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WE {27 (interleukin-27, 1L-27) J& 1 p28 iV FE A Epstein-Barr i #1775 AU FEIK 3 (Epstein-Barr virus-induced gene 3,

EBI3) H4nii I8 — R IKAINEIN 1. IL-27 HA ZHAY)A 006k,

B S U Janus SIEE S5 S/ SHIE DT (Janus

kinase signal transduction/transcriptional activator, JAK/STAT) . #2Z4J5i% 1k 8 H ¥ % (mitogen activated protein kinases,
MAPK) 555 S5 HURGRE N . 4000 AW . B 40 (osteoblast, OB) FH4liffl (osteoclast, OC) 4rfb5 i
o FFTHRSCIESE AR R AR 40 (adipocyte, AD) = #A . fi g [P 5 2 MUk 25 7 il R AR AT B2 . A SCait IL-27
LAY I REHEATER0E, B0 IL-27 TS RS

KEEWE  FE-27, AW, BEEERIY, MM, SRR,

hE 4SS R392.1, R723.14, R587.1

Pflanz % " BT RN EK  (interleukin,
IL) -6 S5 1 03 e 9 B840 e e 30— o 4 el K]
p28 1] 5 Epstein-Barr Jji 7 175 S AU 3£ K 3 (Epstein-
Barr virus-induced gene 3, EBI3) %54, HJ—4~
B IR RN T —— R -27 (IL-27).
p28 Fl EBI3 #i 4~ V. 3t 5 TL-27Ra il 4 2 11 130
(glycoprotein 130, gpl130) FIRLAZIRLEE 2,
i STAT1, STAT3 flp38MAPK /{5515 .
TL-27 38 5 T 0 845 5 1 36 1 3 7 BILAAR B 028 S I
Ae i dmfits (adipocyte, AD) RHYRAELS = 41t
AW, EaEsb. R RRITE SR EA RS
YER . IL-27FERI T TAIAE S B A ffafie, 85 pLIk
BB W] LI AD, RS A B R REETH
FE. MBS R AChU; R e A 1
(myeloid cell leukemia 1, MCL-1) FIMiFL3¥) &
MH % % # & (mammalian target of rapamycin,
mTOR) 355 4 [ W5 I HARKEE 2 819 Smad 4
P R A2 AN AR 22 B i) Smad AR KIS TS S48 2F Al
Yl (osteoblast, OB) 43fk . L WA i 4E 7%
H ¥ ¥ (macrophage-colony stimulating factor,
M-CSF) Fl NF-«B 52 /4 i i [N+ FC & (receptor
activator nuclear factor-kB ligand, RANKL) &5
B (osteoclast, OC) 43t A LLRIARIL-27 Y
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1 IL-27HEA

1.1 IL-2789% R B 24

IL-27 J&—Fi 1 p28 1 EBI3 3V B 44 i 19 5 — 58
AN 7, BB T IL-12/IL-6 K. A2 p28 ki
A FYefafk 16pll, BAEANIF/NEH cDNAJF
Gt 53551 h 243 FN 234 B IR Z AR, A5
T 24.5 ku F123.6 ku, AZKHUNERIE MK
73%, p28its ZARARER I RIA DU AR Y20
1 V EBI3 f% f. & Epstein-Barr 5 728 L 5 75 B 41
LB TR = b R B —Fh RS2 AR 1, R
FB o F I 34 ku, E— 05T s EBI3 i
ViR E M (antigen-presenting cell, APC) ., T
Y. AR AR A B4, p28 FITEBI3 £E APC
HILERGE, TR AT AR A A A R RR S 4 i rh 3=
A, BB AN N ek i

IL-27 1932 44 /1 IL-27Ra (5 FK Jy WSX-1) Fil
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gp130 M. BA—ZARAREN T IL-27 M5 575 5,
i 3 A 1) cDNA 2 H IL-27Ro #l gp130 %4, Wow
WIFhZ 0] DLAE 2 R R A 20 it 36 18 HLAE AN ]
YA rh R IR KA AR, $7R IL-27 AT R HAT
ZRP A ERON

1.2 IL-27897= 4%

IL-27 3% APC, EVEWEANM ., 2R
THRELZHAE . Bk AM . g s ™4 fEH
flb 248 L 40 OC. AD il f7 ik, JRZ b
(lipopolysaccharide, LPS) . LM R 55 0] DL
1% Toll ¥ 3Z K& (Toll-like receptors, TLR) I )5
By fh 42 DR 1 B AR 43 Ak ) 9 0 AR 1 88 (myeloid
differentiation =~ primary  response  protein-88,
MyD88) . BT Z TIR &5 IEE 1 (Toll/IL-1
receptor domain containing adaptor inducing IFN-f3,
TRIF) % (55, M IL-27 5 8 7. Zhang
A SRR, LPS A TLR-4 J5 L) MyD88 i
77 X B 36 #% 7 «B  (nuclear factor kappa-light-
chain-enhancer of activated B cells, NF-kB) {75
T4 Z P 5F F 1 (interferon regulatory factor 1,
IRF-1), 475 i) NF-«B j# i c-Rel. p65. IRF-8 Hil
TIL-27p28 [ FE R 5 5% . TLR-4 L) TRIF it 5
KPS IRF-3, #0519 IRF-3 5 p28 JRdh 454, 14
S p28 FEik; U MyDSS il it Al g%, TRF-1
5 IRF-3 & /E 3L [R5 S 1L-27p28 ik s fij IRF-1 1]
W = e TR RHEER A 73258, Sy
IL-27p28, AT DI o 1 o IRF-7 & 35 f [A] 42 P 1
BN IL-27p28 f ik 0, TL-27 AT LUK [ SR 3405 40
JfLAI Thl 28~ A= T4 & v (interferon-y, IFN-y),
177 38 1 JAK/STAT i 12 15 5 = 7K °F- %) IRF-1 Fll
IRF-8 ik, FZAARIEIL-27 A . X /R LPS
FIIFN-y i 42 BE 8 SR 4 FH S nT A PR R) 35 = 1L-27
A

EARF AR, A HIE DX T EBI3 JE &

SEIHEIE S, AR TLR-2, TLR-4
F1TLR-9 155 %5 DA MyD88 1 i /5 =i 1:f NF-xB P50
FIP60 J PU.1 45607 &5 5 EBB Ja 8 745 6ok 1A%
EBI3 JE[AFik 100 vAh, B TX EBI3 A5 i A
B, FTUAN R S — PR R A HAWE S id i ]
DI EBI3 ik, LA B IL-27,

TE APC LA HA 200 it 55 2H 21 rp TL-27 1) 2R A,
ANEHAE, anfg g2 R IL-27 2k H T CX3CR1”
AR e SR R A RS G A LT,
f& & P 40 IFN-y. M98 38 38 B o (tumor

necrosis factor o, TNF-a) . IL-1B%%; IFN-y Bjfing
HIL-18. TNF-a, IL-11BEAEA, WliES A OC
HIL-27 %3k ; IFN-y. IFN-BIA7ERYISMLT, IL-1B
1 TNF-a Fph a5 2H 5 4F 5 5 A28 OB i IL-27
b

2 IL-27TH94E¥ZIh8E

21 IL-275%%
2.1.1 IL-275CD4 T4 fif

CD4'T A A2 AL TS 7 1 S e i BB 43, 4t
XIASEH, CD4'T 240 MR 3 A S M e s R 7 Ak
FANTE] T A AEUN Thl, Th2, Treg., Th17, Trl
A 1 IL-27 B 590016 CDA'T 40 M A 1930 545
b2 IL-27/WSX-1 38 i JAK/STAT1 H # #) i
CD4'T 2 fd v Th 20 H 9 R S 1k 5 5 PRl T-bet 5
IL-12RP2 IR HG I, S o IL-12 755 Thl B4R
PR MR 7 IFN-y 9363k 120 tkabh, 1L-27 AfLL
i# 77 STAT1/ICAM-1/LFA-1/ERK 1/2 ¢ i 14 34 42 il
GADD45y/p38MAPK/T-bet i 4% i 12175 T Thl 431k
FUIEN-y ;228 , B A 78 IL-12 R AETE RS R A
T Thl 40534k, J5 & 5 IL-12 dL 6 4 5 Thl 43
s R ALY P s £ 98 (graft versus host
disease, GVHD) . F| {12 Jit Hyjak e it B4 By Bt |
IRty 25 R e 1 /)N B A B AR o TL-27 R e e 1
Th1 4HHi=E 1 (HJELE Thi 240 5 = B AL R 1
BLR, IL-27 38 i STAT3 # W2 L 30 i IL-2 /v 3 1Y
Th1 BYGRE N, MITHI] IL-12 F1 TNF 724, 98
/D TFN-y Fl TNF-o 73 Wb, B 24 il 2k B 78 580 J
N 1 IL-27 0] DL A3 355 5 Th 4™ 45 IL-10
g PR i Th 20 A A0 W5 B A R A ] S RE S e 22
IL-27 XF Th 2 i) 5 e 4Bl T Bk T A ] g st ] 7y
B, TEWIGR BB IL-27 {2 #F Thl 434k, TMi7E Thi /&
JE 3 ARARAS TS SCREM R oAk, S ied FE ARE S
VAR

Th17 4 7E B G PR 50 9 e e vh
EFEAER, Th17 40 M bR b Pk 7% st A o o
2 A & 9 L 3Z 1K vt (RAR-related orphan receptor
gamma, RORyt), A[LAJMMAIL-17A, IL-17F, IL-21,
TL-22 FURL 20 J 05 44 42 v 0 3 DX 1 45412 ¢ [
+ 20, IL-273# 1 STAT3 15 5 Th17 40 431k, &
EHAR RAFPE™ Bl AR £, 1IL27 U
STAT 14 77 il 43 9% RORyt % 35 & RORo,
k. BRI HIE T ECAR 1 (programmed death
ligand-1, PD-L1) s i i 22 24 5 3% £k i) 48 i ok
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{5 5 P8 9 % B¥ (mitogen-activated extracellular
signal-regulated kinase, MEK) . NF-kB. c-Jun %
FLR Vi i (c-Jun N-terminal kinase, JNK) #1i
Th17 41 M504 5 530, DT & #5840 8 Rk 207
TL-27 fi 3 =40 ) Th17 40 i 43 4k AT AE B ok T
pSTAT3: pSTAT1 Ay LL 3, L3 > 1 B Al g i
Th17 40053 fk, >4 HER < 1 i Th17 40 i 53
b, Bt 4h, El-Behi 5 20 M\ SC 50 M AR R R
B M M H B K (experimentally  allergic
encephalomyelitis, EAE) & U4 s #1478 B 43 85 1
BN T AL, e B TL-27 A4 ik 2 A HE Tk
PRI TL-27 %6 Th17 20 A V5 T T BEBGA: T 40 A4 A
[ B BECE HAn B T lEE S (1),

Treg 240 e 18 528 410 ) 5o B8 A A 2 1) S S S
TESRPERDA TP R EEAE ], HARE RS Sk 1
N3k &% 3 (forkhead box protein 3, Foxp3) .
IL-27 A LA 1 38 7% STAT3 8 F#A% Helios 263k, i
il IL-2 F1 TGF-B 4" 5 /) Foxp3™ Treg 4 il 531k & 1%
PEARE Y Zha 55 B R B], IL-27 AT DL T
20 M H TL-2 £ 77 A2 RN Treg 40 i 7 TIL-2R A9 323k
IL-2 Fll TGF-B X Treg AL 1 A& A A 2 HZAE ] 0
R, TL-27 ] g o 0 i TL-2 77 A= [ F2E 40 ] Treg
AR s34k . TL-27 AL Treg A s34k, 7] LA
i 15 STAT 13 P i {2 iFF Treg 4M A 1) T-bet 375
PR P CXCR3, IL-10 % ik, L& PR 1E
FH P 7R RV AR R L S8 0 M A M RE R
GVHD # I & B, TL-27 A] LL3# ok 47 2k Treg 40 Jfd
ok R AR e I hae = (&1,

Th2 4 r=E IL-4, TL-5 FITL-13, H 8L
K FJ& GATA 4558113 (GATA-binding protein-3,
GATA-3) . IL-27 i 1d STAT1 i)l il GATA-3 2 ik ik
LA Th2 Jy = 3 Bt A 7 (H B s i
P T Bz 52 fb oo BOBUR) S 7 Az BT B Th 4
J, BB 22 44 B Th2 41 T DUREHE IL-27 A3
WIVEH, wopyEE L (ovalbumin, OVA) %S
/NEUBE R, Y OVA ST B P45 T M
(4 IL-27, AT LA RO Th2 A S Al B 2 i
WRAE R BHEUR 452, I b TRk BB
Th2 i il & 28534k AT AT IL-27 B3 fIPE T, MK
T3 2% 7 X ask BOPE % g A 400 TRV T s Rt
TL-27 ] LA 3 3 410 ) Th2 40 i 2 fh ot 300 o 2ot ik
i, (ERRRRY BERORT], IL-27 AT BE = AR R Y I6
JrRCR . Trl 4 2R IL-10, HAT el zh
AE o IL-27 n] LTS 56 sk I 5 057 2 2 AR (aryl

hydrocarbon receptor, Ahr) F1%% 5% K c-Maf ol %
WS STAT3 4K J ot B A K IR W & 1 2 (early
growth response protein 2, EGR-2) FI B ik [ 4f fifg
P RAE T 1 (B lymphocyte induced maturation
protein-1, Blimp-1), IE [ ¥ 755 Trl 5304k, &
IL-107742, DA AHE Sege iR 0 (1),

it EaRFgE & B, IL-27 %) CD4'T 4L B AT
XCEAEH, HACEAE W] AE = i T4t i o fe B B
Jeiy T AR P 4 Bl B R AR S AN RS 3
1L-27 3 B3 3 it T A R - 6 38 B il A e X -+
PR AR M HINEH]
2.1.2 1L-275CDS8 T4

CD8'T ik [ 28 JfL A 45 Pl REAE | 200 A PR o D 1A
TR 1Y) 3 PR S R VR o IL-27 BT
STAT{E %, M5awIth CDS'T 4is | T-bet. Eomes.
IFN-y, IL-12RB2 K % K 4r +F Wi kL [ B
(granzyme B, GzmB). ZFfL & (perforin, Prf-1)
ik WREVMA] IL-12 i 540 4 CDS'T 41 g
IFN-y [ 7= A= FIE 5 19470 TL-27 #1435 % GzmB |
Pr-1 3 35 {2 3E T B8 1 40 B 2 7 T bk 2 4n i
(cytotoxic T lymphocyte, CTL) 434k Fl Jz hf
(1) CTLi# i GzmB ., Prf-1 7E 2E U Y 4 i
I 4 M e FE S P T VR AT, G Prf-1 7S A
MRS FIERFL, Z )5 GzmB H sk A PN 5 E 4
MR T B TL-27 i S RE R R AR G, WA
B FEFR B SO T 1027, & =R A PR g
SEYEYH A IS L FT Y, MU E T 51 & CD]'T
SN N R B, X PR AR AP AR FEE
T 4f A H IL-27R o i 2K 25 S 30T I e 2 1 CDR'T 4
IS R 1045 LA 1, TL-27 4 A4 790 771 e 2o
STAT1 #1 STAT3 5 55 % T ALY 1 | 61k, T
Fcizgmms . e — PR R, T
S AR S35 S 0 R R AR M R B A A0 I 7 R
IL-27p28 F A 5 CD8'T 41 Muic A2 Fgt %o g it 1%
A PRI e EAEAR G, R HJE T . Al E A
(1), X RUIIL-27 AT LR PEE AR St Ak i
FIF K- AR S pm s oY

IL-27 BEfE 2 JR & PN CD8'T 4 Jifd i A5 22 S 34 i
T-bet FlI IFN-y 1335, MR Az JBE & 2 A B 41
SOMA 1 BB R HE IR 1 IbAh, i — S SR
WIIL-27 2 50 AE . SCW0 . e w5 IR S i
CDS TS AR S 57 &5 BTk, 1L-27
TE CD8'T 2 I Ay 3G 58 . % Ak S HA T 1 e 928
H B AR
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2.1.3 IL-275B4iffl

B AR RS T A 1gG L 1gM ST,
BRI BEAE T . IL-27 % B 40 (4 4/ FH B T
AL R L Y BE . TL-27 7E W) BE B 40 it rhoi 51
75T STAT1 Fll STAT3 MR kK -, 218 91 4h J
AR ) B 4 MG 5, 5 3 CD54. CD86.
CD95 251k ; HXT T4 B 40l IL-27 H HE5 AR
ol PR BB RR ALK F s HASRE SR (8500 B 410 At %
B S TL-27 {2 B 41 i T-bet 2% 35 FE 1 1g 255
#. Yoshimoto 55 ™' W5 KM, 1L-27 HEEAEH T
JEAC/NEUB B 4 M, 384 STAT1/T-bet {5538 % 175
T 1gG2a Sl 4, IEA I IL-4 1519 1gG1 240
e, MAE KT, IL-27%S AW 46 B 40 7= 4
IgG1 ' (1), IL-27 AMAT LIAE#E B 1gG Fil IgM

STAT1. p38MAPK. STAT3

/ STAT1. STAT3

,\.\

1L-27

N

! \\ CD8' T4
B4

STAT1

RORyt | ——— | Thl7
STATI. STAT3
( | —————————| Foxp3 — | Treg

N < ),/'! b ST ATl

CD4" T4~ GATA3 | — —  IL-5. IL4. IL-13 ¢

PR, AT LLE I 5 Blimp-1 381k 158 HBsAg
FESEPEPUARR M, I48 FICICFIIFHE B 4T A
SRE 20 RN AR

IL-27 W a5 B 401, Tfh 4024 3
T B 4B A5 14 S8 R SN ) CDA'T 4 g I
Mz —, XA A0 B A I AR ) A
RO TENE ;M Th 40 09 VE FH A2 IL-21 (1)
PET, PR IL-27 0T g iE o /E T CD4'T 4fi i ™
A IL-21, JA] 3 PR UE B 40 MO 84 AE , BG0E HAE
FH VS AN, TERRBAE T REHH, TL-277]
PLif o mTOR il %3 808 % B AT RERRAT, etk
i L R - FRIE B N, N EE AORE RN . R,
IL-27 A e i B 40 M AE DR T 10 B B S pie PR
i B EEAEH .

IFN-y. IL-10 1 |
— '
IFN-y. IL-2 §

( m17AL 7R 1)
IL-17A. IL-17F §

l CXCR3, IL-10 t l

IL-2. TGF-B §

[Ahr\ c-Maf]—’[ Trl ]—»

STAT1. STAT3
e

IFN-y. IL-12RB2.
> GzmB. Prf-1. IL-10 1

———| T-bet. Blimp-1 [ —— [ IgGl. IgG2a t ]

Fig. 1 1L-27 regulates the differentiation of T cells and B cells and affects the body’s immunity
Bl IL-27ETTARFMBAM S UMYk %%E (/£ FABioRender.com: )

B 1 R B9 TL-27 {5 5 08 15 CD4" T 40 il
CDS8" T 4fi L Fll B 4 Al (1) 38 58 73 4k 1 3= ZEHL I R A
IESCR IR B Z T 5 . AE CD4A'T 41 Jif 7
IL-27 % Thl., Th17. Treg 2l B AT XU P35 VER
AJ LLiE 5 STAT F1 p38MAPK i 44175 S 5l 410 11 41 it
girdl, VR SE I S AR E 3Rk IL-27

Wit STAT1 i GATA-3 & iA l Th2 40 i 431k 5
IL-27 A] LV4E Ahr, c-Maf iF [@ 3475 Trl 4304k . 7F
CDS'THiffarfr, 1L-2734J1 T-bet # EOMES HJ ik T
A0, FEHE A0 IFN-y, IL-10, GzmB Fl Prf-1 i) %
ko IL-27 76 B4 hifs S 1gG 4 s 1L-27 3%
IR IgG1 SN IgG2a.
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22 IL-27 T REAR AR FiR B &=

feWiZH4 (adipose tissue, AT) T4 M
g i 240 (white adipose tissue, WAT) FltE Gl
fiZH4! (brown adipose tissue, BAT) WK, 7£
18 BV B 5 SR WAT RT3k N 7ETE S F13)
fig I 5 BAT ZSRUA K (A g T 4L 2L, ki i AL
FEIR, A B AL BE AR T IR

IL-27 7] G 75 N JHE 175 3 1 28 v ke T 224
IEHTEOUT T IL-27 0T R/ VR 2408 46 72 5k
T 78 4P AR AN 7, e AR AR SCB R R R
M JH—Jrm, fEdEHEFAF T (W TNF-a) #f
AEWi M (preadipocyte, PA) A& /4ER4E, IL-27 7]
REDM R RAE B, IR R A S5 1o - £ 345 AT AR5
Mg '@ b, IL-27 0] LLAE AR5 AY PA T AD
ik, BN T p28 1 EBI3 AYAH X mRNA F JiF
YERAMR , RIFf#E AD 504k p28 . EBI3 T,
I3 A B R R N TL-27 W F1 32 R mRNA ¥ [ ;
JERE R T HIOT PA FRIL-27 LR Rk sem ik, %
BH it 25 40 1 3 £k AD X 4 E 0 38 Rt TR B T
IL-27 7€ AT H (855 1 FH R T 10 JHE 2 Je i B B ¢
JEVERE . BRI NG 7 4218 P S 2 AT
AMEG | KRS ZAIT ) AR R —

Nam ' il i #F 55 /N WAT . JFIE . B8 LA
SOOI 4 o B2 2R 1 25 2H 2 b TL-27 40 it PR A2 A
FERFRIRTE, RIN 4P SUrp IL-27 WS A 37 i
ARk, Hri WAT s, Bailh &AL FiE
FOO /NS IR . R = 0N B s
JiE/IN R p28 FEBI3 K ik B #15S, UiH] IL-27
AIRESAERE . S FAPTAH G, Wang 55 ) BFRE &
P, FR R R 10 B AY IL-27Ra A Fs (IL-27ra-
KO) /I, AT H H B0 I A0 32 i 14 i A 5 P4
JHL L7 A AN A5 R SN, S 3™ B R 5 A
P, 1 IL-27 259 T 1RT DLk sg )N BUBE B AR
PR T IL-27 5 BE M AL2L 118 M 9 0 I 9 5 KL
KFR o, Mag ' LE g i rp g2 21 1L-27 7] LASR
P32 R S ZHEPT (insulin resistance, IR) i
$i, IF Hl Ll it gp130/STAT3 AR A2 454500 WL
WAL, IER T IL-27 ] DLAE Hofth 41655, JFHL
HIRMK . —IFEF A= 8P4 A A IL-27p28 1) 5
KA R 22 25k B RE KT T A A (7, TR RS R I 2
IL-27 K AR, TL-27p28 1Y L PR 37 15, rs40837 A .
15153109 A F11rs26528 T 45437 £ [K A] LA B J& IR
P EDRY AR ), B RE LR .

Wang %5 50 fF98 s, TL-27 76975 I8 7 7= 44

g A EZAEH, 0 HIE SR E R
JRIKE ISR IL-27ra-KO /NS WT /ML, PR
ST IL-27ra-KO /N R BB R VHFE T R, H R
ZH/INERBRB EETH /KT B 25 s SRR R R A
N, EIRKEMEIE T IL-27 ra-KO /N, FRa/ ok
15 107 240 7 PR P I A2 A L A TR Y I U
A UL IL-27 55 SR G 2352 e BB f Al . S
18 1K IL-27 o™ /N BRI Ucpl-creERT2 /)N Bl 24
A&, LARE SR I B3 At 5 2575 5 oK (A Ui i
A B P A0 TL-27r0n, 7S TL-27 AJ DL F 322 400 1) 2K {2/
P G 7 A B ke I 5 LA = 3k B i — 2B AT B
/N, IL-27 P AD P23 2 FALR], 78 1IL-27 19 3
4% WL 7% STAT1. STAT3. p38MAPK H, JgNi
ZH 20 AT p3SMAPK 7E 1L-27 il 345 iR 1k o 3 434
Jn st ARSI IL-27 A BRIFARK (G g i 40, 2%
R B ¥ 5 N 7 (activating transcription
factor, ATF2) itk . f#FMHEXE 1 1 (uncoupling
protein, UCP-1) FKik#ihn, JfH FiEHIfERAt
TR D B SRS R 2 S AL Rl A B L 2
1A o s S Ak A Tt A 184 5 00 T A2 AR y 0% TR
la  (peroxisome proliferator-activated receptor-y
coactlvator-lo,, PGC-1a), X — W /] PLid o4
il p38MAPK 1M &, X # B IL-27 #[1 AD, H%
p38MAPK-PGC-la {5 5 & 7 JF il ¥ UCP-1 = 4=,
MNTT RS AD P2 I RE R IH AR, IL-27 XPRY T AL
JoE 5 R AR BRI E B A AR . Rl
IL-27 A B RCAIGIFIERE . TR 5 2= AR LA A AR
WPEOE BB A, T IL-27 ZENR T 414 A S Y HoAth
Jo S RBURAE A LB E L, oA Rk,
AT IL-27 (B KNI
23 IL-277E4RREEFRRER

H Wi (autophagy) 248 ELAZ% 20 M A1) FH ¥ il 1A
IRART A N AR B 1) B8 1 RN A2 A A A A T
B, IR A B R R AR 2 B, %)
A N B ER R AN SRR S A SR .
GERMY, IL-27 W] LAREAR I 6L ATP i i) 4 35 M T 10
il VS B AR R AL, A AT NS B A A 4 A
i ', MCL-1, mTOR. 7% M A 1 524k 3
(microtubule-associated protein 1 light chain 3,
LC3) J2& IL-27 45 A9 I 19 20 M e rr G B B
IL-27 5 IFN-vy %} MCL-1 5 mTOR #4 /E F #H 2 ;
IFN-y F#HmTOR . MCL-1i%AS AW, 1L-27 W5 it
[i) s} ¥4 3% TAK/PI3K/Akt/mTOR BE 2% Al |3 MCL-1
A IFN-y 1755 B G5 A% 3 U5 FF 1A H37Rv /B 1
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WA AL AR AR B, O HLRBH DL S/
I %, Laverdure 55 " WLEL R, A A% 41 L 43
B B, NS AB I AT IL-27 Bk
G AN, P AR EEE (human
immunodeficiency virus, HIV), HiX—id 22k
RIVERY, 545 H R SR EY mTOR FILC3 TG
KXo HH—LMWFRBoR, 1E AB L AIL-27 B
B S0 E RN R A T 38 Bl mRNA, H
H miRAB40 B A 175 5 H WA HIV 0 0 7
ARSI TL-27 76 R 4 et HLA O A
L, T RER e T AR B
24 IL-27ET R EARSHEEMHESS K

IL-27 7] LIS OB F10C 434k . 78 OB 4r 4k il
B W, TGF-prE B & & L H H (bone
morphogenetic protein, BMP) {5 5 i S& 8 I 15 1F
M, HAF5H S F 240 210 Smad OB PE 512
FHEZ B Smad IR IE (S 515 Sk T 7
Mi7E OC R AT HEH, M-CSF A1 RANKL A4 557
N FEAEH 7. Kamiya W85 7, IL-27 5%
PR IEAE /N ERUR AR OB Rk, IL-27 il AFE /DR
OB H'[1 STAT1 1 STAT3, KfHEkK7E OB H* RANKL
263k ; B IL-27 ] LLid i M-CSF/sRANKL il il
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Abstract Interleukin-27 (IL-27) is a heterodimeric cytokine composed of p28 and Epstein-Barr virus-induced 3
(EBI3), which belongs to the IL-6/ IL-12 family group. IL-27 exerts its biological functions mainly by activating
downstream signals such as Janus kinase signal transduction/transcriptional activator (JAK/STAT) and mitogen

activated protein kinases (MAPK). Initially, IL-27 was considered to be an inflammatory factor with
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pro-inflammatory and anti-inflammatory effects. However, with the development of research in recent years, it
has been confirmed that IL-27 plays a role in the body’s immunity and participates in osteogenesis and osteoclast
differentiation, phagocytosis and improve insulin sensitivity. IL-27 mainly exerts immunosuppressive effects on
CD4+ T cells, CD8+ T cells, and B cells. In CD4+ T cells, IL-27 has dual roles due to different stages of cell
differentiation, local microenvironment changes, or activated downstream signals, e.g., IL-27 promotes Th1 cell
differentiation in CD4+ T cells and can inhibit differentiation in a highly polarized state of Thl cells. In CD8+ T
cells, IL-27 promotes their proliferative activation and thus plays a role in the immune response and the efficacy
of subunit vaccination. In B cells, due to different activation patterns and differentiation stages, IL-27 also has a
dual role. It enhances the phosphorylation levels of STAT1 and STAT3 in naive B cells and promotes B cell
proliferation; but in memory B cells, its effect is weakened and cannot promote B cell proliferation. In osteoblasts
(OB) and osteoclasts (OC), IL-27 promotes OB differentiation mainly through Smad2/3 and STAT1, and inhibits
OB differentiation through M-CSF/sRANKL in bone marrow-derived macrophage-like cells OC generation,
thereby participating in the regulation of bone growth and remodeling. In addition, the latest research has
confirmed that IL-27 can directly target adipocytes, promote adipocyte (AD) thermogenesis, and improve insulin
sensitivity through the p38MAPK-PGC-1a signaling pathway, which also suggests that IL-27 plays an important
role in metabolic great potential in disease. This article reviews the structure and biological function of IL-27,

aiming to provide a reference for the research and application of IL-27.
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