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Abstract

The onset and progression of chronic inflammatory diseases are closely associated with dysregula-
tion of the innate immune system. As a key pattern recognition molecule in the complement-opsonin
pathway, Ficolin-2/A plays a complex and context-dependent regulatory role in inflammatory dis-
eases. Its expression and function vary across respiratory, digestive, cardiovascular, autoimmune,
and tumor-associated inflammatory diseases. It can participate in host defense and mitigate
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pathological damage, but it can also exacerbate inflammatory responses by regulating macrophage
polarization and inflammasome activation. Its role is influenced by multiple factors, including dis-
ease type, pathological stage, tissue microenvironment, and activation pathways. Current research
in this field still faces limitations in methodological design, mechanism elucidation, and clinical trans-
lation. In-depth investigation of the functional regulatory mechanisms of Ficolin-2 /A could provide
new insights for biomarker screening and targeted therapy in inflammatory diseases.
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1. 3]

T JE PR 2 A BR T AR B, RS AR AR DGR T M R« BB SR 2 A AL,
OFFIE N FREE R S B 05 528 B ThRERRAS, RS e ki, *MA R G S5 % U0 1],
AMAAE N [ AT S (0 B B Ry, B & MR . BARRAEE KR = IR R, fEJE R Bh.
RSB R P R B E (2] IR LRI, BHEZRIRRM TG S5 2 M8 2O Mk
VIS, B AL S 04T BB A E FALEIATS A 56 A 1

Ficolin fEA4MARESE KA RIRBI T, B 1993 FEHR B LUKE T N 2O 5 S Bk 7T I £8
B NBIER4Igmt =F Ficolin WA, Hrh Ficolin-2 EEHATAE &KW, 5/0 R Ficolin-A B mi ¥
IR, AT 38 o 5 H R b 45 A R R A S L R R BRI U B, R0 5 ik R T 1) AL 2R 484,
JEBAMRGLER B BRAMAMIR T RE S, I AR SR IR Ficolin-2/A 38 v Tl i JE R A 47 1 25 G2 40
Thik, 25 RIERN I Z R . ok (G R RIEREEE SR, Ficolin-2/A 1822 Fig i 48 RE 1 15
TR SRR KT R BEARA, HASPREs . HURG R AR SRR, SRR T REAE R R A R R
P EE A A,

ARGER B AEAEE Ficolin-2/A 118 1 S M0 h T FU ke, $0098 B R G0 70 28 1) 3R LA W (ke etk
Jii ¢« SPERT) THACIREAH CAR I PRI « B PEIF 28 . SOREVERIR) O LA (Sh kKRR L) 55 R
GEJAEPESIR e B G e VB . R A G ARE R MR, R SR RS, A A A AR R
PIRIGIT S IRTATME, FR MR TR BR ISR R SR T In), 98 2 i MR B vE SR A A KA

2. Ficolin-2/A &1 5 TheE Rt
2.1. Ficolin-2/A 5445 4F 5497 R

Ficolin Kk H B A S FEORF I =25 M 380884, B N R o X8, IR LR 45 7438 (collagen-like domain,
CLD)AI C i £ 4 25 11 JE FE 45 #4935 (fibrinogen-like domain, FBD)ZH it - N A 3 [X 38055 4 A2 ik G iR ik 3t
I TREIER Y RARG A, WY Ficolin 73 FARE ERIThRE 2 FEIE . JRIEFE S5 M 380t B B 1 Gly-X-
Y JFHIRIRG, TR IE RS R, MU SRR E BB, BN S EH EREL GRS S L R
AR, RAMABIE RS 45 K FERE[3]-[5]. 2P A RFESHIRAL T 40T C I, TiRpIfI4:
EI JFAR R BB AL b R e 2 TR, 0 N- BT G . N- 2B LR L & L B b B 2R s b, 2
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Ficolin RAERL IR 32 AR T RE ) SCHRE X 4] 6] IXFRBE AL 2544 B v Ficolin BEREAS #EIRBMIFCAR, S REs
B8 BAMA IR B o

NZREER A 4% = F Ficolin WA, 43Jl°A Ficolin-1 (M-ficolin). Ficolin-2 (L-ficolin)Fl Ficolin-3 (H-
ficolin), A1 Ficolin-1 #1 Ficolin-2 7E 2 58 /7 51 I B A7) 80%(1)— Pk, 1M Ficolin-3 5 mi a4 it — Bk
XA 50% [7]. Ficolin-2 3L E AT 9 5 Yetih(9934), 4ifild 314 DMEIERR, T E T4 & Rt 0w s
MRAEIR, VERIMIE B R AFIE[8]. /LRI gm i B Ficolin SEY, Ficolin-A F1 Ficolin-B, — LT
JIE ) 2 ik S BRI Bk R [9]. AITFTERH, /MR Ficolin-A 5 A Ficolin-2 BAT & B2 [FIJEE[10],
HAEThReREt: b FEARRL, B G IR B AR AR JEAR A O o T, BOdMAeB SR RIE1E . IS Sy 4
MITRESE . XM M AN T BE (R AR 57 P Af /N B Ficolin-A B ARFSE N Ficolin-2 £E4% T g i B AR 5 MR Y
iR SIS AR Ficolin-2 £E AR H IE AL T HE T A, B AFIZNESE, J8. KL JEBUR
WL R R B T Ficolin [RIYEZEAI[11]-[13], #&7R Ficolin TR FEH (1) Thie B ZEME AR <7

2.2. Ficolin-2/A Thiesse

Ficolin N AMAEEER R IEFIIZ ORI, W5 H e bliah &5 A0 X L 2R & TP X Ficolin-
MASP 5 & WI[14], 55 R0 IR AR R T B 230 0 TREUS 3 shAMARI V. . TEREE R IR
o, MASP-1 ¥ e #80s , BE G i1k MASP-2 Fi1 MASP-3, MASP-2 T]#] C4 F1 C2 ik C3 % {LH C4b2a,
BT ZLA#E C3 774 C3a Al C3b [15]-[17], AT BB & & 4)(membrane attack complex, MAC), HE %
FE I AR BRI R PR AL AT S B . (ESERE, SHEREMS S EEREEAN, Ficolin 51
BEREREBRMEAFES R T2, HUHMRRBEERE. BREEZREAIL, Ficolin i nl @it mF Ty
R HIME RGN TGS — 51, Ficolin-MASP-1/3 &Y% D BT, ¥ B K 7244# )y Ba
Bb, JER C3 %% AL C3Bb, Ja 3 & i&12[16]; J3—J7 1, Ficolin-1 Al Ficolin-2 7] 5 T % # F 3 (pentraxin
3, PTXIMH HAEH, WiiE 4 HLikA2[18]-[20]. XM 2 @ AR WUE e /148 Ficolin 7E4MAE 2 Gt b i A 41 A 1,
AR A ] B R I8 SR 17 18 428 G 2 I 2 DR

FRIBOEHMA SN, Ficolin it BAT Z MhAERMANIE DI RE , 7E S R MA SRS 4EFF h R HEAEH
VE BRI Z A, Ficolin-2 Rl VZ ECARTE, (55 N-LBE 2L H 2. NE2 0. B-1,3-D-Hi J bk
JE R IR PR S 22 P WAk 531, 8BRS G SRR R THI R 23 R HE VR B R TR Ak, 5 7 R 4 o g A
FRIR RN Ik [21]-[23] » Ficolin i nf 3R 51 45 A R T2 40 B UK B A5 AR 26 7 P, BIRRRIA Sy, 5
B B T AN B R RN R LR R AR RR RS [24] [25], B IR E B PR R R G R IR H R RN . 1E SN iR
510, Ficolin-2 R It 45 & 40 i 3% 1 32 44 (40 TLRA) % B W 4 i i AL 54tk semife 2 SR BT
(53 W11 [26], 34T Y BR A SOR AN AP 8 R BE ST, B AT S 5 IE N S [27] . IXEEZH A1)
R DIRe SR Ficolin-2/A AU BRI T 26 731, B2 900E s W Y28 I 28 FR OGS r, DR 2R
VAT AR I 2 FLE 2 5 RAEER R AR R R .

3. Ficolin-2/A MR R G R AEM B im P EER
3.1. Ficolin-2/A 5 Redd pifi it

TR fii 8 2 F 73 iR A 2B A B G 5| R 1 7 B P 2R 40 A T A S S A, L e 4 R R L R
FORTEINE R R R, H RS E A ST A5 4. Ficolin-A fE N R RN &, HAEAN R
TR BRI 2 P VB AEIR TR C 2 80 12 RIE SR A AL .

it 9% ik 3R B A DAy A BRI BBl P J L2 200 B A il % 10 v SR B0 B [28], L 51 R I B L) B i 3 S R e
B B R (TR F — B R ARG AU I T . AMAE RGNS R S A% O AL R 3 TEHRAHIIT ¢
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HERR RS R TR R EE A AT BARMIE, T Ficolin-A 1E NEE EAMEA IR R I LB A4 T, s
FE LB ML T A% O T B ED], Ficolin-A 7[5 MASP. SMAP TR E &1, ik fa shikt
LFRAMAIEE; Fena /IR (Ficolin-A ThREERFA) M5 FMA C4 JIREE R TR, BHERRERIEZI.
28 B RYYI R BEER TR D39 J5, Fena /)N BRAFIE FIEAC, AN EA L Ficolin-A P B BHE R IR, &
FRTNRAEER[29]. Rk FAES2, 75¥F Ficolin-A i s k45 K AMAIR 2 M 1E 1 4R 0L K BEBR
JRYARY M s, L ThREER A S N TE B 5 B R PRI AT R

it 9% B IR B T A I B S5 R A, R R BB LA FERE 2 A, KSR B (peptidoglycan, PGN)L i e 2
(teichoic acid, TAYE AN ML RE ) B B RS 73 [30], FIFES 5 HBURE R IATE . Hrb, BERERR  1FRE
P 1% 2 R I B (phosphorylcholine, PCho) 2 fifi 46 B R i i < 88 /1187 — 7T, PCho REMS 7 B fiti 4% %
BRPH IR TE 1 s KA BN SIS B0, Hered S5 R RRIRE T ARG S, R
XHE F ARG I 5122808 11, IR R A S R R 11 % AF[31] [32]. AR Ficolin-2 55 ¢ HEEK i AH
AR, R TS TR OS] . RIR KX E A Ficolin-2 Y5 REAT VRS54 Il 48 B BR 14
D39 Wk M ILTCIERRATA DY) R6 #k; SEIGUESL, JARAEE S SANR AN MEE TA MG, KB TA F4&6E R
ERFE, T TA BIRHIEME 5> PCho J& Ficolin-2 8 B4R etk Fl ik . i — 2P 73R B0, Ficolin-2 @it H
FBG Z5 44k S3 1 i [ e B R IR TR 5L, 15 PCho HIBR IR SE [ 1 R S 1k AU AN e A B P, S BRNT Al
SRR BAEHE RN I B SAMA SR 1S 5 [33].

MFT G T Ficolin S 4 2 fili 2 B Bk B SR Y R S 2 B A (0 O 9 BRI T AR EEEIR S, (HA% L
SR 2T/ UL S ARSI S0, Wk 2 S AN AR SR B3 1 =) PR 5 B0RF 9 285 SR 1m0 I PR 3 A A-PE AN
Mo T, RRHFTE N 45 S IR REEAR, T & 2 1ML AL 2 BEER T 5 Ficolin Z 4 T I 4e S Ve &5 & 52,
HF A TR R R0 22 57 B o) T 3R IA 5 B YL 25 TR A OR G, $RTH I IR L AANME

3.2. Ficolin-2/A 524 Fiffi 7/ S E B4 & 1E

SPEH 4545 (acute lung injury, ALIL) A H i J Jm i 2t WP IR E 18 25 & 1iE (acute respiratory distress syn-
drome, ARDS), 1% /Ui BRATLHITE T3 B 980 s WA 5 1 il 2L 23453475

2% B RS AH 55 1 I§ 22 B (lipopolysaccharide, LPS) IR H & ALl (B ERH . 788Nk &
LPS Braki b i/ B AL BRL A, B 5 DTS 9 RE A [ B BOAE LE RS S PRI Ficolin-A Ik FERHE: B
HCE 1~2 R)h PR gn i 55 (58 5 K) EME4i i Ficolin-A ik B3 i . MISEHLIIKE , Ficolin-
A SRR FEAMATEL T B C3a. Ca HIZERR/D, AT MAC BIUTRUKFREAC, SRl 2 24 o
PREVR I S BB [34] 0 M T B X BHARIE S, YR S R 20 B AT b AL 4 B Y Ficolin-A T i i
BoEAMABHE &R, 16 LPS 31 ALl HPRFESCE R ERT, X — RIS FF KSR ) 41 4 AL 3 I A 8T
PEYRTT SRS HR AL T B B IR S Ak .

FE ALl IR HLEI T, il - a7 SAEIEAR S SR AR RV G, WE AW, —JF
T, MAE R I - 7 s e R TE S e BN G DR Sy — 5T, 4 AL RAERT, &
248 R 7K T g AR 350 G A= P A A A T - 50 T s A A R T R e B IR . RS LPS
PRI/ REE AL BT KRB, 24 Ficolin-A F: AR BRI, Fena™™ + LPS 2 A/ UK S AE TR E 2> |
RRHT(TNF-a. IL-18. 1L-6)7KF T LA S iE B bR &4 Muc-2 F sIgA B35 . 16SrDNA il 27
Ficolin-A i Sx B30 1 fizp il B RF RS, Rp R 525 1 Akkermansia (#1352, I S100A4 ik, 1lii S100A4
AR A S AR R B0 STATS BfR1L, JNE LPS i S:#J ALI [35].

Huang %51 X387~, Ficolin-A @it gasdermin D (GSDMD) 5 1t 20 ff 4= T2 14E robA s 208 1t it 4/ g
(Neutrophil extracellular traps, NETS)JE R, HEifi IIE IR ERAEARDE ALL. IEPRH ARDS S5 ML f 3 & il
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JHEVE T Ficolin-2 KPR, HYE NETs ArE#(Cit-H3. PAD4. NE) A& FET A5+ (NLRP3,
GSDMD-N. IL-18)21EAH; LPS #5537 ARDS #%H1, Ficolin-A b5 T i & G A 304 . F&A
JiliE T2 b K NETs dri# ik, DNase | F4f# NETs Al #E—D e if; 40MSEiiEsL, Ficolin-A ik
AE4H] LPS 7 S 1 b MR 40 i B2 T2 (NLRP3/caspase-1/GSDMD-N it B 3800 52 411) 2 K48, #iifik GSDMD B4
1 MCC950 #1] NLRP3 HJFHIr NETs Bejilt, 40 Ficolin-2 & [ il Wi 1% %4 EH, % Ficolin-A/2 i it
NLRP3/GSDMD #li3kz5h NETs &%, £ 5 ALI/ARDS #fE[36]. LA E#FFtEY, Ficolin-A FE B Mk
0 LPS W52 tiifs: 1) Ficolin-A @it “ Mg - Ml ” 845 Akkermansia-S100A4/STAT3 il il = ik #3:4iE
Ji45i4%3;  2) Ficolin-A/2 i@ ik GSDMD /131 G F &Y NET JE R I LPS 755 (1)™ i 4% -

Ficolin-A 7E LPS i 3 /f] ALI/ARDS w23 “fr47” 5 “Hifm=E" fMRIEMH, HZO0ERKF A6 E
WA B 5E . Ficolin-A VEFII4HMRE 7 1 . Btk e B (5 S il B AR 55 2 B FRAH G, Bk,
TP A 22 S M T B Ses i IR (KR & LPS B S A% R B ALL Y, Ficolin-A W Agil it #MAKESE &
WA RIERYE ;R R i S LPS 5 TR ERE ALI BUMREREE A ¢ ARDS H, o rT REE I oS £
TZ-NETs fhElifds “Jifi - Fahh” w#teds, O R DUMESI . Hik, Ficolin-A 1EH 4 f#E 5
OS2 AN 0] A0« BRI A R AR T i 0 M 4 R R MR A PR SR R Y Ficolin-A KTk IMAE 26 11 42
AR EFFEAH A 7S F,  Ficolin-A AMUAEH TR gn i it A Tk f, i@t “ il - W™ Sz iz e v
ST i S1I00AA/STATS3 {5 S, Wil b BEA IR 51 R I IR SOREBOR BN W] e i | HAMA S S 1 ORY
YEH . fEBATIRFCH, Ficolin-A XUE{E A M BRI T SR e e, HIGRREAEAR, K75
RIS ASFER G ™ AR . AR Ficolin ZX0 7 131k 5PIR 45 J 1Rk . ARKFT S5 S ImREEA, 1]
BN R 1 (b B ALL, ESE ARDS). AR ABEH Ficolin-A/2 [RIEFEE, ot 5RmIE . RIE
EWIIR RN, T A B R FE AN 1E

4. Ficolin-2/A FEHU R G A EMER P HIER
4.1. Ficolin-2/A {E R BT AR A 4 4L 53 FARD IS BT AR S H 0 (B

AR AH ¢ I8 7 1 FFF975 (Metabolic associated fatty liver disease, MAFLD) & —#f g1 i 1) BEFE A5 3R 5 ) 18
PEIFIE 9 REVE BRI ,  FAZCoRPAE S I I 2 1 4 B T I PAY 5 425 11 e 2 4 02 ) % % P R I8 i 5 880
T PEARSE 2E0E

JFFFEARG 08 98 RE W5 5 T 2 40 M o A R LR T S 4, DURR A AN R R 5| R AR AL . I R
Fi#K B, Ficolin-2 ik 5 MAFLD FF4F4E(AZEERIAE DG, — TG 235 ] MAFLD B3 (& AR 4 484k
S0 K 40 B RFREAL S BT AL R, 32 Ficolin-2 7KSF S5 AR 44k 20 11 52 B 2 i 5%, Holr T HiA
TRELRFIE[37]. EARTI S, M FO/FL HI%] F2~F4 ], B MK Ficolin-2 AR EAZN N FE(FO/FL I+ A7 3
4753 ng/mL, F2~F4 3] 2760 ng/mL, AFAEfL & E 1418 ng/mL); 45l r LT 4EAb(F > 2) O RREAL T-1%
4ifakr APRI, 5 APRI. HDL BEAFIEA) “FCNscore” AUROC i 0.85, #2278 AT N MAFLD 244k
BISWIbR SV ). X — KIS Ficolin-A £ IE i 2 A K14 1 BEAH 56 —— AU Ficolin-2 3 % th 21 i
BT, AR AL AT, A D B8 52 45 T e B8 S B A ORI, T ek s ke P AE
RAEMIHEERE J1. IXHER Ficolin-2 B A28 ] et MAFLD J R2F BL,  Ficolin-2 /K1 Al fig s S BF
WERIEIRES,  FAKPRRSE T BRI n 2 40 I 2R AL, AR IR IZ T .

4.2. Ficolin-2/A 5iRE1EFX

TR R 4% 975 75 (hepatitis C virus, HCV) & —F 8 255 80RE, E1 A1 E2 J2& 775 25 A8 o3 A0 B (1) 478 2 11 1 43 [38] s
P AE HCV 33 N EE 20 B IR A S Rl & o BRI B, HOV 3 5 CD81 5244 J 18 K 5244 B Ji% | #4(Scavenger
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Receptor B Subtype I, SR-BI)FMI& % & 5 &% 1 52 {4 (Low-density lipoprotein receptor, LDLR) %% &1 A4 Jifg I
5| RIEYL[39]. M E 5% R -1 (Close-linking protein-1, CLDN1)F1 [ 45 & 1 (OCLN){E HCV 3k X\ 2 fifa ()
J& W0 R ke = B HI[40]-[42] - Ficolin-A Jiid B ¥ 5 (A H# W EHLH 2 5 HCV SR AR . Ficolin-2 @it
HAgEAFRERIR S HCV RHEE S E1 M E2 19 N-BHHS LS 5143], HBA LWk Fn
FIREARH N, HIXFhgs & ] 9 L ACA(GIcNAC Al CysNAC) a4+ 454 EVE2 J&, w45 Z4BHK HCV
HEMZ4K LDLR 1 SR-B1 K454, FINF5MHET HCV 5 CD81 fu4h &, AT 5 5 09 \ 40 ffa f1)
i FE, {H FCN-2 A0 HCV 53524k CLDN1 fil OCLN fAH HAFH[44]. Ficolin-A 5 E1/E2 4546
RE BB PRI 2 B e, EL4 Ficolin-A T TRSE 6 UE S oh FIAE I 25 OB M RRAE ,  HREBS AMARESE =
AT, MR HCV B R I s 1P [45] . I RBEFEH, HCV B3 W IMIE Ficolin-2 &5 FH -F Xk &
WEE TR AR, HIKE ST Thae s br s A 2l (Alanine transaminase, ALT) £ 1IEH¢, #nHS Y
HCV A5 I FFIE 28 5 S T o T DA A4 0 Ficolin-2 Ik B (14 08 11 P R4 JHF- 48 1) B S U 29 7 (A7 2%
AT S 47 [46]. PRIk Ficolin-2 A5 B Ry —Flog ¥R TT HCV SRR B IR 41 741 o

Ficolin X7 17£ MAFLD JFF£F4EAL . HCV B rb B S5 SR BRI PRAEASHIE 50 A W AN [ 95 [EX]
MAFLD. [ HCV F K K 3697 B Bext Ficolin-2 Zik Hs2ma,  HLHIRT 78 5k HB = A4 A AL I8 IE; R
KA RIGRFEARTEEL ik “FCNscore” 12Wihe, FEAEAH DGR ARL LS & A M SCS, MbT e
155 o FHLEL AR R S S 4% .

4.3. Ficolin-2/A 52 i1 B 5%

F4E M 7 (inflammatory bowel disease, I1BD) & — 28 DA i 12 14 JE4F 57 14 98 R A% CoRFAE (19 5 e P
i, EEARETEY B (Crohn’s disease, CD) 15 14 45 W 4 (ulcerative colitis, UC), w52 . 1815,
A AR N BRI ACREIR, B ERE AE R, HArFEiAh, IBD KRR S5iEHE 5 . g
BRI S R TR AL VAR SE,  JLRO Ok BLER ST 78 T i e e T 32 3T i, S EUE A ik 5iE
I G 928 S O, R 5| R R SR SR AT

I AR BAFIF FCUE S, IBD 35 13 Ficolin-2 7KV 35w T HExt HENTE,  HLEAT 304 S 22 5
UC HB# I3 Ficolin-2 ¥J{H v 5.78 ng/mL, CD 3N 6.20 ug/mL, TMAEHEARHH 3.70 pg/mL, /R
Ficolin-2 W5 CD HIRIEVEM R N R % . #— PR, MiE Ficolin-2 /K- 5464t R IEbR E)
C M2 [ (C-reactive protein, CRP) 2 i35 IEAHE, H 8T NEEIEsh CD B 1 Ficolin-2 /K-F(h{r
# 3.26 ug/mL) &2 = T N B S B (P AL % 2.41 pg/mL, P = 0.015), 2 W HLAT g i i i 266 S 28 RE 1)
TEBNTE[26]. (EfHERIE, KA Ficolin-2 5 A BEB I 3 FE AR DL 55 T 3845 D [47], (HIAE A
TR A B B AT R PR AT B W R S AL, JE 3 IE A T e SRR AR R AR 1 R 2

il SR B Bm 2 B4 (Dextran Sulfate Sodium, DSS) 5 5 S E 25 i 26 /N BRABE AL, B A2 B/ BRI Ficolin-
A KT BB e S AR T, T Ficolin-A RibR /N R R AL &M, SmHSE R T, &
PR FFRIE T HPU R 1 IL-10 FHsr, WESEHAR RAEA, AMEMEAN R E 2 Ficolin-A B Ficolin-2 W]
HAZO R R AR RN . Ficolin-Ar2 i@t 454 EWE4IMIR T TLR4, JE3) TLR4/MyD88 ki 55
S, WOE MAPK FI NF-xB BEER 1L, 55 BRI M1 BUR A, (RE3EE R R 736, #) IL-10 &
ik, HAZBMN AR TLRA/MyDS8S8 Ik e 3, RN M1 B B RE4i o Bk ) CXCLL/2 w454 Hh ki 41 g
CXCR2 5ZAk, ingsnsh 2 rh YR 4z, #t—P i 1BD [26].

microRNA (miRNA)E & ML %707, 1F IBD RAEME K IFEEEH . HF70 &I, Ficolin-A
A A0 miR-98 IRk, RBRILATFEIER 1L-6 (L% 5 EIER, MImfedt IL-6 &S k. 18
IBD 1, Ficolin-A nJ fg il it 2L N miR-98 /KT, 5k IL-6 /M S RIEE S, S Tl i X
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DR i 35 JE DR 5256 A2 miR-98 AR AU Al 77 Pl s g 1k — 2P AR IE[26]

Zx b, Ficolin-A/2 1 [E1F F e v B SR B LR 431, 183id TLR4/MyD88/MAPK/NF-«B 15 5 i %
A FEMEAN M1 Btk % R R g 5245 K miR-98/IL-6 #li%: % EALH], 7€ IBD KIE RN Eh S
K R R OAE R . {8 H TR A 1BD BB 5, #0251 2 35T DSS 75 3 2 451 % /N B
B, M DMK IBD MMS MR e S, HL Z ARk N SEEG 3G E miR-98/IL-6 Fliffi iz ML, (Rt
R AT BRAE A 7207 1) 2 — S M T I N 2K 1BD 1S PR TR B Y, 256 X008 R A 45 2 DR 45 5
¥, 36AE miR-98/1L-6 KR & Ficolin-Al2 S5z HEEE. *MA RS HAEH .

5. Ficolin-2/A R IE R G 2 FE II1EF
5.1. Ficolin-2/A FERD Bk MR 4L P AO{R ALY

Z KB REAE AL (atherosclerosis, AS) & 4 BRTE Bl P S B0 0 ML S AR T 10 £ S0 8, AR5 = —Fh i 4
PEN S SRR, SO R N B BEHE . iR R AR . AMERGUE N RS R
i SN R AZ 0 TR A2 M 265, L IEAR ZRIE AR AE. AS [ BEAL b o 48 B8 A o Ficolin-2 1/ vt SE ik ie
(B AR A 1, I RBAIESE S AS B2 AE T K BEH AR e E S DRI O, (BB WF 7 5k FeTh RE i
IWHIEAE R B, PR T Re A “RABHIR G M7 5 “PLRFBE” KB EIEH . —IIgIA 240 4
P B SN koA R ) L 2T TR B, Ficolin-2 B3 /K-F-5 AS JAEREFE KBRS A AH KA pbr 54
(OPN. MMP-8. fEH %40 M) 2 3% IEAHOC, HE5BEHN BRGNP YRR iR S UM G . %
ot —LHR, SIEHAKCTEH Ficolin-2 widid ST A ey di e (B VR A i . ki 4u ), o=
B AE RN S DRSS R RRIR,  HG N BE HLa 2 KUK [48]

FERBAFFCUESE, Ficolin-2 Rl A FHHE R I AIIEMA RS, Wi B8 NLRP3 JO5E/MAITEE .
Ficolin-2 8 i 45 B -1~ FE M 14 77 =04 A 20 Jk ok A5 A A0 B e v 7 L[] 2 5% 4 (Cholesterrol crystals, CC), JA 3l
WM SN o FMASEE W0 A] 13— D U0E BRI N NLRP3 #85E/MA, {3k caspase-1 /131 IL-18.
IL-18 Bt 543 [49] [50], 1M IL-18+ IL-18 N CEE(R R -, Wi B R %t Ox-LDL ) 4 Mk A it
WACHA[51]-[53], TR “AMABUE - JOREIMRTELL - IRAEMITE 5 BREBEVEEER, HESBEPUIR BT S &
SE SRR [54]-[56]. 4 SEI6I6E s, Rk Ficolin-2 mRNA %3k )5, EWE4HM A NLRP3. caspase-1. IL-
18+ IL-18 17 mRNA /K23 T F, EVEA0ER LS R 2, BEEAESL Ficolin-2 %12 4 iE i #% 1)
WHEEAER57].

A, WFFCUESE Ficolin-2 0 al Al sy T AMAKESE RIS WOE, Tl SMC F1 E Wi 4 i (Macrophage, M@)
Z AP, R E AL 5 2, (RSB AEE . Ficolin-2 £ SMC-M@ L8575k & v 12 25 39
7 MCP-1. IL-6 3Rk DA & TLRA S HKIE, HHEUE NF-«B 1 ERK/MAPK {5 5 il . [, Ficolin-
2 eI 9 M@ H IL-18. IL-6 Al MIP-18 (3855, (e dhix Lo fig 58 4 i K 178 Sf AF 55 R B v R84
SR PAZ A M IE AL BV [58]. [RINE, AARISN KR H 20 SRS, Ficolin-2 AR L iR T8 &1
[T T s R PR BREERAZ O DX 3, 2 X3 Dy 28 RE S L) vy A A [49] 0 X el S — P 30 #F Ficolin-2 wJ il
T IR R, 25 Bl kB ) B e i
5.2. Ficolin-2/A ZEBhBK MR 4L Fh U 4RIPHLEI

5 ERE RIS, 53— W0 5 s B IR 78 o, 3B # 1 2K Ficolin-
2 KFREEIC, HIERN Ficolin-2 YU B S BER B I B UG . BERN Ficolin-2 IRk %, B
PG M ERAK[59]. Ficolin-2 B CRYE I mT Gl i A MA SRR BUE A2 S50 . AE R IHERE 43T, Ficolin-2 A]iR
MBI SRS “fERES 7, RS SRR IR G, R TR A ARt
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XL RPN TAITERR o PRSP AR 1 SRR I SR 30 2 i SN BER PR M AR M LR 2R
1M Ficolin-2 /-5 (2 Wi A FH ol st/ 40 M A 1 HERR,  BRARC 2E DR 7R s, AN T 0 1) BRE e 98 RE 10 JB 5 AN
FasE . X —HLEDSL T AMABGE RS, A Ficolin-2 P A FaBEHAF FHIRBE T & FRMIfRR:, (BHEL
PR LSRG 5 1R A B ) SE B B0 E

EFX} Ficolin-2/A 16 AS XU EAERMAR T, HRRMEAET: —RIGIKH FAAE > B BB S AL,
AT Ficolin-2 7K-F5BEER 2 B PE M R EE A —3, HARAAFGRF R @m L. &)
NHE, DL A A 22 et HAR FH B sgme s — RALHIRF S A6, Ficolin-2 MM LR HL B =
FoAE A A A SEER ISR, F 5 Ficolin-A 7E AS ¥ BRI BAE SR FH MR PR, WU AE I D)4 S At R
B ARRBFA Y KIGIREEAR, MAARFEREZE. ARBEHRISAM AS B3, W# Ficolin-2/A Fik
SRR I RHE, JEE AS SRS SN, J0UE Ficolin-2 #MAIEMKE 1R HLE], RIS
Ficolin-2 5 Ficolin-A {22 HAEFH AWEAE VI 3z R 2R, 5838 HAE AS HI/ER M4 .

6. Ficolin-2/A 5B B % &t &KR

B & G B MEIIR R LA R B0 B B PO 25 3 e e SNE, 28 T 32l 2 2R3 45 06 A0 0 S I Y — 29
o FMIBIESCTT AR GHELLREAVE 2 H P PR W B R A ARYER B & e, —FHHUSME. 4
Sk JORE 9 2 ERFAIE o

6.1. Ficolin-2/A 52 RZ 1 X4

MRS TS % (Rheumatoid Arthritis, RA) 2 —FC A7 7E ) 4 S5 1 B 5 S e AN SOE PR, DAR
TR SRRV T ROV EEIRRER I . ZIURKTT R SR, RA BFMIET Ficolin-2 W &3 & T
FEXTHRZ . Ficolin-2 /K P55l sl MEAR b 2 B3 EAHDG, QAR K ST B iE )T 5r (DAS28).
FKNWEH F & IE 1gM K, FEHAER I RA ILH S DAS28 #1 IgM {23 H55[60]. ixXHegh L,
Ficolin-2 AAEZ 5 T RA I RAESFEE AT VE N EAG RA VRIT I RS AL MUE bR S LEIRE S T 1%
K75 % (collagen-induced arthritis, CIA)/INRAEAL b, SMEESS T Ficolin-A AT S 25 IR OGS 2RE S, BN
DNVURERATLL VS RESE N, A5 A vy W/ O A 3 2 BB A [ )2 K& R M2 R
5 HH I S (9 A ok B AR o ML, Ficolin-A & DR /I BRZS CILA 555 5 R I HE DG 15 41 e R ik 5
TR PR R, BCH S5 OR BB R[61] . XELHIE B HAIESE Ficolin-A 7E RA H BAT (2t 4 hE 5 20
ZUTER .

6.2. Ficolin-2/A 5 &G4 LI BIRE

A G4 BEIRJE (Systemic Lupus Erythematosus, SLE) A& —F =4 2 Fh EH B HLK NEFHE £ R 5K
FEMERR . AT B R ey B, AT, PSR GE L AMIERE, HAPIRIEME B 4 (Lupus Nephritis, LN)
St W H ™ E R, BEERINEREIET R, 5 RA MR, SLE HE i Ficolin-2 7K P Lh fit
X HEAH R 25 AR, B30 SLE 35 (SLEDAI > 4)[) Ficolin-2 /KF & F K T AE G sh B35 [62]. oK
HR)Z, SLE BF MG Pt Ficolin-2 B HHuiAME 2% B 3& F & W30 SLE F3& it Ficolin-2 Hii&pH i
R T REA A, HPuiaE S SLEDAL $F4r £ IEAHK . 7£ LN &34, $i Ficolin-2 HUiA& mif R
MBS EE s RSP LN B (B IS s IV BRI B ) (AR 1 B 25 TR T LN &
H, BB P R IS 2K B R G [63] .

B A 4 A G e DA IIAE 5L, Ficolin-2 5 C3. Clg. MBL K AZEk&EA(IgG. IgM)FL AV T &
NER R X L B MAERE, TERREEEY, RHSE LN PRt fEe4]. L ES5RRE, it
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ficolin-2 HFLIAR AT e X 231G B0 PE LN AEsh MRS M SLE RAIEMIBSN S5

411, Ficolin-2/A £ RA FI SLE FIHLHIAF 7oA 8% : RA 1 Ficolin-A JIEIDE Y 48 0E 5 2H 4 453 1)
BARG T A B SLE  Ficolin-2 VI U eIEE AW 245 LN BRI 2 T4y, LR
Ficolin-2 FLaR AT 5% R MIHLH], SRR AT S5 T RIRAF A (A, AR TR R SE W A 2K RA K&
SLE (iR, 256 At 5 IS rE AR 08T, REUANT Ficolin-2/A 4% RA 35445+ SLE & LN
o BRERE (0 AR T AL, D HAE R mibr 5 SR BE AR SR I S 4

7. Ficolin-2/A ZEPhEHE X X AEF RIMER

i Jea 1 A R R SR 1A% TR 3 S MO S TR 3 A8 AR FH I S 20 A, L rp 8 ik R A R R OK Bl R 2R
TSI I VRO . WU ISR (S s, HES) “RJmIR T R, G, AERY 20%M) ANk
G R 512 M SORE B OC, A0 RAE R IR AR DG MR A B . AR S A SV . B S M B A
M BN B3 25 [65] -

Il ARBIF 72 R BR Ficolin-2 /K- B AR5 i ig e A= B DIAR DG o 22 g S5 3 1A iM% Ficolin-2 < B B B T
{g FE % - (Ficolin-2 & [ P33 9 FEAE H At Mog 5 A IMLIE o oy 1.482 pg/ml; 7248 e A L& o8 4.707 pg/mL.)
ix gt LR Ficolin-2 AR B -5 g 073 1 2 A= A A DG (R AR ML S 21 Ficolin-2 A5 A MR FR A 5 iR
1 e 2 FE % 4 A B S DG IR [66] o

6] A 4 28 53 I P 28 s R S L RE Se E#% 0a, Ficolin-AV2 3= Bl i I #% ELWEgm it Ak . 185
Pl 2 AR CD8*T 4H M vd Ak e g Hu i e e R B . ELWRZH M ML/M2 AR A0 T4y s e kg ik
Ficolin-2 A 454 ELMEAN R M TLR4, S H1m M1 B4k, ARAhSEEeiiFs:, =4 Ficolin-2 4L ¥ BMDM
MO f1 M2 J&, FJ_EiH M1 BbREmRik. i M2 BbREMFRE, A RME 7w, EREFESE
Wik 4 i = #8145 CCL5. CCL4 LAFAZE M1 2Y B R4t =i g o b4k, Ficolin-2 Wi i LR 4H i 73 A 1) IL-
6 F1 TNF-o 1] ELEEH0 I R A ARG, 12080 v AR S A AT AR 3 100 3, E S 3 2 Lt IR UL 1)
KN F[67]0

Ficolin-2 [ i 8 25 N3 5 1t JE 336 52 21 ifd (antigen presenting cells, APCs)/5:#) CD8* T ZH i1k %5 1)
FIFE. EEWELN M TE B /N RAR AR A, Ficolin-2 FIPTIRI(E A L2 4k, SRR FELPUiR ol A it
EWEAS S, N Ficolin-2 mf il id 3% 5 M40 A i 05t ad SR a0, (R EPL AR 5 1% CD8* T 41 i fb IF
TR LR A A RN . i — 5 AT Ficolin-2 Xt APCs FUVE#E/E T, 5 ST 78 345 T3 2R 41 fd (dendritic
cells, DCs) T REMA N : #4hsEG IR, Ficolin-2 o] B2 DCs e it 2 ThREsatt, £ E )5,
DCs K TH L H ¥ 7T (CD80. CD86) K HtJiiith 4> T-(MHC )FIA/KF 23 i, Mpy e 2 4 7 1L-12
Syl E BRI N, JRA WA R S (MLR)SESS i —HHIESE, SHMHIK SRR AR, Ficolin-2
AbFE 5 ) DCs ] 5 g 3 i S U R AR S CD8*Y T i [27]. iR RILFEEER B, Ficolin-2 ni@ET XL
FHREE R DCs X P APC ThAE. B 6t 05 20 20k 15 e SR 20007 R Ly, S B ik
DCs S Hu i £ /8T, B RNEATUR R M CD8'T 4Hfd, 3k i A Bt e e 1

Ficolin-A/2 Wl i@ EEEH T MR 4uie, H0H e (5 5 mesus i, 2 mads s g s s . EMT
KR Re 71, HAZOHURI&E T T TGF-g/Smad @5 Wnt @& #ld . bR - 18] 78 51 % 1L (Epithelial-
mesenchymal transition, EMT) 2 I8 4 i SR 1L 78 512 28 68 /1 1) Sk AE W) 2 [68],  HAXORHIE N B R
FrEYI(IN E-45KG 8 () FRIE MG 1A FAR S0 N-ASRE R A . WIREA)RETHE . 4t TGF-/Smad
ST I S A R EMT [OCBIREN N R TGF-p1 SR 40 1H ) TGF-p 324K (TARI/TARII)
ZEA IR, BOE Smad2/3 WEERIL, TEAK Smad2/3-Smadd B AV S B, IS EMT M SR T
(Snail\ Slug. ZEBL)[JZRIE, 235 3G 9 M6 40 M (1 (= 28 v 5 e e PR [69] [70]. #EMHE T, Ficolin-2 @it it
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A 4% TGF-p/Smad 1@ B HIH EMT @ER2: (&4 LE R, fEFE4H R HCCLM-3 Hid ik Ficolin-2,
YL TGF-1. p-Smad2. p-Smad3 [FRIE R E WSS, [FER I 1 EEARCYI(E-FS R E E)RIE, FHmi
TR FE AR (N-E5 R B (1 SR B ) R IA, IR 5122808 70 B G5 IRIRFEAR i ow, JF
e 2 Ficolin-2 RIA/KFH TGF-p1 R RE A, HE5 E-FEOEIEML, 5 N-FED 2 A
5%, HE—ESE Ficolin-2 AT 3@ ] TGF-p/Smad % FHIET EMT, KIEHIFEFEAEH[71].

Wt {5 58 % RS W R 4ERFI M R IG5 . b S H SRR Bk, R R BOE AT RS iR 4
MRS 3G 5E . bR A SR B RS, 2 2 PR R A R R A D IR B R 3%, [R] IR S R B ) v T
) B B AR B0 [ 72] . S2IGBE E— B F 5L Ficolin-A 5 Wt {3 Sl B I0E 2R 25 & 5 C57BL/6
AR (WT)/N A EL, Fena /N4 Wnt9a ik 25 i, 457400 Wnt9a. 28 i Wit 3l #4%
DIyF p-EINEE A (B-catenin) KRR FEEERE K CyclinD1 FiA BB Fif; 1 CT26 45w dn it %
15 Ficolin-2 Ji5, Wnt9a. g-catenin % CyclinD1 SRk M & & $¢1[68]. HIRESAH (AL 451) A A0 fa s £2d
(CT26 4Hfu) i SEER bR ILE R Wit (5 SIEEKBOEIRE S Ficolin-A R IA/K 2 8 3& AR,
Ficolin-A W[t E £ Wnt9a M5 KI5 S BB S (bR FERTEMER, 10 Ficolin-A JE K s ) 2
FR A — 4R BN, WintQa 3 % £ 5 S B B3 A1

Ficolin-2/A HUiRa 1 FH (A 78 L BA i UG QoAU (R SHLHIE A IR N, JRRlAR 78 2
ARG A 1 20 ST 6 e . — R R B RS AR, e DAASLADL N 28 i 2 2% 1) S e A 5%, HL Ficolin-2 132 5
WEZA . DCs MyRE MRS 404> T- 4075 A 58 421 W, Ficolin-A #I#1] Wnt9a i % (1) FL &1 F 75 20 & Ficolin-2/A
FEAN[R] iR v (4 F 22 et B AR BB . ARSI U] 256 Z 4124 H0R, fi# AT Ficolin-2 142 APC 4t Th RE )
Fa 453§ 1L A Ficolin-A #ii Wnt9a 8 i i) H AR T 20, WA FLAEAN (] Jig oh (10 7 FH 22 53¢, A% 1A] Ficolin-
21A TIBTIIR VR T HENE PRAL S0 ST 1
8. g

Ficolin-2/A VE M EEEE R IBEIZ O IRA 01, AEMB I SOREVESO Hh 52 LIRS AR X i 428
TER, BR2TE EPER SRS, R KERME St R EEN FH T, HINEeZsmR i, i
BB, HOUMIREE K5 Sl SL R M . E2 RGN H, Ficolin-2/A M1EH 20 m R 1k IFIR R
GIRGLAEIT 2 v, Ficolin-2/A e 1R il it 4 Bk T 1ol ¥ R i 2 NEL AR # AR 4P A s T #E ALI/ARDS H,
Hoohie B RURM M, AR b B A 0 BB R A S VR R, O i RE i B e i
NLRP3/GSDMD-NETSs %15 “fili - gk ” InJil 255 AL KRG B, Ficolin-2 ] {Ey MAFLD AF£F 41k
TObRERD, KVBELF Yl i R PR 75 HCV IR e R 48 B4 rPoR S5 AMAR B R BT 2 /E H s 7E 1BD
i TLR4/MyD88/MAPK/NF-xB i i Ix 3l EWE 4 il M1 A fb, (2@E71E 258 . O R4+, Ficolin-
2 FESN K RERE AL Fp XU R R 4%, BE AT B A MA-NLRP3 S #E BEER 40 5 AR, T /R N I B R I5 B L
KPP FEPEY. B St HREESRA YRR RA & IR R, SLE H &K B Ak
Pt Ficolin-2 B GHuihTtm, J5& IE NG 'S 2GS VR fabr. MRS EH, Ficolin-2/A @il 55
5 M1 BEREYNM . HompT s S TRk CD8'T A AR %y, FH40H TGF-g/Smad 5 Wnt/g-
catenin 1@ % FH I TR EMT 5% .

H4 5755 F Ficolin-2/A W FAAFAE R PR : - 4H M52 1 545 5 il i ok 58 A B B s IR AR
i FHE . BRE 12 W R S ) T2 VRS = KPR SIZEwEE . AU FMEAL 1 58 B
HTIAE T8 o ARSRMIT T 7 10 N 5R AR TR FH A S M e ok 0 S A AR R e b B R VR Tl i, %58 SRR S A DA
SERE T, TFREZ O IR IRTT TSR ARSI 77 58 DL 456 2 A 2E AT RO 5 28 LI A, Bk
Tl it 72 1) s R A
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