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[Abstract] A new cytokine,interleukin-37 (IL.-37) ,is an anti-inflammatory factor that can effectively in-
hibit innate and adaptive immunity. I1.-37 can significantly inhibit the expression of a variety of proinflamma-
tory factors and play an important role in multiple inflammatory diseases. The pathogenic process of viral in-
fections is often accompanied by inflammatory damage. I11.-37 may play an important role in viral infections
such as human papilloma virus (HPV),human immunodeficiency virus (HIV) hepatitis B virus (HBV) and
related diseases. However, its specific mechanism remains to be further explored. This article reviewed the
structure and function of 11.-37,and reviewed the relationship between 11.-37 and viral infection and virus-re-
lated diseases.
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H o A SOR X 11-37 By 458 5 Zh e K H 5908 75 8
JRBEAH R PEBN B R RIEAT IR,
11.-37 B &5 #aFnTh e

11.-37 th 24

H 20 Jg 4 & -37 (interleukin-37, 11.-37) /& H 40 iy
B F BRI Z — % EE W T 2000 4E 4 & B
T 2010 SFHIE A4 . BFSCABL.IL-37 2 —FRfERE 1
A A KSR G RIS N ME e g R R A Y . 1.1
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11-37 Al {2 25 #0122 Fhfie 58 (5 1 19 R 35 I 78 2 Fh R AE
P K et A bR E EAE . e R I A BUe i R
AL PR R AES07 IR ALMUR e R EaE . H
AR F5E 2 W], 1L-37 72 A FL 2k %8 9% 3 (human papil-
loma virus, HPV) | A28 58 B 5 5% 2 (human immu-
nodeficiency virus, HIV) , Z A4 fF % 45 # (hepatitis B
virus, HBV) 25 J5 3 Af 3¢ 19 9 P & 5 1 B 229 A

AN 1L-37 JE R F 2 S @ik b, s 2K
3 kb B =Y. 1L-37 5% 5 AN 8] 19 59 #2244 (TL-
37a,1L-37b, IL-37¢, IL-37d, IL-37¢), H 1, IL-37b
TR KM O, AN E 7 1.2.4.5.6 4, &%F 218
DR IR A, —RIEW T, IL-37 £
8 1L-37b, % W 2 H B F 58 i 2 1 288, 1L-37 %
TR 2 ] R AH B S A B ST BT E R R A R

» EEWMB.AEAHARR IS T H (2018A030307026) 5 K 24 A A B Il 2k i1 %) 3 H (201910571004, 201910571005, 201910571007,

201910571009, 201910571041, GDMU2018004, GDMU2018005,
(1997 —) AR, FENF MM 237 SRy, ©

GDMU2018007, GDMU2018009, GDMU2018041) ,

fEE @ BT &
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T A b 3 o 2 D R K A =R AR TG 1 U R AE
FH o FR T T A TR 2 78 S AT AL HL A&
7 AR LT B X R RS AN R T
4.5.6 NG A TL-1 ZR R IR L B B- =i 2 2%
K B LA TL-37a (A B 304,56 21 B0 Al T1L-37d
CHHAMNE T 1.4.5.6 A0 AT RETH TL-37b H AT KLY
AW AR T TL-37c ClE AR T 1.2.5.6 410 Al
IL-37eCHIAMNE T 1.5.6 4180 W Rk Z 5h 85 4 A
G fith B-= I B G A, PR HE DU B AT AT BRI A
23R, 1L-37a.1L-37b.,1L-37c £ E EIL7E AN 52
PANNI= R R NESTIN 1) NN 770N AN NN S
ML A5 TL-37d TL-37e {76 B Al AL Fe 3k 1
b N AR P B Z %36 D O AR TL-37 (st .
1.2 IL-37 8934k

AR IL-37 1) EZ AW I aE 2Pl &
AN, X 2L B8 F AR EE 1L-37 5 LN 3 # 4
TRABHEAEM: A4 F-1 Z 1k 8(interleukin 1
receptor 8,1L-1R8) ,Smad FK % il 57 3 (mouse moth-
ers against decapentaplegic homolog 3,Smad3) . K i
A 968 9 7 968 2 [ R JE AR OC ) C3 I BERIEY) 1 (rasre-
lated C3 botulinum toxin substrate 1,Racl), TEHLH
IRE T I, 1L-37 M IL-1R8 435 j& TL-1 fid fA 5% J A
ZARFHE PRI DT . N 28 09RO s N PR
1L-37 R W% PR b 7 S Ji 1 > 4% 40 (peripheral
blood mononuclear cell, PBMC) 3 M & A& 1L-37/1L-
IR8/IL-18Ra =R &4, 5 IL-1R8 o IL-18Ra #f
I TL-37 TR IGME 2 B, WFoERE, A
# 1L-1R8 Y 1L-37 e R K /N R BE 06 ik 2 51 e N7 R
ILAE {5 TL-1RS B A4 TL-37 B2 3 K /N B AS R e
B TETE 15T 2 R0 % S 2 A W5 R B, TL-37 AT LU
254y TL-18R S ZE4E 1L-1RS, i) il LIS 15 5 15
S OMEE 53005 I T 3 (recombinant signal transducer
and activator of transcription 3, STAT3) {1 il #% ¥%
sk F-kB(nuclear transcription factor-kB, NF-«B) Fl
22 SAJF AL R R TR AR 53 Ah L TL-37 Wl kA
MM S Smad3 TR BETEE Y DI RE M 1 DA 1)
SR L I X B AR L TL-37 W] LABELTE 45 I e T
KT RAERREPIG Y HERRE . TEHCME AR U7 1w, i LT
A5 B AR T A0 M P B TL-37 T g
Racl 96 A 40 il e Jid e 7% . i TL-37 H R4S &
Racl B9 C A i i 28 X P 9 CAAX 741, SR )5 10 46
Racl 55 (i FEE 5 09 T W45 Sm B . R 40 9 6l
2 TL-37 A B 358 Racl 957 70 4 S ME I o 00
2 1L-37 5 HPV
2.1 HPV ZXEARX K&

HPV g Ko Hh I i 1< 0148 1 28 E 5 S 22 i g
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g LA REBOR AR . IR E H AT, B
150 fft HPV £ B98I R . 24 5 %0 B J8 Ak 42 th
HPV 51, 1 HPV M6 28 % v 5% A ad 72 s
RIEFE Y T A0 ZA 5 B M . HPV IR Y i
HL IR ES VE6VET i Z ALK ME RAE . A RE
Pk HPV i 5 1Y 7™ 529 48 20 21 2005 B2 o i i m HE R
PERIEA N . R EE E6 A1 E7 M NF-«B {55
WA BT HPV ki o e W L, 8 BRE 2208 1 R
GE . H 2 AE 7E A B9 75 P 4 (reactive oxygen species,
ROS) FIG 1 R W 5t 175 3 25 A 15 32 DNA 1 BUEE B
4, T AR iF 3 B A & A, 5 30 i 0 v 7 A T B
LRI .
2.2 1L-37 f= HPV Fr# % 5% + 69 45 A

11L-37 J&—lor i & B A9 B 58 A G 2 0 il D9 1
WANG 269 BF58 % B8, 11-37 3 1 700 ] STAT 3 #03hl A
B U 40 i (HPVLS FH 1 Hela 40 ig f1 HPV [H 4
C33A ZfD) i 34 5 R R 28, 76 U958 oh, 1L-37 75
HPV18 FH: Hela 40 Lb7E HPV B C33A 4 i
B SR BT VE . ELRE 8 5 3 1 i 4R R 116,
1118 F1 988 3R 58 Rl F-a (tumor necrosis factor-a, TNF-
OMFEIR . XU HPV 5 1L-37 Wb 56, 1t
AN A 2R F KN B 1-37 Refgi it 18 Bim & F F# ik
S bk 2 FhE SUBRAM AT IR IR aE
11-37 A4S S0 Hela 40 MIERIEAE S HM T, AP
TS RS B 137 15 A Tl HeLa 40 il Y
BABE , - RE 3G SRR X By 25006 4 A 1 T AR X Rk
B K AE AT BE S T1-37 f#f STAT 3 Ml G, /S5 5 J5 1)
H1-Dl(eyelin DD L FIHA K. 1 YANG - fif
FEMMEE R 1L-37 T G,/G, M E /L. FHiFES
HPV18 B Hela 40 iE 8 -, ABULKHIR 25" 4 i
HPV (43458 F {2 22 76 T1-37 PR 55 UL 5 % A 20
IHEK T STAT 3 1y &3k fw ik i >, 2Bz, 1L-37
B 204 BRI RTS8 HPV YR b G 1 5 508 (1)
THEPUE 773X HPV A 56 4 b 5 9 19 9 97 #2118
TR,
3 I1L-37 5 HBV
3.1 HBV &#4#H R4k XiE

HBV K 20 25t R A 25, BRI iy 4 4>
TR EAE 20 02 S IX .C X P IX I X X, SIX X4
T ST S2 K S 3 ANRADIX L 4 B gmAS ET S1 & H .
Al S2 1 M OB R R EBU)E (HBsAg) . C X HI R
CHF A C HF LA Fifs LR R e $L)E (HBeAg)
MR A OPUE (HBcAg) . X K 4ifS X HH.
HBV X T 40 i 9 I8 11 4 28 05 1E F L L5 14 HLAK 4
JAE IO 5% 2 T 240 ML 488 43 B R A & A I R AL . BF 5T
LA S2 MAFNRIES 51525 40 M 5 5E F1 4
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I8 T R O 1) 200 i PN A T L X 7R i R A Pl R
EAEAYY . HBx ol LTI 2 & Bl 5 %
B, T 3 28 {5 5 K ok & 00 G S TR T A 4 TS AR
F-1.NF-«B 21 | s st N FIRZHS 5 T R4
R R SR AR
3.2 1L-37 #= HBV Ff 8% 7 b 89 46 A

o i & A ke S HBV S IM 6. A 058 &l
gt B e A8 5 B E T A0 11-37 3 $236, R B 1L-37 7E T
I 1Y) R S v 5L A o Mok g 1 A A VR T BB TL-37
f# Smad3 B BERR 16 5 4 & N BUR 55 o Jun 2 HEK
Vi ¥ B (c-Jun N-terminal kinase,JNK) /p-Smad3L/c-
Myc 5884019 {5 5 p-Smad3C/p21 e . Hit
IS, LIU 2659 % 3R, B 40 Mo g 21 1-37 19 26 38 7K F
REAG L 5 i K/ B HE LA 28R 40 L 7R 1L-37 4 5
(B e gd G 8 07 25 bl ELAE . PU V9 IESL T
11-37 3 1< 8 5 FF g 40 G, /M 303 fky 5 7258 i 4100 1) T 9
ANH A AR K RIS A . T3 Ah, AL-ANAZT 2570 756 11-
37 FEF Y 2 A8 R 2 & M (single nucleotide pol-
ymorphism, SNP), Bl rs2723175 F1 rs2708973, 5
HBV & 9% % P AH G, H A 6 1> SNP (rs2723176,
rs2723175. rs2723186. rs364030, rs28947200, rs439
227005 HBV {FBR A5G, 1L-37 ZEH 2B AL AT 58
SN ERA X, ET iS5 HBV B4, 2R 1L-
37 AT IR S E HBV IR Y (9 A [7] 16 IR 45 21 , A 45 12 Pk
Wl tE HBV B Fl “ToiG 5" HBsAg #47 & RS
R A A T X — I L AT & B HBV
F, HBV DNA BH P 83 103 1.-37 W] & & T HBV
DNA BAPE 8 %%, & 0 1L-37 AT AE 2 5 HBV Ji
4 1IL-37 5 HIV
4.1 HIV 892 M4 A B mid A

HIV J& A 8 4R 15 1 %o 25 Bk B 25 & i Cacquired
immune deficiency syndrome, AIDS) )45 JR 1K, J& )2
EESRIREEN —Fh . HIV e i B2 R AR F B 5 K
MR AE . Hob  NF-«B 2 542 RAERIEH . HIV
) HIV-1LTR ) U3 X & A 5 NF-«B K& %K+
551 DNA S5 4 00 f. 0l NF-«B 3 ¥ & HIV-1
% 2 R e R VR R R e o P g R Y S B
FULCHER %" % 8, HIV-1 J& 4% 5 5 miR-26a il
miR-29a 7K °F B Ak, AT BTG TR R R R IL-6/
STATS3 {553 #% , T BB G I 18] R 5 i
4.2 1L-37 &£ HIV FFr 8k 5% ¥ 6915 A

HOJEN 24 5% 3, HIV-1 & 4 % 41 8 i 2 4%
i (PBMO) 1 TL-37 mRNA A4 25 7K F Al HIV-1
DNA ¥ 2 & T AR . X RW IL-37 76198 Pk
HIV-1 B 35 v i 22 35 3 fin s [\ B 0 42 31 HIV-1 fif
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FE R /NS PBMC H 1L-37 B mRNA K2 Ja] 2 5
FIEAH G, B R U L 3k e R 3 T % g HIV-1
TR BT W5 30 (14 98 0 o A A B e L5 1-37 ] fig
¥:% ., CHATTERGOON %57 % i, 78 i B gt HIV-
1S4 CD4™ T g b, TL-37 A b il HIV-1 19
PEAR ), 5k 2B 1L-37 0kl A T 40 b i) HIV-1
SHl, A ef, SAMARANT 455 % 9, & 44 A\ 11.-37
i HIV 76 A4 i 55 22 40 i b i 42 ]

5 I3 EHMRERXEERRFNIEAR

5.1 11-37 5% B9 & (influenza virus,IV)

IV &2 ANKIFIGE R e WH R Z —. IV 4
Fh o4 Fp2eAml L H A R BRI C R DAY, Hirp A B R
T (TAV) Fil BRI 5 O 7 (IBV) by 3 B AT IR L 1
FEERE, R H R BRI AT R RN 1L-37
YE—Fof R B B A B AE R i ), L 5 TV
FOWHLE = 8] 5 REAFSE . ZHOU %% 38 i —
BN IE B0 L IR TAV 1Y 88 I8 A1 PBMC H i
11L-37 K F il 5 32 03 TAV B GL 1) A549 41 il
Al PBMC 7 11.-37 mRNA flZE (1 #£i5 LE,1L-37 6
i Hl IAV RNA W&, &4 1 TAV 55 1L-37
Fik, H IL-37 Al #01 IAV & #1945 . DAVIS
SRR R B, /N B TL-37 f4 2% 35 AT IR 48 Y T
FTV R G2m T  BE AR- 5 8 1. 76 /D BUBRE: TV
Jei  1L-37 FOA7 A6 36 3 7 HL I B 2 07 3 BB AIG T %0 %
AL TL-37 78 TV g oo A8 2 A A 7T 2000 1Y 8 22 4
AR AL T 2 i — SRR
5.2 11-37 5 47 i 4 5 # B3 (Coxsackievirus B3,
CVB3)

A4 995 15 L A TR RN B AR ST N I VE 2O [ 0 AR
PR FHATRFEBCONAL . EFBOLNR R ES .,
CVB3 BBl k. AN %858 T CVB3 ¥ S 1
N B BE RO LR B A rp TL-37 By B35 . 45 2R
/NS IL-37 fig b 35 B0 O LA B ARAIE , 388 1 /I BRUAE 1
K, MAIL-37 TR B T 40 17 (T helper cell
17, Th17) A 40 M P 7 1L-6 A1 IL-17A (9 33k, [71 i
PE /N BUBLAE 5.0 IE Y M T 40 M8 (regulatory T
cell, Tregs) A5 B9 40 B [ 7 1L-10 Rk K F, H L,
IL-37 R[4k 845 Th17 F1 Tregs 22 8] B V-4 , AT 7E
9 1 PO UL 19 /N BRURSE 78 v 32 B0 10 e 4R T L A s B
PEO LAY ER AL AT RE A BT A . B2, LR A 5T 4R
78T TL-37 A s B AH IR IR T 25 B0 T
6 RESEE

1L-37 BA s KPR b bos D g . o B A2 5
AHOCH IR h & #E T E2AEH], 1L-37 5 HPV,HIV,
HBV.IV.CVB3 %% # Z [i A 7E 8k & , IL-37 A] 3@ &
T4 1L-6/STAT3 g 42 3 il s 2 76 AR 19 &2 1
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%% Smad3 [ BE MR AL S A8 44K 0 H] NF-«B. T~ 1L-6
AIL-17A B ik, FA 1L-10 35, L L JE YT Thl?
Ml Tregs 5 T2 KT ie. (B2 HAij 6 55475
SRIL /D RAF IR AR, AR 2[R 8 K W] T . TL-37
o5 R B B S5 5 A5 A R AR 7 1L-37
BIEHUR R PIRIT T R IR B BB S P
FEZG B B IRIG T RO 7 TL-37 X395 25 4H 56 M i g
e U R SR BA U AE T I8 4 Be A i — 2 M
T R R il B IR 9T 73X 2R BE R A 2k — 2P R
BUCETE SRR E AT IR, LI o d5c 2 52 Bl IR
AR
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