i E A AE Y 2424 3] Chinese Journal of Cell Biology 2019, 41(12): 2291-2299 DOI: 10.11844/cjcb.2019.12.0005

TRIM21%t xRl R R E BV ISR AIEE R R

MY VRS RAEY AR FEAT BET
(PHIL R R, LEEE B TP 0, A TR SRR E R R E 5250 %, 221 730030;
AL R R kb S TR B, 224 730030)

BE  TRIM2IR ZAFEGRARNARNZL—, 5 % Frmae) 45344, (28 5EMCV
B 6 AR RALE] 5 RO AL AR SR RR R AR A ik A R P 69 TRIM21 69 A R R 4
pcDNA3.1-TRIM21 VA B4t 5t 3% e, 4, éﬁ JSRNATF A7) B B 4% 4 £ HEK29342HeLam i, 451+ 28 2
A TRIM21 9 & A3t s UK %20 B h38 78 69 %5k, it — i ATHudl 5. 4R 25, TRIM21E
it i &3k, EMCV 2 %24 hF HATHEM), 45 RAE, TR ATRIM2 148 FEE . RN
BB E O HRT AR, RNATFHRER TATRIM2UE, REadE. RaklHAinisita s
5 TR, ok, HUBl AR #R R, TRIM21FT E3R 0 A F 5 & BAT K M F FIL-66945 3%, M
FPHEMCV 93874, vA L4 R & 9, TRIM21 %EMCW’J A%J 38w AR %, °T feid I IFNAZE 538
B85 E B BALK M A F e R A Gt kA AL I F
KR =HEFPEA2L KON IREE; IFN; IL-6

Study on Regulatory Effects of TRIM21 in
Encephalomyocarditis Virus Proliferation

ZHAO Kexue'?, XU Shujuan'?, GENG Jinjing'?, LIU Yang'?, LI Qiongyi**, FENG Ruofei'*
(‘Key Laboratory of Biotechnology and Bioengineering of State Ethnic Affairs Commission, Biomedical Research Center; Northwest Minzu
University, Lanzhou 730030, China; *Life Science and Engineering College of Northwest Minzu University, Lanzhou 730030, China)

Abstract TRIM21, a member of the TRIM (tripartite motif) family proteins, is associated with replication
and proliferation of diverse viruses. However, the relationship between TRIM21 and EMCV (encephalomyocarditis
virus) infection is still unclear. In order to study the potential involvement of TRIM21 in EMCYV replication, the eu-
karyotic expression plasmid pcDNA3.1-TRIM21 and small RNA interference sequence were transfected into cells
by lipofectamine mediated transfection. The effect of TRIM21 on proliferation of EMCV as well as its mechanism
was studied. EMCV replication significantly decreased compared to control group when TRIM21 overexpressed in
HeLa and HEK293 cells. Virus infectivity increased when TRIM21 was downregulated by specific siRNAs. The
mechanism study suggested that overexpression of TRIM21 not only positively regulated the transcription of IFN II,
but also increased the expression of pro-inflammatory factors IL-6. This study firstly demonstrated that TRIM21 re-
stricted EMCYV replication in HeLa and HEK293 cells in a type II interferon and IL-6 dependent manner.
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Jixi «C> WL ¢ 73 5 (encephalomyocarditis virus,
EMCV) & —PhE 22 1) N & 3L B0 AR, 8 Tt
JEL,IE SCHUEE/NRNAJR B, 2/ IMEERZ IR 2R RH 9
BRI . EMCV AT IE G 2 i FL 3P FIn 145 3)
Y, 5ONLA . AR R G UL o R BA M 5 £
SELHIBE R DA B4, EMCV X HE IR 5 6 5
BN, AR AR B O LR AR 2857, 1958
ELLK, EMCVIE 2B B FE B PG R, 4
FRFENL A R T EORIA T K. SR, HATEMCV
L FIHLE AR B R, AL, R S EMCVAR S HIEL
S WL 7T, TR R 4% il s S Rl 2 S

TRIM21 2 = FEAREAR R Z —, %K
TR 5 A B [ A S % B S A 9% . TRIM214,
iR AR0528LSS-A, J& T TRIMEE K I — 52, 7EA
AR 2 RIEP, TRIM21 5 HE TRIMZ ¥,
—#, HHRING. B-box LA K N-Jii 235 1) 6 1 1Z e
SERIA L, RN EIRE — AR CoRu, PR
FRANRBCCH 1, TRIM21 C-¥fit B 5 PRY-SPRY
B, AR GPUREEERNEAR ™. &
HCV. VSVZ RNAW 5G4 #2  , TRIM2 1 it
K-27% B MAVSIH 2 Rz 240 IE R KRR
P35 I N SR A 15 7 A 3 5 1Y . Zhang %5 USRI,
TRIM21%5 15 DDX4145 & I i3k K481z K BE I %
fife , E T L DNAJE B:4Z WL 7 3% [E 4 s &
i, M4k, TRIM21# % 5 DDX19M EAEH , ©5
RLRA 3 M I-IFN A G UON . R4 R AR,
TRIM2 I EZH L fe s 75 [ A5 f % rh T OB E H

AR SIS A 5T TRIM2 15 EMC VAR 4 186 5 1 45
YERT, CAHI A EE— 5375 EMCV B e i i B4 5 5
fite WFFLLE R IR, 1R IE TRIM21 575 8 1 14 58
Bedma; T URZE SN G ) R, X R
TRIM21Z 57 W E I, H TRIM21Z 5
EMCV & il 358 7] § 5 5 B AP R IFN-y S48
R ¥ IL-64H ¢, {HH BAKR B A/E F ML L 75 2k — 2
RIRE

1 MR5RE
1.1 ‘ApaR Stk

A JE'E 40 iR(HEK293). A\ & 2l 41 il (HeLa)
& WU A0 (BHK-21) i -0 UL 28 9% BE(EMCV) B
PR (GenBank 5 X 74312)34 | 75 b e K 2249 T
S HARE R REE fstim =424t

1.2 FEAFSHEM

JiREE i . DMEM$: 7% 56 K8 A= 28 s % |
2 M BREAY) TREA PR 2 7] ; Trans-Blot Turbo Mini-
size Transfer Stacks/) FfH 54w = 5 7= i ( i ) A
BRAF]; 4 H e RNAFRHGR T & RNAiso plus. LA-
Taq® & 1. M-MLV X ¥ 5%l . PMD-18T vector
T H T HEEDEAACTOERAR ; BEHLE.
DEPCI/KI F A4 TAEW) T2 i) A R4 2 7] En-
do-free/NE AL FEHA T &4 H Omega/a 7] ; SYBR
Greellt H 3£ [E Applied biosystems/A &l; siRNAAH ™~
T B AR A IR A ] ; Lipofectamine™2000
TransfectioniX 7|1 H Invitrogen’a 7] ; Opti-MEM
H GibcoA 7] ; Human IFN-B(interferon beta) ELISA
75 &5 8 Elabscience’A @) ; EMCV VPRt HIE
PNV R IR R B i TRIM21 2 v FEHLR
IR AT B-actinf LRI H Abcam /A &) ;5 1L 24T HelgG-
HRP. 9T [gG-HRPIY H Jackson’a & ; Hyper
Singal i B ECLAY % KOG IR 7) & 5 A6 5 DY 1E
MIEY R BR 2> ] ; RIPAZH 0 24 S PMSF 2K 11
Ry A iR E REDBEARERAF,; K
T A2 S0 BL21. peDNA3. 18544 e v b B e
KA TREHA B K RZH i =524t
1.3 3|9

SH6 o T 51 AR T AR TRE () A R
W awElE R, FAIILEL.
1.4 EMCV 4005 TRIM213RIA7K T4

B 804 K I HEK 29341 i, 3 EMCV )5 T
2h. 4h. 6h. 8h. 10 hilit4i A, 1 H 40 HERNA
FEHGA T ZRNAIso plusfEHIRNA I & & e 74 5%, ¥
73 | I cDNAM B i 26 < & 29100 ngf5 FqRT-PCR
RO TRIM2 13255 . [FII, {87 FHRIPA R 2R A 2
i f 38 1 Western blotfr il TRIM21 88 H Rk .
1.5 FLHFEKIpcDNA3.1-TRIM21 A8 R 45

P Genbank b &K % 1) N TRIM2 11 [ 7 41|
(BCO10861.1), &1t iE5[¥ TRIM21-hF, TRIM21-
hR(F 1), £ PCRY 15 5 pcDNA3 1 F AR, K153
)R 22 U DV BAIE i 326 26 T AR TRE (i ) AT BRI
P AR AT, DU IE A 4 NpecDNA3.1-TRIM21 .

FEYLRT 24 Wk 0 HAE K 0 20 o B2 6 7L 40 P
BRI, A2 P fik Bk 3] 80%~90% i 3E 4T A Y5t
5. 0.5 pg. 1.0 pg. 1.5 pglf B4k pcDNA3.1-
TRIM2 1 FI%F 1 344 pcDNA3.14% Lipofectamine™2000
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Table 1 Sequence of primer

BB SIFFAI(5—3")

Primer name Primer sequence (5'—3')

TRIM21-qF CAG CAG CAC GCT TGA CAATGA TG

TRIM21-qR GAT GCT CAC AGG CTC CAC GAA G

B-actin-qF TGG CAC CCA GCA CAATGAA

B-actin-qR CTA AGT CAT AGT CCG CCT AGAAGC A

TRIM21-hF GGA ATT CAT GGC TTC AGC AGC ACG CTT GAC AAT GAT
TRIM21-hR GCT CTA GAT CAA TAG TCA GTG GAT CCT TGT GAT CCA AT A
EMCV-3D-qF GTC ATA CTA TCG TCC AGG GAC TCT AT

EMCV-3D-qR CAT CTG TAC TCC ACA CTC TCG AAT G

R IR BV AL 5 EcoR TH1Xba T; qF/qQRFE7RqPCRBI¥); hF/hR &R #3551
Underline stands for digestion sites of EcoR I and Xba [; qF/qR are qPCR primer; hF/hR are expression primer.

#&2 TRIM21/\RNAFHF7F
Table 2 Small RNA interference sequence of TRIM21

ERIEA RNAT-HFF(5'—3")

Sequence RNA interference sequence (5'—3")
siRNA-002 GGT GAT AAT TGT CCT GGA A
siRNA-003 GCA GAG TTT GTG CAG CAAA
siRNA-004 GGA CAATTT GGT TGT GGA A

Transfectioni® 7 U6 B 134T 8 . 36 e 58 il ¥
Y3 R E T 37 °Cy 5% COL:E 46, 6 h)5
A10% NBS DMEME; #7#3E, 4k 4L 5% 557 52 48 hif #H47
qRT-PCR }z Western blotill] TRIM2 13 ik %05 &
e IR FEE PR 7 128

1.6 siRNAT AR TRIM21

TRIM21-F- 4t 7 81 1 B A5 B8l T P 85 1 A= 4
BHE A RA R A (ER2).

HEYLTT 24 RO AR AR LA 1}10°A4™ /mLIF
AT oL, M an iR A A 2 30%~50%
I BEAT e G o 35004 5 21 S 1% B 1 0 e 1
Wi i 4 9 siRNA-002. siRNA-003. siRNA-004.
SiIRNA-NC, % JLff 289 5 4 100 nmol/L, H AR
% Lipofectamine™20001 77 Ui B 134T, 48 hfgi#tAT
qRT-PCR Az Western blot Jll TRIM2 1 {IG &5 R J i
BT L7 F1 97 1
1.7 EMCVRERILG

TRIM21EQH3§@WEﬁIJJﬁ?§J‘$$H—FWE, AT
EMCVIEYLs86 . YLsI0 p R TRIM2 13 3Rk
FR VR (R 2 Eéﬂﬂijjo 01 MOI. 7 #EAF =41
fo%7x0.01 MOI/0.7xTCIDs"". §¥ & 1 hf5 5 255
i, 5 #3% NBSHIDMEMES 77 5 DL 4k 41 it 15 5 4=

Koo 48 hE i BIE HEAT 0 BRI LA I, [V B U 4
Frill EMCV-VP1& (3R 1E , F TagManfREHZEA
EMCYV 3D#% 1 %, TagMan=£ i %¢ )t 5E BPCR&ME 2
AR S B BT IR VAR,
1.8 TRIM21IIFRIEFFI R KR E F a4
7E HEK 29340 fifd H ik % 1A TRIM21 5, 1 8 X
AR, d AR B 17, #7324 h/aUdnie,
FEHLZH M0 RNA J5 i i qRT-PCREG I T3 &£ A5 518
¥ N> § IFN-o. IFN-f IFN-yUL R AR AL
TNF-o R IL-6 155 35050 . BbAk, W b3E B ELISAKS
JIIFN-a. IFN-B. IEN-yFIIL-625 %Kik
1.9 GitEoH
W SC R () SI2 56 # 4 4 FH GraphPad Prism 53 2F
BEAT GE vk 2 50, Ad i xts 3R oR, HlE K FH -tests Al
One-Way ANOVAG T i1k, BT MG #2257 HP
FIR(*P<0.05, **P<0.01, ***P<0.001).

2 HFHR

2.1 EMCVREEHEK293 4085 TRIM21 39520
NS IE EMC VB GLAH i f5 % TRIM21 520, B

HEK 29341 i Bz EMCV J& A [R] i [A] BEAS I TRIM21

HIZRIAE L. G5 RBR(ED), FER R AYE8 hAT1O0 b,
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BRI

TRIM2 1[5 567K P12 _E T+ (P<0.001), #A1 TRIM21
HHAE6 hy 8 hFI10 hivf B B4 5, 1X$2E7R, TRIM21/E
EMCV & YL FE Fn] B 45— E A .
2.2 TRIM21EZRIEHHE

PCRY I J5 & W% B2 Wk A U H 1) 2% 5, R/
FFE T (B 2A) . FIFH T4 REBRK TRIM21 5 peD-
NA3. AT S 24, OURE 1150 UF > BE 7 (B 2B)

A) 15+

B FE, 455 522 7 5(BC010861.1) L X YR A
100%, iE M pcDNA3.1-TRIM2 1 Fik # AR B L2 .
2.3 TRIM21iZ FRIAIFEMCV AT SN0

H4 AR I PR YL HEK 29340 i )5 HE BURNAEAT
BRI . BB3ALR, 8P TRIM2 13K %
B AL R R R (P<0.001), $ERIMNETRIM2I/E
FERIK P % Th 2 i5 . Western blotta 45 B &k, 5

TRIM21 mRNA relative expression

(B)
MOCK 2h 4h
EMCV - + +
B
TRIM21

P e N

52 kDa

pocin [S— N — 0

A: EMCV/&JHEK 293205, TRIM21HJmRNAZIE /KT B: EMCV/EJEHEK 29343 Ji5, TRIM21 18 (A #IE KT “-"HI“MOCK™ NEMCV A
JEYLA, “+ NEMCVIE YL, B-actinfE N 2, nsHP>0.05, **#P<0.001, SMOCKZ LL# .

A: mRNA expression of TRIM21 after virus infected HEK293 cells; B: protein expression of TRIM21 after virus infected HEK293 cells. “-” and
“MOCK” indicate uninfected EMCV group, “+” indicates EMCV group, B-actin is an internal reference. ns indicates P>0.05, ***P<0.001 compared

with MOCK group.

Ell EMCVREZAM/ETRIM21KFRIAERN
Fig.1 The expression of TRIM21 in EMCYV infected cells

@ ™ !

1500 bp 1428 bp

1 000 bp

B) M 1 2 3

2000 bp
1500 bp 1428 kDa
1000 bp

A: TRIM2 I ER 338 M1 Kb plus DNASY T bRtk 1ATRIM21EE R ; B: WUEFDIRAIE; 1, 2, 34KIE ApcDNA3.1-TRIM2 1 2 41 i ki WU H) A o
A: TRIM21 amplification; M was 1 Kb plus DNA molecular mass standard; 1 was the detection of TRIM21 gene. B: double enzyme digestion; 1,2,3

lanes were double enzyme detection of pcDNA3.1-TRIM21 plasmid.

E2 TRIM21EERIH B K W EeYI3IE
Fig.2 Amplification of TRIM21 gene and double digestion validation



AR 9 2 48 TRIM2 10T i Ca WL 28 993 25 (484 B R 24 P 9

2295

2 HZHAH L, TRIM21 38 14 f i 5 TRIM2 IR B 11
ST A, SR RO OC R (EI3B), TRIM211#
3k R IA BT .

I ik RIATRIM21 G A TEMC VIR GL 505G, 2
BEEON0.01 MOI. 4285 J5 AR s Fn 4 i, s I 2
R PRI A R FE R . &6 SR EOR, B TRIM21
AP VY34 0, 4T e P R0 00 i 719 5 30 32 T ik 2>
MTRIM21IK oM 1.5 pghf, 95 25 1 5 535 T B
3CAIEBD, P<0.05). J& A, A So6 2% F 5 ik
FE B TRIM2 1 0RL 4% G 4i B, A 49K BE = T71.5 pg
I X 40 BTG 0P A T R (S AR BoR). A T RIE
TRIM2 17 AN [5] 48 i 7 72 75 4 AH [B] (94 FH, 7EHeLa
Y1 A T RS2 G . AE 3 R (RI3E) R A A (K
3F) /KPR IITRIM2 13 3R IA J&, EMCV VP14 [ il
EMCYV 3D(EI3G) I FIE I TAMNH o X — 45 R IR,
TRIM21 1563k 8 5SEMCVIEFE 2 i AH %

2.4 TRIM21 NEEFEMCVIEFERIE M
siRNA T 1§ HEK2934H it 1 HeLaZ i - TRIM21

IS
w2

(1%, T-He48 hig AT HE R AR P IR, A
THRE . qPCREA R s (Bl 4AFIE4D), TRIM21F
PLLH 1 002F1 0045 mRNAKE 55 /K T L B 4 % HE 4
NCEHK. Western blot&h 5 -5 3 K 7K AH— 2 (El4B A
KI4E), 1XHE7R, T-448 hjEsiRNA-002IsiRNA-004 1]
VR A A TRIM2 12 (BRI 3 7K (R 3R T8

W B I K TRIM21 /) HEK 293 21 Jifd 1 HeLa 4]
MR T 6 FLIR, HEAT EMC VIR JLs2iy | 235 850.01
MOI. £ HEK293 4 i o 42 85 J5 W B B id A I 74X
TR, 45 358 (B40), TRIM21 TR A4
EMCV K% 553 B Lot BB s, 80122t £ 57
% (siRNA-002, P<0.01; siRNA-004, P<0.001). 7
HeLaZ il 14235 J5 K EMCV VP17 A (& 4E) M1
EMCV 3D(4F) 2L A58k, 45 R R HEK 29341 Jifd .
X EE PR, JH| TRIM21 § 2205 v (e BE 2 48 5
2.5 TRIM21iZFIEHIFIEMCVIEZERIH BRI
2.5.1 TRIM21iL R ks FRFA @A GHH  NT
I B TRIM2 1 XF EMC V34 58 52 10 FRIHL I, A 5256 4]0

(A) (B) (©)
g
g 4007 sokk —
= ool 2
» T 7
5] 0.5 1.0 15 15 =)
o 2507 pcDNA3I-TRIM2] — FE THE OHELOHE 5
2 + + + - =
= pcDNA3.1 B B _ . é‘)
T.) - - = — 1 -
| 3 i & d o=
z 8
£ S | s —] 420
.
Q N N
) o)
S &L N
= Qé) TRIM21 Q& TRIM21
(Extracellar) (Intracellular)
(E) g 130 (F) ((6) R
% Heokk
8 *okk
& 15pg 05pg  10pg  15pg g
O 004 ok pcDNA3.I-TRIM21  _ + + o+ =
g sokok pcDNA3.1 + - = - §
k= —_— - g
: — -
50
% VPl [ S — T %
actin
g A - 0
=

TRIM21

T T
N 2 &
: N
3”5 N \5Q
S
B

TRIM21

A, B: fEHEK2934fi it PTRIM21 mRNA J A 3&i%; Co D: JAAMRIIE P25 LAY II; E: fEHeLaZH i TRIM21 mRNAZKIA; F: fEHeLaZti
FEMCV VP& H#RIE; G: fEHeLadll iyt #45 DA I o “ AR IBURLAR 5% Jedii i, “+ AR BRI Y21 L, ns9P>0.05, *P<0.05, **P<0.01,
##%P<(),001, 5pcDNA3. 14 %

A,B: TRIM21 mRNA and protein expression in HEK293 cells; C,D: virus titer detectionin in extracellar and intracellar; E: TRIM21 mRNA expression
in HeLa cells; F: EMCV VP1 protein expression in HeLa cells; G: virus copies test in HeLa cells. “-” indicates plasmids were untransfected in cells, “+”
indicates plasmids were transfected in cells; ns indicates P>0.05, *P<0.05, **P<0.01, ***P<0.001 compared with pcDNA3.1 group.

[E3 TRIM213FRIEFEMCV 2T
Fig.3 Effect of TRIM21 overexpression on EMCYV infection
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AL B: 3% TP FsiRNA-002. siRNA-003. siRNA-004%% Y HEK29341/itl /5, TRIM21 mRNA J2 # (158145 C: siRNAALFIHEK 29341 5 775 75 7
FERII; D: siRNAALHE HeLa4ll 1 J5 TRIM21 mRNAKH; E. F: siRNAAL B HeLaZl il /SEMCV VP1E [ K $8 VAU . ns79P>0.05, **P<0.01,
*#%P<0.001,

A,B: TRIM21 mRNA and protein expression after three pairs RNA interference sequence, siRNA-002, siRNA-003, siRNA-004 treatment HEK293
cells; C: virus titer detection after siRNA treatment of HEK293 cells; D: TRIM21 mRNA expression after siRNA treatment of HeLa cells; E,F: EMCV
VP1 protein and virus copies detection after siRNA treatment of HeLa cells; ns indicates P>0.05, **P<0.01, ***P<0.001.

E4 TRIM21 TFEMEMCVREZEIFZNE
Fig.4 Effect of TRIM21 downregulation on EMCYV infection

RZE T TRIM2 I EMCV#UGE H T4 25 5 18K 1
oM, it RIATRIM21 FTHEK 29341 il 3 TEMCV
G, SR JE R 3R AE 5@ % 7 FIFN-a.  IFN-B.
IFN-y[) 5 s B B R IA TS L. 45 R 7R, TRIM21
i #IA SFEMC VST FITEN-1M5 5 38 B IFNo( 5 A)
IFNB(EISB) I 4% s Al 8 [ R 52, AH 2 ] {2 gh 1T
T4 R IFN-y IR IA(KISC, P<0.05). 1X—45 14
7, TRIM21 7] fig i@t ERI-2 3 R MHIEMCV E
il 34 5

2.5.2 TRIM2I1iE & AR £ s B F 8980, ¥F
% TRIME IR 2 R F [ F BA e, il
TRIM8LL S TRIMI3FETA {2 4 IR B s, T
B UE AJ8 TRIM2 12 5 2 A R ThRg, /£ TRIM21
PR A RIETE LT, R P FR R 28 40 B BN 1R R
k7K. TRIM21 )3t 3% EMCVHIl L) TNF-a
221k A 52 (B 6A, P>0.05), {H TRIM213id ik

A3k IL-6F) mRNAFIFIE (K 6B, P<0.05). [FIHT,
ELISASZES IS IE | i 8 TRIM21 Re i ik IL-6 2
HRIE . X —4 R 48R, SMEMERE TRIM2 DM
RAFEA— RN EREEN, X5 TRIM21 )5t
EMCVHL#IFH K .

3 HirSitie

Fi Co UL 58 T3 B A — I FE N B L B0 AR, 72
2R 7059 B, R R E AR B2 KA R, B
sk maE. AR, BHE. PE%E2, |
TEMCVE AWM RATIHR . —, ALEH#—P
R A T Aa 7 8 . 1T ARk, B AR I,
TRIMZ Jik & F B A 2 M) 5 DhRe, B4 % 5
P diM A TR R AR S S 2 R e i
TR, [F BB, VF 2 HAA E31Z 2% HE B 1 1)
TRIM#&E H B A PR EE D) 6e, JUHR X0 0 i 8 2
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A: FEEMCVAE R 5K S HEK 29341 /L /5, IFN-oe mRNA K £ (134615 B: fEEMCV AR L UYL HEK 29341 i 5, IFN-B mRNA K 8 [, C: 7
EMCV A& G B YL HEK 293411t J= , IFN-y mRNA 2 8 [ %1k . MOCKNEMCV ARG, ns HP>0.05, *¥P<0.01, ***P<0.001 .,
A: IFN-a mRNA and protein detection after EMCV treatment and untreatment of HEK293 cells; B: IFN-B mRNA and protein detection after EMCV
treatment and untreatment of HEK293 cells; C: IFN-y mRNA and protein detection after EMCV treatment and untreatment of HEK293 cells. MOCK
indicates uninfected EMCV group, ns indicates P>0.05, **P<0.01, ***P<0.001.
[El5 TRIM21XfFH =i A S0
Fig.5 Effect of TRIM21 to IFN signals

A IREIER, Ak, €25 A g1 R WA
SRR, k0, TRIMSa I TRIM22 A] LA HIV-1
(1) J% 4281 TRIMA 1 R DL a1 5 5 5k EA] (1) % i Sk 410
HIIHB VIS 58 RIS 98 7 1% 0 8 31 iE v, T
HIHBV B 4L, e ANTRIM28HE 5% 5 MMLV 1] 5
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Fig.6 Effect of TRIM21 to pro-inflammatory factors
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