV = B — 5, Al G H A &G AL X
B . Yang S92 [ FEG ] HIV 1806 55 R 50
7 HKU4 ,HKU5 } MERS-CoV {45 % » i i %
RN SE T RE S BB T HKU4 [ M) fig 52 1A
& DPP-4; {H A [W] (1% J2& » MERS-CoV i 7 T 7 s
TmANIE 2 g R AT JEk e ik A\ DPP-4 (1) HEK293T
A, HKU4 {9 2 B A 7E A SN B H Y
O AL, X FH MERS-CoV AGE A
FEZ A A PTFFN2I t M A F k A 80E AAR
Y, 1 HKU4 AF R 7T LR ] DPP-4 f i 5 76 R
2 ] BB IR NS0 L 3068 T DA i i S IR o
B ITEURHT LB T T LA S B 45 AR N 2 b AL 4
BORHEE,

2019 4F 12 H ., A E R B B SARS-CoV-2
5| & 1 B 5 R B2 I 8 (coronavirus disease
2019, COVID-19), Letko 2" 3@ i # # SARS-
CoV ) RBD J¥ 8 # T 29 Fi -CoV i & B i
B, 1S RBD ARG LB ERKE R 3 MR ZRAE b
5% T A 45 SARS-CoV-2 7E N 1Y BT 4 ik 25 2 A 41 i
Rz ARl GO, 45 R s N ACE2 J& SARS-CoV-
2 IR S WA 2 T B R 1 ) RBD C 3
3RS, G JE 7 2 5l 1 ACE2 A 1 3 41 ffd
Fr e BT Ou 522 4351 FHAS 5 2 A 4% Joohks
psPAX2 ik GEFP FI7 Ot 2 B i) 12 3 15 i 2 BkL
pLenti-GFP .31k VSV-G [ ki L I F ik SARS-
CoV-2 S & [ Wy i ki H 5% v 293T 2 i, 3K 15
SARS-CoV-2 fi i B » il 3 2 iE ik A ACE2 11y
293T AR UFSE T A ACE2 & SARS-CoV-2 f57
1K I KB SARS-CoV-2 3= %5 i N 7 1 kA4
iio
3.4 BURTEZ YIRS

TG BT B 24 ) 0158 T 12 A W) B 2 7R
&G CPE sk U 35 P Jt (S i B AR 2
Z% W CPE SRR 58 o 454 58 28 m BUm Pk s vk ik
T ELA A I S S5 . B FE TR T B AR R
— BT R A AT RE I SIS T B B EE 2 Y

WFFE M TR K Bamik.
3.4.1 PURIERAY)  TEORFEEAE N EERIEE N B

HEL AL T A B o i 2 R 1 500 2 B R 1 b
THTEIRTT e 38 VI 5 2 4R BT i ST R 2 ok
IS 2 PE AR A TV K. IfiL € & (hemaggluti-

nin, HA) J& 8% 8 28 18 /0 17 e 2 A8 11, th
HA1 I HA2 ISR . A WF5R 3R, HA 7
I BRI L T B B o AL 4G 2 R 45 A 5 I 5 o
Hh RS SRR T (5 HL A T 2 B0 I 25 ) 1) T 20
TERL R

Basu &3 fifi Fi 38 T F 80 5 8 B (influenza A
virus, IAV) {05 85 1) 75 38 &2 0 %6 » L2 AR/
A3 F 30 (106 440 AMMEA YD T i B BNy 75
BCAM I S ABHWT HA A0 TAV 515 3 40 i i ml
B s BT PR ELAT T R I B 1 1 A T AL
A MBX2329 fil MBX2546, i M fk & W) 1] 45 4
) HA = RARMZETREE I, il HA /- J:1)
Bl 0 22 i s 7 (HSNT, HINA i B8 7] fth 5
AN A 5550 0 J ) 36 1 . Wu 86024 ) F— 25
X TAV 1) HA2 w7 51 # HAR SF 19 @l & IR (fusion
peptide, FP) #EA 05T FF FP Ay £ i faf o Hp
FHL i (14 7% 3 5 i o 7 I P S 2R » B 3 T TAV
B B O E AP R IR IR UE T X 8 FP BP0 B G 1
FAEFIML . BF7E 2 W11 1E /L far (1 FP il ad 5 HA2
VL AH FAE BT T HA2 73S ik 52 A48 1k . AT
BELLE T B E A1 2 40, T A 00 4 4 B R A
FHERREN I TAV 56 . [FIFEILET TAV B
BEZY WO ok AR 40, Wu 252 U E T Mt iz R X
H5 N {E w3 B e (400 0 P B B T 302 08
it 5 HA2 P EAR B A A it s 2 e R0 B B
RAEIHIVER
3.4.2 L HIV-1 254 AIDS 5 g N g5 .
AIDS F2 i HIV-1 512, (H i F HIV-1 fif 2§ 548
SRR DU R LA A RN A R B R
fif 2549 AIDS 2597k A 2538 8], HIV-1 g
TV Y G e =P S ik T, H ok
A B 2R 5 L R HIV-1 B0 B R R I E B0 75
g )i k. BTS2 T HIV-D §F52 0 1R
R RE B P2, H R B X B T R AR e % -
iR g S VSV G 8 [H 0y A A H & m m
VSVG/HIV-1Aenv; ffi F 4% HIV-1 Env ()£ &
AR K 2 m oy HIV-lenv/HIV-1Aenv?®! , 5
VSVG/HIV-1Aenv 1 %% & % # b, HIV-lenv/
HIV-1Aenv (B 8EEA HIV-1 1) Env, 865 LI
FEFAER HIV-1 B4R ASLE E A 400 . 22 F 0
HIV-1 g AR A 57 .

HIV-1 # A 78 F 40 fE 9 25— 4 Env gp120
515 EAM R RS2k CD4 19454, IR L gp120 K3
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Z A CD4 A Ay 2 I & E A0 ] 5500 0 05 7 B s
Curreli I T —FRIMLEY . (FHAES CD4 35
G254 gp120 1Y Phed3 Y48, H 208 i HIV-1env/
HIV-1Aenv B 8 & 4t i i 1 CD4 454157 NBD-
11021, %/ F Rl X 56 Fp AR 3R I IR 43 2 Kk 1Y
HIV-1 B 5 o 7 35 40 64 ~F 2o i ok 2
(50% inhibitory concentration, ICs, ) ik &
270 nmol/L . Bfij5 X 3£ F NBD-11021 4 i T 25 Ff
Ky, il at HIV-1 B0 B3 i e il 50 L AL & 9
45A(NBD-14009) fil 46 A(NBD-14010) HA T &bt
SREERST  1Cs [ & 150 nmol /L, [a] i a] & Hl#a 1k A
T2k 4 g RN HIV-1 ZEZ40 ] 457

AL AT IS0 5 SRR R 7R AE. ATDS 1) i A b it
SRR T KR A . 2 Y R e s
PR A VAR AL &4 BB BN 75 )
YRR RS & i pT HIV-1 35 8 1 A% 32 . i AR
M T HIV-1env/HIV-1Aenv {5k 5 i 1% 24
PIRZR 82 AR Z X 19 Fofr 2~ bt e s g
K47 4 Wy e AT AR A BT HIV-1 35 1 06 %, 45 21 1
WYM-17 1 WYM-25 X 4 45 ifif 245 ¥k 75 N 19 2 ik
HIV-1 s 8 22 30 b S 25 30 i) 4 . 1Cs 33 7E
nmol/L 7K A B hHit HIV-1 i 54 .
2.4.3 ¥ SARS-CoV-2 254 #E COVID-19 ¥ i
TR B F A RN ST SARS-CoV-2 2594 H
AERKE X, M SARS-CoV-2 #1755
B R R R HE B = DL b R RBR S TR
ik SARS-CoV-2 S & I i 7 A 4% 1 B
YEM.

Xia S5 IR H— R ) AR 2 S 2K
H L Ik H & 7 51 (heptad repeat, HR) 1 45 ¥4 38 (1) 1
BRI B AlA 0 7 EKL, 3@ 5 SARS-CoV,
MERS-CoV & — F 51 N\ &5t MR 5 85 A0 B ik 1
EK1 (1)) 3o 806 P, 77 LUR AR = 20
il B B e, IG5, A 2. 38 pmol/L, B4k, SARS-
CoV-2 ff) HR2 fij A4 Ikt X SARS-CoV-2 {845 7
7~ H S 0 ) 9 1 1Cso 4 0. 98 pmol/L., Bl f5 » Xia
N T EKL #3F T — R AR BK, 0 £k
SARS-CoV-2 S 5 [ i B0 7 Bk e 4 i i » o
Hrp g EK1CA 2 e A7 800 f A 4 il 50, 5 1Cs,
15. 8 nmol/L, & EK1 #if SARS-CoV-2 & 1) 149
£, B EK1C4 % SARS-CoV,MERS-CoV L) %
SARSr-CoV 5 7 1 BEE flt -G 1% e iy 00 1) . A 5
AR XKW EK1C4 IRA A BN E— TR

I IR ) ) TR R i R R

Hoffmann 4" 38 i & il Gk [ 1 VSV 28 ik
VSV %AG -fLucky @ T #ik SARS-CoV-2 S & 11
B EE. W5k B SARS-CoV-2 FI ] 1T Y 5 i 24
H R & [ B (transmembrane protease serine 2,
TMPRSS2) i S #EH A sh 18 4l AL me b
T2 H B 57 Camostat Mesylate 1FJ2 38 i3 1)1 i
TMPRSS2 15 PERH KT SARS-CoV 25 55 R 9 75 Jik e
FEMEEHIE T Camostat Mesylate X SARS-CoV-2 J&&
YL BB RCR A7 B R COVID-19 R YT 5 ¥
2020 4F 4 H 3 H, R FIZMRAE 2019 3 R 4R
I B SRR I AR B0 75 P T 2T R
4 BRSHPIEE

ST AL YR SR F 2 H R IOR RN
RIFPUEI LA S E M Beis /5 25 P e v . AR 3h )
A B S SV R R 11, L, B I AE SR
r LEZ S R i A R A B . (HL il T S 25
JIT it S A AR W) e A S L EOR R B B TR L
1) S AR B 1 4 X I 2K 25 1) 245 40 AR 1 F
Ko BEFBIRTE RG] i R LA b sl S ST i K
DR 155 35 R 1 2 308 I e 2 SRR L 3 A7 o 0 35 T M
BT W S BLER z  H B e EE R
4.1 SR RE AR B Bl AR Y

ZFh 5250 3 B AT & G SARS-CoV, fH i F
MERS-CoV (%15 3 41 il 3 1 3% 14 DPP-4 H A &
BRI B T s d N R K28 LIAE , K2 505050
YL AR MERS-CoV, [H It Fan 251 3%
F- CRISPR-Cas-9 $i A # 57 T F2ik A DPP-4(hDPP-
) f) R26-hDPP-4 /)N B, % /N B 5 32 3 MERS-
CoV Jg&dy, iz A B\l FH i 2 MERS-CoV i #:
I g 4 Y R26-hDPP-4 /)N B, 1 1K BUR
SERURIETE G 10,11 d B R e ik I,
SRR N MR ORI o[RBT S
B UL 5, &k B MERS-CoV i 5 5
0 ] F R e S R X — 4L 8UE PR Al MERS-CoV
R —. 2. H it MERS-CoV 8% # sh )
B L T MERS-CoV S £ [ RBD 544
AR LI & MERS-CoV S 2 [1 HR1 FES Pl & 3l
AR P IEAY A5 2 5 15 9 1/ BUBEHY — B0 24
R

YF hDP P-4 JEPH i AN BRAFAE B A | = 4
ARG B A S AR AR E dE 7 T MERS-CoV i
P BRI /N BRBCAY . SR IR hDPP-4 1) 20 i
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Wi aE (AdS-hDPP-4) 38 i3 iy i 58 18 B v 3 4% =
BALB/c /N B, P38 3 M B 5818 e 3 2 o 0 B
MERS-CoV 1l % %, i & 1 & i 12 0 58 MERS-
CoV BB 2R N I B L i B2 5 40 A ol . HAZ
BT Ad5-hDPP-4 £ 4 ZUR G5, hDPP-4 {4
WA AR, MERS-CoV i 5 A BE A A%k U 4
JL s S BUHAR Y 19 298 A5 5 5 B AR KRS () 45
fid . HUL AR ] DU A 32 R hDPP-4 A& Py ik K
- Ak MERS-CoV i # il e 55 7 N ak 258 5
Al MERS-CoV 29 ¥4 2 it — Fiors o (B 11
EILY

4.2 2RI REABR B SR

L2 ARIFBEIEG FEADAELE W) & A DU = N
FRAE  HICX e R 5050 8 10 LBV IN BRAS 50 Jj% #4538
TR RELE /N BRI I LA AR DRI B 2 AR RN
BRI AR DU B 5 FERST » 33X AH SR 7 259 S RE 1 1)
T AR KPS, Chen 250 3LF HIV/filovirus-
GP B9 ., M W & T EBOV. 5 /R £ 95
(Marburg virus, MARV) 1 Lloviu ¥4 2% B9 R 55 5
AN, I8 R AR e 6~8 JR IR HEPE BALB/c
ANBR S SR T B 3 /D BRAR N 235 Fluce, 3@ i 17
Fi AR AR T S VS A 0 R AT 0 A A R A I 8 AR
O AW RO B 5 AR BRI R i SR PR ARG, HL
B ()RS 2R 3 i, SR 5 4 B 5 d o TR I
Jo BTN R s o kO K T . 285 X 2 Fib
CL I 22 PR 9 75 1E A 31 390 1 DA S 3R 52 T 3% M0
RS RLE AL RS P 5. Zhang %0 i i
B HIV £ 2% 2% 1k, )8 4% HIV 40 %% 3 4k A
MARV-GPZIR AR e L] b A [R) 5% Y i 57
FHEMAT BN ERERS. G T &
MARVIEG . 3 F oL@ 57 7 MARV {35 5/ i
BERY, JE I AR IR 4 5K 8 JE I MEYE BALB/c
ANERG IR 5 d AR TR B R WA L I ISR
T BRELE 2 B )2 o0 A MEUVE 1 LA Hh Ot
ool . KB5S MARV R4 P L I0 7
FEVRSNELAT AR i 1 R TE 1, HLAT DL R4 BALB/ ¢
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