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[ Abstract | Soluble fibrinogen-like protein 2 (sFGL2), or fibroleukin, is an effector secreted by the regulatory T cells

(Treg) and plays an important role in immunoregulation. It is critical for the maintenance of the activity and function of Treg,

and can suppress the maturation of dendritic cells, induce the apoptosis of B cells and suppress the activation and proliferation

of T cells through the FeyRIIB receptor, so that it is a promising drug for prevention and treatment of rejection, and induction

of immune tolerance. This review concluded the recent progress of immunoregulatory research of sFGL2, including its

structure and receptor, its effects on T cells and antigen presenting cells, its signaling pathway, its relationship with organ

transplantation and its possibility for clinic use.
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PEVE, SE I RGBS AT B fgl2 IR 5 A
(A B i A RV L 240 89 %6 i IR RIFE AR
Fof ) 2 82 (R PR ST B e 1) FGL2 B I 7EIE
WA ML R T RE A EE AN AT R I AN

sFGL2 25 260 kD B P4 544, ¢ P9 45 A1 7] 1
65kD fy FL A G o TR AL . FE /DR sFGL2
W 2k AR SE Tl 3 Cys™ — Cys™ | Cys'™ —Cys'™,
5 Cys" —Cys" \Cys"" —Cys" B L R, 58
it Cys™ — Cys” | Cys'™" — Cys"" JE i, 14 R K., £
sFGL2 (1) ¥ 3 oy, 38 3 1 Cys™® — Cys™ | Cys™
— Cys™ B P BB, KRR A 45 A X sFGL2
LRE oy B,

sFGL2 FEA WA fig i B IX 8, CC (coiled-
coil) Bt & FRED (fibrinogen-related domain) E%,
CC By 5250 & 3650 (A FGL2 & AA73-165, /NN
AATI-15D) , HA R EE B K » 5 D0 SR AR A T 1
YIRS, I HAE D mFGL2 (SRR Al e 2 5 T
GRS A H 22 R R BRI (N FGL2 2 Ser” , /)
A Ser™) Xt F mFGL2 fif#E Il i J g7 M 2 ¢ &
g FRED B fgin iR %60 (AN FGL2 S AA204-
436, /NERCH AA197-429) o & sFGL2 AHHE BBt
AR 2] B E AT S A T T RE I A B X 2
Ry (1) HAh 27 4 55 1 508 200 11 1 01, an 21 4 25
J5i . tenascin. ficolin ¢, A 251 FRED K Bk, 3 H
FEPLH S BE I RIS S 5 (2) i 41X FRED J
B, AT LA sFGL2 Mo fig, i gt % CC Bt
() BB TSR 5 (3)FRED BB 22745 11 sFGL2,
BRI R R . IRASE sFGL2 A [n] B
(TRE A By k25 B sSFGL2 Gase i 15 /E i
B s A ok — 25 25 W) T & 255 it

2 sFGL2 H)Z

sFGL2 F 23 i 5 $t Jit 328 & 40 Jfl Cantigen
presenting cell, APC) F#J FeyR I B/FeyR I 5% 4
BEE R BRIV T AE T T I AR AR ) 5065 H A a
GURAE. 5 Mac-l 3 TLR4 45 5, FeyR I B
(CD32) e Rk 5 I 1 24, B e 52 AR s IR
o P ( immunoreceptor  tyrosine-based
inhibition motif., ITIM) . 5L, G 5 B& 2 R & 4=
WAL, 5 SH2 455, PSR R 8 LI IR (PTP) , 1F
AP S 1% 5%, T FeyRI (CD16) &4 W4 T
BN R S S A AT G5 52 VR T S IR BT ik
¥ ( immunoreceptor

tyrosine-based activation

motif, ITAM) , A] LABOEFHOCHEA 1545 5% . 5 FeyR
I BYERIAHR . sFGL2 BRI 53X W Fp 3z (R 45 4
FE EHLAEA R A1 M rp & 35S [R) 0 4 L G PR AT g —
J5 TAE T A I 359 FeyR 1T B/FeyRIT He A
[F], 73— 7 HAE T sFGL2 5 e R I AT, A
11 4 G B S 8 3 B s

BRI AR DU SRR S5 R AN 2 sSFGL2 K45 G i 1]
TAVER P75 1Y X 5 R S ) HAD B AN ], B
K1 sFGL2 BAR 5 FeyRIIB SZAR MR FRE(H 2
APPSR ) SN G, X AT RRE B T PU R
A1 SFGL2 v BHASN B 5% » FE 0 {55 75 5 8 o ml
RESE A AR sSFGL2 530 M52 K FeyRIB 125
FITT58 T k32 A FoyRIN , 3 1 A7 58 38 ) o i 417
R AR VT LRIE A Rrdt— 2 oE

3 sFGL2 5 T ¢Aka

Ruegg Fl Marazzi 5 4R 8 CD4™ fit CD8™ T
20 M T AL RO G 0 sSFEGL2 ™ | Bl 5 ok i 2 1
238 @R . CD4 " CD25 " Foxp3 ™ Treg &4l sFGL2
14 3= 52 40 - 222 B 323k TIGIT 43 F (T cell
immunoreceptor with Ig and ITIM domain) , L&
e BE SIS PR CDAT CD25™ Foxp3 ™ Treg WA AJ
KBS sSEGL2™Y , eAh /N B G 30 il
FAM CD8aa™ I Bz PN b B 41 i i 2 B W 3R 3K fgl2
1 mRNAS ;KB O IE #% A 4SS Y opr, CD8™
CD45RC* Treg 597t CD8" Treg AL, fgl2 FEH
Fik BT, RTINS i sSFGL2 {5558 B
M58 AR 2, B BF 58 oRPY, CDAT T 4 i 23
TNF-o IEN-y B35 7l 43w sFGL2, 3f H c-Jun &
R U % (c-Jun N-terminal kinase, JNK) &3k 7
F EIE ] INK J5 . sFGL2 KI5 T B M p38 ke
ERK 7o ] 2. 28 1k, 42 7~ 22 2L )57 0% 1k & B G
(MAPK) {5538 i# 1 9 INK A fig & CD4™ T 4 g
Ay sSFGL2 1964

sFGL2 X} T Treg 1)) 8 W 4k # # 2, 7
felzm /N, Treg Zoit B, (H 240 T 40 i
HEBH A RE S Wk s 6 7T FGL2 BT, Treg (Y4
il DI RE AL A Uok 5353 I L5 70 i A G g 70 i 0 B
FEATLLUF- 58 2P0 Treg Ml /A" . X
TIGIT' Treg.— H WM # LR sFGL2. A T
MG T DI RE B R R . X BEE Treg A4y
W sSFGLZ, I HAOME sFGL2 KA HIIRE.

sFGL2 A LA T 4 i iy 38 4 (H 2 H B4 1)
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WM A4, Chan F4iH, £ ConA J anti-CD3,
anti-CD28 Jlj#g T IS FE L5 A sFGL2 A1)
il T 20 Ak 5, HA R R B TR RO e ( 32 A
U A AR  IF BT gt FGL2 sgprp A,
2] sFGL2 W] L AR T T 40 . & 45 30 i 2
RELS) . T Liu 28 AHR3HE , sSFGL2 K HC B R AN RE 071
ConA FrE) T 4378, HaeiIHilf APC 2511
()b S e S T 2 P34 5, 3R B sFGL2 b7l
i FoyRIIB E F APC SRl T 41 i g 5t =
T T 4l FARDF3K FeyRIIB, sFGL2 J& 15 A DL H
BAERT T 4, DR w5 —F T 44
LRI R AN E T AR TR SE

sFGL2 7] LA 5 Tho 4ilfifd i Th2 Z0E )y [l
34k I 5 4 Ak B () ol S5 7 ok A A R DR
Pz 40 (BM-DO) 4l T 40K, im A sFGL2 J5,
114 1L-10 FEki i, IL-2 . IFN-y 35 FFENS, 1
A fgle™ /NI T 4R N S i 4 LA TR A
UK O 40 i 2 g s R B T4 3Rk RN . B fig sy
W sFGL2 1) TIGIT ' Treg 549117 T 40 i dLhs 57,
AIL Thl.Th17 4 i 352 2006, i Th2 24801
FARZ R sFGL2 i % Th 40 i 43 4k i 5%
i), {675 Th2 4 ig 4 Z i Thl, Th17 408 F%., A
DA CLT Jr 35 2 Bl v Bz A ) B g2 i
ZHITE R

4 sFGL2 3t APC H1ER

APC | K335 sFGL2 1952 1k FeyR [ B/
FeyRII . sFGL2 W] LLiE 1 45 & Z R B8 1EH T
APC, W58, 18 fel2 /NI, DC K
B 41 i 1) b ) K s %o s BT T IE 30%, $E R
sFGL2 A LA#I ] DC K B 41 A it Fic 3 m™ 3k
— BRI 78 LPS HlEOR B2 DC A2 i
FEHINA sFGL2, ] DL R MHC- 11 43+ S 3t
il CD80,CD86 ., CD40 fy 323k, T | DC
B R R B S PR, v T 40 Y 3
B 18200 L AT BB & sFGL2 5 FeyR 11 B
4 )a . B NK-«B #4037 76 454 B 6] B B k2D
HERE AR/ TR 223k

B 4iiffl F 3R H FeyRII B, sFGL2 52454
J& > RERE ST B ANMIH T fE ARk FoyRIIB 1 B
Yk CA20TTAL 6) A, BT DLk sFGL2 5519
1=, Western blot 25 R g8 C3 & C7 #1115,
PARP #55Y], #2/R sFGL2 S B 408 1~ 7] fg

JEH caspase IR A9, W F—LEE L]
APC, UNATEE N B2 40 0 . sFGL2 [F)RE AT DL S H R
T2, R K M, sSFGL2 0] LAl a4 il APC
4 B 35 L A K5 5 APC 98 T2, E i BT T
AN AL S 1B R AR T VR

5 sFGL2 5FREBE

MG MR s b IS RSP 2
P B A B RS T B ORI . (H2 HE
T SUSEHCOR 2 i 24 52 5 B A AH ) A I A7 1 174 o 22
BRI Horh 2P EHE R Sz (acute rejection, AR) &
B LA HE R 2R A TE e R A0 M I R A
HEF B APC g £ [a] F 5 B4 i, 300G T 4 i iy
BB oA B HOCHE AP TR, A T 40 i i 3T
WO FE 5 R FE RN %oF T B R0 IE T HE e SO S5 A%
G E it 22 HAT BB (0,

CD4" CD25" Foxp3 ™ Treg 1F SE 1 &% B ) f i
i 52 175 5 45 vh A 45 26 1 BEAE Y (EHC7E I PR 1z
FAT AR D B ] 5 4 a2 sSFGL2 5Ky
BRI Treg &0 73, il /E T APC, m] LU ]
DC R, 755 B A A9 08 T, 24 Tho 2 g )
Th2 4534k Tl T 20 i I Ak 58 A &
RAF i R N /T . B & A Z TR,
sFGL2 TERPEM 32 1975 T h K FEE SR . 7R [
Tt 5 Y1 2N B R AL AR AR oy I S sFGL2 4
/N R A AL 1 R A 1 B[] ) S 4 1 X BR 2 ; — ELA
1B sFGL2, B4H K ARTE 3~9 d N & AR S 3HIESE
PR 2 P e 7 » B sEGL2 HAT 5 K G e e i
il o FER B SRS A Tirf 52 A58 v, BF 50 3
KB FGL2 Al FOXP3 JE[H () Fik M4 EAEY . ff
JHEE AR 755 00/ BLO IE RS AR T 52 20 5 A T 24
FIHER 204 LE , BELIE i S B A ) Foxp3™ FGL2T
Treg BIRINZ ; i JHHT FGL2 Hii4 J5 . w] LABH W7 e
JEET 52 B TE B8 7 7 M85 3R 175 5 B T 52 ] B A 1
sFGL2 415t

AT HE— A B sFGL2 1 4 5 30 4 1 A
Bartezak SERIF5E 1 12 i Fa3R ML BE R/ INEL A BREL
I3 sFGL2 7K -5 B Az /N B EL 34 T 606 ~
70% . M Treg HAT SR A PIH] T 20 i3 58 1) g
[ Fsf o i P A SR PR/ N BREA T MHC A ARZS 0o I
TR AEANH FH At S M 25 I 0 T+ 24 50 %%
AR LA & A HE X SR A 3G 21 Treg
BB, Bezie S5 FH IR SR A £ K B
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I RIE fgl2 B [FIRESEEL 1O IERS AR ) S it 52
It HA X S 52 R B LI 40 M 2647 1 2 vk Ang
PEHER S 4k 40 IR YT KB B 4 i & 5 T AR
FH AT CDA™ T 4 M py 3555, $27R8 sFGL2 W] fig
S 51ES TR B 40

AR, 7 LS R UE S R A AR 'S B
ZHH, RN T sFGL2 B /KE I B8 FIE AR
B KOEE RS I H TG T AT HE R
BRI H sEGL2 A & T T4 T 4 A
SHER SR 4 AR, SFGL2 748 1K - 5 41
JEH Treg B/KFORFE—30 . RIFER IS AE /D R
O EFS AR AL g & B R H sFGL2 By fe i 7K
FHELTE AR 2 E B A EEY . BRI E &
HESE FE 2 HE R AR A A A vh L A i Treg L
B R RN AR Y R TR AR e e IR R
DA ] 9 i L I R AL U 5 . sFGL2 &5 Treg
)20 Tt e » 6B AT BB AR HE s SOz 1 3 B B Treg
PRI S I S ot P T i 3l ik o3 Wb sFGL2 i #54
FAUS L it B e JE I A A it 52 5% 75 14 i 48 W )
— RS T I . RS R B (8~14 ),
FERA I A A T s BRAIE 52 19 7™ o 200 P 1k s 5 S I AR
RABKIEH K Treg MRHER (14§ fgl2) ¥+
ik s ER S5 I HE R 5 328 5 45 Tl I s A1 98 A 6
PRI AT PR T B T Treg AH G PRATH 8K DR 47 8 3K
IEET L X i T sEGL2 /KK fgl2 FiE
PRl ek B IEAR A S AN BB SZATF by X 43 HE R B
i 32 (AR 4 -

WA A W5 B sSFGL2 FER AP ] B 24
AT B /NE L K4 M Ctubular epithelial cells,
TEC), i i [ Caspase, TNF, Bcl-2, NFKB £ %%
PR PR T AR T bR TR L ok iR TEC
M= TEC (8 T MR 4 & A4 i s 1a], v] L4y
PSSR B AL R T (12~48 h) S
PR G . R T2 s B /NS i,
— LR B JUE DR 5 1 R B R T A TR VR IR
Rt AR, TR TEC 2 PRl 9w e, il s 1 ] il
YL RAE IV A B F B /N I E BN, sFGL
ShE R TEC ¥4 1 £ 2 & A4 T 5 W B B, #2078
sFGL2 J& Treg 7£ AR HAJ GB 14 & 4545 1 0 1 1
ERTER NI A bk, Hok B2 2 & 2 DL
TEC J T, DL T 58 38 K AR R B B, 38 A 1F
ﬁ_ﬁﬁ%ﬁl. 42] .

6 B =

YER B 1) Treg ZL N 43 F» sFGL2 Xf F 4 4%
Treg MTEME X IIREA EEMEH, Z B AR Z
6. sFGL2 Al LR AR+ APC, g fiif] T
21 R P 5 A 28 A0 S AR S A ) B R 9 A X
F WG FAI T HER SR 75 S A 2 B SR i % B
NHE K. #E FGL2 HA RRIM IR X ELEN
T It D R 0% 1 R N BIF 9 LA [ 85 4 S5 T
A BT i — 20 M AR AU OF Bk I ko
25T T RS R HEE S A
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