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Immune evasion strategies of iridoviruses in lower aquatic vertebrates

HUANG You-Hua, HUANG Xiao-Hong, QIN Qi-Wei*
(Key Laboratory of Tropical Marine Bio-resources and Ecology, South China Sea Institute of Oceanology,
Chinese Academy of Sciences, Guangzhou 510301, China)

Abstract: Iridoviruses are icosahedral, double strand DNA viruses, which can infect more than 100 aquatic animals.
Iridoviral disease not only causes great economic losses in aquaculture industry, but also shows serious threat to
global biodiversity. During the virus host co-evolution, iridoviruses have developed well immune evasion strategies
to avoid the host immune attacking and complete the virus replication and transmission. In this review, we will sum-
marize the recent research progress on iridovirus immune evasion and the host innate immune responses, including
the roles of host immune cells in iridovirus infection, manipulation of virus virulent genes on host immune system,
and regulation of iridovirus and viral genes to host programmed cell death.
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AEPI RO Ge . SRT, HLR ) 5 RGBLEA W
RIS R AT, T Wl B thiE A2 5 56
RE, SATIZ IR i EEIE A —Fh i Z 5 i
AWy, fE5TE E KR 3 [E#E AL (co-evolution) H1,
B 0HE £ 2 A BRI RPERE R, R T AR
{1 S5 WS SR AfR (AT 78 B A Y AR A7 5 0 B,
1 RERERIR

T3 85 2 T LA RE S TE 15 3274 P A I8 AR A A7 B
ZUMRIR Y, T B T X S R AR E K 5 1E )
LEF R, KR T 2R PUE R R
S ML a0 Fe % 28 3% (immune evasion), M 1A F)
Foe s E B A A A T — B i, AN B
O HIVIREE. B0 2 Sl pr s 4 57
RIS 1 G e WA o MRS 35 R0 7 S BE
PG IIR TR R 7 % K DNA 95 75 U AT DL ik
St T E A0 MR S R R R, T HTE £
G TR BRI T E R s bR B B IE AT
DA 3 1 5 A SR 1 4 B P R T R B i S
S DL R RSN 2 A A4 e R, 0 0 2
925 106 36 S BRI ST AN R T B2 A 25 (10 5 22
KAV, FERTANGE LI, R T
B RN TT 299 Rt B R AR .

2 RERERIERSXEAE
H AT, Xt 2 S 2 2 3 5 QAN AL ] R F 7T

BN HZE (K1) (1) 9% 75 288 3 B 2R
YR AR (major histocompatibility complex, MHC)

T BIPUR SEak ; (2) s T8 EE SRR A% R4 i (NK)
G O+ (3) BT R T/ 4a i bR 7~ S 3L
SARITEE 5 (4) 8 B R REPTAR S SR TP AMMA &
GEUIRE ¢ (5) W EE TP AN o U,
2.1 HHEBEMHCNH SRR SE

T 75 8 MHC -5 (B0 iR 5238 AT DL i 79
77 LI, —J7 2 A MHC-T 15 (P 238,
iy 92 55 BE B HI ] MHC-T 34k, M 982>
X0 S 40 B P T 40 B (cytotoxic T cell, CTL)
VAR 5 o — 7 T2 8 e 1H8 e MHC-IT i 775 1 40 )R
S, WK EALPE (human cytomegalovirus,
HCMV) i@ i A 38 MHC-IT [ &35, kb T ke
) S A . A, JKIE - AR B
(varicella-zoster virus, VZV) 7&K 4440 il f5 7 0% 18 it
T JAK/STAT @42 5200 y T3 7 5 A i R 1
MHC-II [ 3%, R340 i 5 52 CD4+ T 41 i i)
EWSOLPERT, NG Bh 1993 25 1 & il Al A& 4% 1.
2.2 fREkEERRG MM RE RN

E 5 25 W63 AR 27 1 240 M 1) e 2 S Bt 2
5 4 il B4k 7 B (mouse cytomegalovirus, MCMV)
Za i 1 gp40 5 H AE 8 45 ) NK 40 B s, JF H
X A 0 2 38 1 40041 NKG2D(natural killer group 2
member D) 32 14 ) i 4 7 P BC AR H-60 H 2R IA K S
L. 1 HCMV [ G, 95 75 % 5% 1 UL 16
AR % 4K NK 28 RS TR 48 i AR B B
lysin, M i NK 40 i 2m e sk
2.3 RETHBKETF/HERETFREZERENE

R E FE R/ AR PR S 2 AR )

ElE RS k38 MHC $1 HEi#E NK 40 FHARE T PRI R
AT JFiBE Gl RN B AEE BAMERSE

Bl mERELEHNEEGN
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T R I G b — e A i R B AR R
EE R RSB " H AT/E 24 DNA W dh &
U 0] DAgm b th R RE AR 7324 s B
TR 24k . FH W75 BET2EmA
SRS T ATLAAR SR 15 7 4 B AT - 4% 1) 97 928 3R 408 B
gy, AEAN TR R AE Y S e St E A R
8 K 5 A4 R FH Sk R g1 A ) A R T A 2 R
RS, MmdkiEErE R e L, ART A
S AN, Hirgmid G & AP IR 2
BRI R B AR NRE . N B
% K AR 96 92 97 B (Kaposi's sarcoma herpesvirus,
KSHV) 2 ", C4iRIERAG : HCMV #1LK 732
PRFEPR UL33. US27. US28. UL78 ; RCMV G & H
4 ¢ %2 /& (G-protein-coupled receptor, GPCR) &
R33. R78 ; MCMV ] M33. M78 3t [A ; KSHV ]
GPCR 3K UL % EBV 4 i) BILFI 2 A, HrpbL
US28. UL33. UL78 Fl KSHV H] GPCR % X #F 7
BONTERE . K DNAJR B, BIE KA S0 8
WS B R R S B s i K 40 s 75 J8 sk 2
ez E R, WLV AR EAE T
295993 B (cowpox virus, CPV). &R, K
WEATR 2 Jtdh— A2 A Mogg BB R 132 AR 2
i, I HOKEMIALPn 1S RE, XL
ZARKAAYR AT RE R N TG Frh “iK 537 miok, JFH
T AN [F] B A 35 B B AE e 35 48 i i 2 A
wEg U R RMESA S NEHE R R, AR R
RIZH T, &4 4 SRR SER 132 4K (tumor necrosis
factor receptor, TNFR) 25 fLl # %t K] (CrmB. CrmC,
CrmD. CrmE), XX EEsE R4 gt ae Jiim &
Ak, T H CPV K 8 4w i 191X 4 AN
ik, X TNF K& &Gt 2 e —t. CrmB
TE9 B YL AR X 5 CrmC A1 CrmD W {995 B
SHlZ G RIE ; OmE BE S BFE AN W
(] TNF B, %F-F TNF 5] i 4H i 2 14 A B S 10
TRIFER . KSHV B AFLE 4 DMANE TR
A (interferon regulatory factor, IRF) 5 1, MY
— A RV PE 5 B L BT ORI S RN R AR IR A4 1 7 3%
A 2200, T H AR DU 2@ A R E 5 &
BRIEEARFEThEE ", Hd KSHV vIRF3 RE5 %
§9 MHC-II fydt Jsis 4B 17, 1ff KSHV VIRF1 A5
I BEW T MHC-T ()% 5%, dRe 54 E4E
5k R R AE R AT B (Ataxia telang-iectasia-mutated
kinase, ATM) ] C 7R ¥ 1¥ e =I5 45 14 3 AR
2 1l- DNA i 5 71 51 #E ¥ ATM g s, 38

P53 2 FALIIEE, JRFEC P53 e . 1 KSHV
VIRF2 fE % i %% IFNa/B 115 5, JF H 88 9 1
IFNP 5244 J5 2 7 [ B0, B L4 KSHV vIRF2
AT REAEN IFN [R5 B0k A5 Bhms 15 Bge A s i) U,
24 fREFREAR LT IRAMERS

73 230 G A — S 56 K] 945 36 3k 04 I B AN Tt
6 FAMEA RGr. I fi s B AR IR LI AR o 4 W — P okh
R4 #1 2 A (vaccinia virus complement control protein,
VCP), AR E IS5 C3b/Cab KAAH EAEH,
MG FR I EMA B . fEdbitfEdr, VCP @it BH ik $t
AT UM S e RS, SR ERE IR ). S
HSV w15 M4 85 1 gE Al gl fERRGuid fi rp 4y A
TR EE R T ARG A M ) R T, R HE 1gG 1) Fe X
2R ThRE, BUPHIETE F M O, LG HMA
BRI A P g
2.5 mETHBEI@EMRET

995 0 AT DI T HI 1 3 0 0 T ok S B G g2
iR, FEEREURN SR, B RS
ST AT IE LR, MR KR FE i H
BEE EA M s R R . R, — 2R
DNA J55 2 WL 25 SR B AR 3555,
TERIE AW L A R e, G A — L 1 1 240
PHTRIEE, il Bel-2 25 sk 5 2 R e 41 i
SN T AR, AT R A R P
KSHV %4 i) Bel-2 5 15 £ & HAth 370 () Bel-2 A
A 15%~20% [ [F] J5 1%, {22 75 BH1 F1 BH2 [X 35
HA W E R FEEYE, %RIE KSHV Bel-2 fgi &3
H D0 AR T, (E RN REAS 4 i HAS A LA 1)
Bel-2 % i3 7% B A U8 B 5 R — Ak, R B KSHV
Bel-2 1R 7] g 18 i X F 7 Aok 16 8 Bax I Bak 25 [
(8785 E B . KSHV Bel-2 (1) BH3 [X 38, A1 H Ath (1)
Bel-2 B0 I RIS ARG, HEI BH3 45 K438k o] G xf
KSHV Bel-2 $4AT HLF T-/E AN 2 26 75 1. [FIE,
KSHV Bel-2 [1] 314 i g % 401 1] 973 75 cyclin 1 ik
F1 S e 4 (Sindbis) J55 2515 S T B,
3 MIRRERA

W B R (Iridiviridae) T3 35 2 — 5 M8 LK
DNA Jji 8, H i EaH R R, By, @2k,
PR SR CAT B 55 . i BERL T I TS RRAE N -
NUE . AR RR, BN 120~300 nm, %
> 80~90 nm ; FEPKZHK/NA 105~212 kb, 537 4ihid
92~211 MERF . AR UL F5 AN A (1 J25 [H 245 2 F0
5 F VOB SE,  H RPEITRR SRR N S A8 < T
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KR & (Iridovirus) SRR 55 )& (Chloriridovirus).
955 25 )& (Ranavirus)~ W B3 I % 5 /& (Lympho-
cystivirus) F14H Ml it K 9% 3 J& (Megalocytivirus) *.
ERGCE HESN Y TR B R T . kLSS
T B3 JE A i O 2 B i 35, 4 A 100 2 FhIK
A HES Y R S e A B BT R R # I . MR 5
HIFAT T RAMN 57K P2 IRV s B R Bk,
fa I B A BRETLE SR BELE W 2 R AR A P
IS AR e RS S| Kl P s X S Y I E AR [ Tat
TE R e 28 R B 48 1) e AR LA A B R 2 e SR
FAANAE . R 177 A AR 7L 25 Ok DNA Ji #8285 480, 0T
FIR ARGy I A R AR, e EE ATE A
HEN, KJETEEL T AH 2 R G 58 35 1) S 1k 1% 3R
W&, DLREETE S A, T B TR B e e
F A P 58 AR A L3 Y

4 RFKEDMIIRH S RLRBIFRIER

FX T AL, H RTA RS KA
U2 995 25 O 5 6 0 TR S ORI 98 v Ak TR P B IR
X LA E AR S5 7K A8 HESh LR 55 1) S e ik i
HME AT AR 2 .

4.1 FEEREMREIIKRESREFHIER

H 0 3 G 20 B A2 R B B e R FE A
ST, F2ERIE T 499 55 (frog virus 3, FV3) [
HE Y TOkE JB YL AfF 5T A A, Morales Fll Robert™ % i
FV3 32 Bk g JTCHE 5 U 40 M, {H 72 CD8+ 41l ffd Al
MHC-I B 53R g, 82 2R v S48
SE, Toil 2 A B AR T 5 FV3 U 1
5o HE—BEFURINL, WIKIEGLE, FV3 5 E G
BRI B, EREEAE 4 B RERRE R, RN
7& CD8+ T A AL B A0S Jm B 88 n, Ho6d
JEHFURTE B IR R B E . KA RS,
CD8+ T Ao s FE bk, H.Ae ™ RIS B, 1l
] CD8+ T 4 i K 5l S e A2 76 i = HEPUHL R 25K
Jerb R PR HEAER .

ELEE 2l (prish ) AR IEE XS FV3 ) B YL fUsk
PEARIN, WRHEE0T FV3 B B i U, X AT RE A2
A TE 44t 55 15 5 T IR 55— R A RSB
W AEIR . 1 H, Rt S A S At FV3 5
B, R E R G R, SR LRI A1 2 B b
FV3 &Y, SRR ELR G Gm . AR Z,
FV3 AL fa 1 R R ZE AR IR0 A1 A 4
L, ST S 3 R NK Mg, &gk)s 6 R T 4
Ik B e 0 . AE FV3 e R, A E 4

IR 280 K, B3 A4l N~ 25 1B 1l TNFa 5 4
PUk B, SESME AR FV3 R ERT R
PRIFRGEIRAS o B FEAE SN A 1 40 i o 1 B G i
FEEG T B NEH M, 2 B I 2H 23 R e i
2 EE T Re A e T R, DRk, R e e
FV3 Ja IBET SR ELT AR T 2 A apl 7,

BeAh, BT R I FV3 B Rl AR 5, 5l
ETIMRNFREEET S, MRS IER
oW EE, HEN PR T ReAIE TR R AN E
il B — P BRSNS TR R AL T — AN JIHIE,
RIH B 2H Al A 1) TP 2 N B0 0 1 5 At L SR e g I
EHFH IR FV3 Ji R BRI E ], IR s
TIKVH JTHUAERE T A4 FV3 BG4k (iRt )
JERET RS ARHE R IR P,

HAT, &8 E B K 2K e 40 M A LR
BRRGPIE R RGE, X FEOE T AR g
oy BRI D Redt FE 7% 5 T HAth = S HESI ) o
42 RESHEENBEERERNREIER

R s 25 nT DLE I g A0 15 3 B L ARALL R 40
YRR, s R TE ERE S s A e, T
PUrE 3 00 s SOBL. Uk B ik DA 4H 4 B 95~100
FgE RO kIR E A Y. JRUE E ATVORF057
i R ) A% AR e SR AR TR 1 (elF20) KA fE 8
TR ETE E elF20 FIBERR AL, DL KPR TIRER S
35 E [ RNA (protein kinase RNA, PKR) 3
AR S (B PKZ, {e8Em a5 7078 BRI i & i >,
Fnd A B 4R 99 75 (Singapore grouper iridovirus,
SGIV)ORF155 Zwfih— M55 2 Semaphorin {4,
ZHE R e — AN RHRIA BN, IF Hoe AT 48 i 5 .
& 41 ik 223k Semaphorin J K] 58 % 05048 15 32 41 Hd 1)
O B AE R, B AR o % JORE T IL-8. IL-15,
TNF-o Fl MITA [3R1E, M {2 k0 25 (1 & i1 B0

X £h A% Ge P RS SR SR 95 B (infectious spleen
and kidney necrosis virus, ISKNV) # 1 57 & 8L,
ORF124 % i — A 7€ A T 40 o Jog A1 48 P 4% 1) 2k
H—4# 25 1 5 & & [ (ankyrin repeat protein), &
R A 0 TKKB & KR A AH ELAE A, AT 93 55 Ji g
WIEH + (TNF) 5 5 1) NF-xB J3 8+ i& 1, Hix
B REWE I Y kB (1) 65 BR 16 A NF-«B (1) 1% %% #% i
i, I sRR #1557 P T ISKNVORF103 4
4] SOCS 2k [ S {BL47) fig % 1 1] TFN 175 5 (1) JAK/
STAT 15 5 i& 1%, HiAkHhif ik ISKNV SOCS fig
% 41 11 T P 2= B0E IR 6 AF (interferon stimulated
response element, ISRE) {1 )5 8 FiEtE. #F—2 Rt
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LRI, ISKNV SOCS 5 JAK A KA EAEH,
0 of1) L T PR B VS M, IR Uk ( STAT1 A1 STAT3
(IR AL S AN B , TR AR R AR 1 B2 shah,
ISKNV J5 # ORFI2. ORF65. ORF66 Al ORFI11] 3t
DR 4 A P 2 4 o (1 LA 92 KOS B8 B3 e P
U117 G R A 7L B W B R B i R Ok
VEHEEREN, B, ISKNV 4ifidix s A2 %
R M 1) 5 DR TR W R 75 R rp e R A5 1
BRET D

4.3 MRS REERX A THIEEER

Bk T X TE B g NIRRT, MR B I
TG TR S e kR . AW SIR A,
ZFKAENYINLRIRTE RO, WAL et i ds B IR
IR TR BEUTR R R AR R FV3, b T 32 M 75
FLEAAT R 95 B 55 IR G 20 L 5 15 S LR A M R
JE S AR LA (fathead minnow, FHM) % BB £ 2 4
YL FV3 5, SIMMZIKSE. Gk DNA [
BAL ST T RAIE . SR, FA RS AR A I 19 7
AR AR RE A SR BX AR LS, R T RE S
BRI AR . SArE AT, RSIV 7R
Yeth 2RI GF 2 5 th AE s X0 52 2 4 M I3 T i TR 25
FRAE: (1) T 54, dipdigs. AR, ) T,
S AN IK 5 3) A TIRE T, R R TR RE AN,
F 7 A AT A AR R 5 (4) P T /NARE NI IR R 52
BZ BN . (HZEFENN caspase-3 Fll caspase-6 1)
kI F 2z 5, RSIV MRS A& Sz Blsem, I H
TE 2 B P 52 AN B3 1 R A i S 3001 4 B T
B, BIERE TN K. B LHEN, RSIV
AR He T s SR T R IR B, wHETT
AT 5 SRS R B R B B BRI
Ab, TH S A AT R 9% 7 (Rana gryliovirus, RGV)
RO RN S, RS 5 T A0 M S BLOE T IRRAE
ELFEAH MR AR . SRR R B A B T AMA )
;A J caspase-3. 9 MU . [FIT, BFFUEKIL RGV
JEYL 5] FHM 40 g B 10 1 W fh . A% 3% %
IAl ¥~ NF-xB 1 AP-1 [0 DA R 40 B T A 45 25 1k
FETt ARk, iAo RGV IR YLis G 2k fA A
S g T B,

EAERNE, ENERTERN—NHRR,
SGIV R A Bt fafs M fa, Sl —Fopi 2 m
M ATy AR TR AR e R4 AR AT T (2K
T~ parapotosis). HARHIEALFETC DNA F Bk =2k .
TR T2 /MEFE AL TG caspase-3. 9 Wi, 1H &40
R AR . R R R IK . SRTT, SGIV

YRS 40, 0L Sk A2 i (FHM) A |-
)% 985 41 i (epithelioma papulosum cyprinid, EPC) Il
B . PSR, SGIV
P 5| R R T2 R v OE 1 22 R R A B B T
(mitogen activated protein kinase, MAPK) 15 5 ¥ &
#® 1%, fL#5 ERK. INK 1 p38 MAPK {5 5. ERK
A INK AZ 5 7070 T8 75 5 1] S 75 75 3 1) 28 0
TR, I B @ 1 3+ TNFa, IL-8
A TRF-1 25 5 SR R T i 32 00 900 S iz B2

AT RS o5 B 0L 1 A8 8 175 3 41 1 O T B R A
T, R — RINULRH A A R RIC R, KA
BT RS B BT B3 8 . Ik OO 2 s B J A0 i K
T4 3 JA 5 1 D% e %l I g R — LS R TOAH OG R IR,
TNFR. CARD. LITAF. TRAF UL} Bcl-2 %5359
FEPRISR A 2 B E S AR i S AR T

Xif A7 Bt 4T %95 5% (Grouper iridovirus, GIV) 4
T4 Bel-2 FERIAIRTFLR BT, GIV Bel-2 )R A K
FLAth 55 55 4 15 11 Bel-2 2[R (1 [F) 98 MR A%, (H 2
BIEWR 75 7 i R EIREGH 4 A BH 45135
PLR— A ESEIX . BE— B0 UK, GIV Bel-2
S ek VAR % A N O SR E Nty 1 R e
ISKNV ORFI11L % fi— 4> TRAF 2014, %3
REfS ABE T 1 f¥) TRADD JEK R A M EAEH, i B
it F ik ISKNV TRAF i [K 2 % g i3t caspase-8 i 17
2 T B

XF SGIV 1) 4= 5 A 20 J5 41 I 5 Ay B 4% 1,
SGIV % i 3 ™ i J63 U8 AL (] 5~ 52 #& TNFR 2840047,
H. v SGIV ORF096 Zi fith (1] TNFR S {14 5 K 74 ¥
fi: . BE Gt TNFR (¥ 4% H B8 [R5 14 43 9] 9 34% Fi
31%. BER T IR TR W], 2 EE & IR sF
(12t 2 B2 = S X CRD 25438, (H7E C o % A 15
X . HE—B4 4T, SGIV VP96 & — . H L
B, HAEA b ik R BTorA . ARSI Rk 1%
2PNk A Y R T P B ey e e A )
PG5, Ak, iE3RIE VP96 REME 4 i 55 1 Y i
51 caspase-3 ¥, $E7~ SGIV A] GEIE I X 26 i
B IR - B2 A S A A 5o 1) 1 P 1 b A 3 1) S
WAL B B, XF SGIV IR 7t ie &I, 3
ORF136 2t — ™ fI5 2 i 175 5 O bR A AL R 5 o A
¥ (lipopolysaccharide-induced tumor necrosis factor-
alpha factor, LITAF) 25U 3L K], ZFE K & — A%
BPRHEER, s T2ekifk, Regis FAME T,
It HAR KRG R b 51 4% ) LITAF X 576 438
SEAL, HEDE LITAF B[ v] Rt #1175 3 LITAF
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SR IR P AR B 5 A F 7 B 2 o2 ) B o) O ARBL
KIS BLAE FV3 i R 8, B FV3 % 1 2 7 T 5
W1 # 44 1f) LITAF 2204 F 7 3 41 g LITAF B[]
e AL IE R A EAE A

5 RBE

B2, REEHES LR B O R AR 245
3 10 G e R R SR, HR S I PR T N
FHEE, St I A 928 396 3 ATL 1 119 3R GUE 90 340 AR A5 0 5
e, BRSO B 51 R 1 1E 32 4
PEEWE L, R e BN 5 £ S i S e AT, A
T 8 7 A [F) 2 2R 11 42 4 B 70 RS 2 B G I A%
FIVE LD o R, IR AT TR 5 5 i 2 40
MIREER, 5 RS0 B R 25 2 106 6 256 DR ot
mz%& 5T I L e WS R E R s B

BINGERAE FORL R 500 T 40 MR T/ 4R AT
tmﬁhmﬁ,Mﬁ%rﬂ 3 25 W0 4] ) FH 48 9
TOORSCI S ek itk, NI S B B B B b 56 A i
JEECR

(& % X #
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