FH 40 2B 4027 244 Chinese Journal of Cell Biology 2013, 35(4): 549—553

http://www.cjcb.org

58 R S RTBERm RIS R

FoOA R

e 24 ];\z,]jz 7. 3.4%

(P B KRR B 2 PR TR, T 330006; 21 K22 24 sy #IAE 22 HUTT =, 15 5 330006
TP B R B 2E R, B S 330006; YT VHA B A BHAWEITRE, M E 330006)

WE I8 R & (lipoxins, LXs) A 164 v b BRI = 40, AR A 3k F 269 W IR 40 KATE B
INRZ—, BER, HRLXSARIER . AW L B e 33 B I vk % b 4975 A 5 o5 & 89 A R

YA FS R, Ak, E AR R BAE— ik,

Kgia RS, RAE; RSO

Lipoxins and Liver Diseases

Yan Dan'”, Zhou Xiaoyan*, Min Weiping®**

("Medical College of Nanchang University, Department of Pharmacology, Nanchang 330006, China; *Medical College of
Nanchang University, Department of Pathophysiology, Nanchang 330006, China; *Medical College of Nanchang University,
Nanchang 330006, China; *Jiangxi Academy of Medical sciences, Nanchang 330006, China)

Abstract

Lipoxins (LXs), metabolites of arachidonic acid, are one of the most important endogenous lipid

mediators which initiate inhibition inflammatory reaction as well as promote extinction of inflammation resolution.

Nowadays, many advancements have been achieved in the research of their biosynthetic pathways, biological func-

tions and effects in hepatic diseases. This article will review the progress in the related research.
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Fig.1 Molecular structure of LXs

(15S-HETE), 1fif J& 1X L6 41 i i i 55 354 1 2 B A%
4l o (PMN)AH ELAE F, ¥15S-HPETEF115S-HETEf:
HEAPMN, I A HPMNHS-LOM W & L Xs. 5
TR AT 2 HH12-J15 N AU (12-lipoxygenase, 12-LO)
DL S-LOfEALTE . 7RI, AAZ A4 e b K
174E (I5-LOME AL A i = #(leukotriene Ad, LTA4),
SR G AEP-JE £ F (P-selectin) (W /E FH T, IfiL/ MRS 140
AR LGB OT A AEARE I, B 40 M ILTA44 8 A
AN, Bl B 12-LOMEA T L X s 35 = 4k i 1Rt
I T R L) 28 ] ] IIC MK (acetylsalicylic acid, ASA)ifs
RIC OB e P~ i 4 DL S 4 e ek 4L 5
R AE R, 1 B2 40 MO R P B2 40 i 25 2 A 4
fi-2(cyclooxygenase-2, COX-2). ASAT] ffiCOX-27,
WAL T B L EAY 525 P A LAk 2R iy 41 I 3 1)
ThREHE M ALAAR A 15SR-HERE. 485, 15R-HERE
BEPMNHS-LOMEAL & 11 5-37. 44 7 44 {7 (epimer, epi)-
LXs, 3X t 4% % A ASA A [ LXs(aspirin triggered
lipoxins, ATL)“,

LXs % 28 AL A0 i 1) 15-32 56 i 91 R 31
i & (15-hydroxyprostaglandin dehydrogenase, 15-
PGDH)H115-48 5 41 I 35 13-id Ji7 1§ (15-oxoprostag-
landin 13-reductase, PGR){E I i ifuig 2k v,
1.3 BREZSHHIET

IL-4 LA S IL-13 T2 3E 15-LORIA FF 1 i JLim 4,
MM FELX s 4 . IL-3. GM-CSF. PDGF. I
ANKRCSS A0 B 1 % B 3 )l e 2 1 S-LOSR Ak 1 3G
INLXSHIAE B, 540, IR 2 s, LXstR N ED &
JEC U U . 9 G (1)PGE,RE % A /+ S LTB4
7 A H5-LOMYIE PR3t 2%, [A) I X RERE AT/ R LX s
J (R 15-LOF= A2 3 P 17 38 INLX s 25 B ()08 Bz i i
2% Al LU 98D PMN R 5-LO R 4 S5 5 P 1T Jfl /D LX s
A2 R, AR AT DL I B I N B A 4 ) 5-L OV P AT
LXs A i3 el

2 BEERZARRESER
2.1 BREEMZREN

AW R, LXsF Bl LR =Rl 32 R4
F T 41 fu: (1)LXA4%Z K (lipoxin A4 receptor, ALX):
ALXGELXsHY & 2 AE H %2 4k, X4 FR A FPR2EY
FPRL1. ALXE A LR K, J& TG A K
52 K 58 Ji% (G-protein coupled receptor superfamily,
GPCR)H A", 7E N, ALX KA TR PEkidifin.
EVEAH . ARG, R4, WibiE b
S R T o 1IN NN /7 (I R A S =AU
NFVN T ALXHS H1351 N 2R IR R IE AL R, T
IR Y EAT3% RS LXBAAGEH ALX
ghity, HEW TR S S A0 — P2 AR VR, RS2 44
W AR BT, (2)F e R 1 = 2 /R 1(CysLT1):
CysLT{u4ECys-LT1FICysLT2. ALX5CysLTH &
Y6 1, LXA4T] S5 LTD45E 4 55 5 Y Rz 4 i
/INER ZR BN I CysLT 1) 45 45 10 15 STLTDAR /5 H
LXsth n] 5LTC45% 4+ 5 <38 F B2 4 fuCysLT2 (1) &5
A RS PILTCAMI 1R FIT. (3)75 4252 1K (ARR): it
R IN, LXsv] 5 40 f_I 155 44 52 44 (ary] hydro-
carbon receptor, AhR)%S 7, 15 32 AR5 Hb = = & WY
Juff(digoxin response elements, DRE)¥) 45 & 3 )4 5]
FHIV LR (1 R I8
22 BEEE5HZMMEAREXER

LXs b5 ARG etk 52 i gl & Ja il i LR JL4&
15 5 B R AR (DERKGR 12 38 i (2 k= i %
L% (inositoltriphosphate, IP3) & i M i 14 8 (I
C, {fip42 Flpdd it 1k . F T 22 4 SO0 1) 2 113
iy P ERKO S5 5 46, AT 5 Sledk i K1 5 11(p27)
(1) 215 5DNA & B2 214 (2)p38idfe: it
IHHLPLA2. PLDffracifift, {ip38ffilft . p38tI
it R A ] ol 40 G Ok s &5 A A, ™ AR B NIR IR, AN
JA BHIP3, ANHE N4 il ) Ca>* JecAMP. (3)INKi: 45
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GPCRIE A6 N OO 1) 8 U (sAPK)/c-Jun N-K
Ui PR INK) T A AE Y o (4) 2 i RER IR (PIPP )R 44
1EHITPIPP BT #f) %) — 5 2 (PSDP), {PSDPE
PR SR, FUHIPMNFITEPE K& D)GE. dhabh, Brim i
FH, LXSIIHT R RN 5 4 i K115 S54RIk B R
(suppressor of cytokine signaling, SOCS) 7 % 1) %
P, RN BB A AT, LX A T T SOCS-141
SOCS-2 mRNAIZIE K, W0 I AH Y. IR 98 9 e
o Y34k, ARANSZEG AR S, LXs ] 755 /0 fBIE #
SEAR 4 MU SOCS-21# A, 18 1 51 BrSOCS-2 1) J
DRI 5236 ) 3E—2BAIE S, SOCS-24rF T LXsHHH 8R4l
HTL- 1235 (MR NI, 15 e FR I 12 0F 5T e sk,
LXs SR A D5 A FH 2 SOCS- 24 1 -

3 BEEMEYFIER

LX st A2 5 AR 18 S5O 1) B B oy 1 2
—, FEPUR AL RAEW R R EZLVER . LXsR)
A4 P 85t AR PR P 2 R ()P R i
(polymorphonuclear, PMN)!"2: LXsH7I H|PMNH] 5 4
AL AE F, BHITTNF-o5 | & (1) 8 28 B & 1 77
4, Bk />PMNZEL THCD11b/CD 18IS, i/ JILEE =
T I 1 7= 2, FTHIL-3% $% 25 (L-selectin) R i 7%, MM
FITHIPMN -5 L P R0 B b R 40 kG B 5 25 4
Mizg. (2) Vg4l i (macrophages, M) LXsHE
% (12 1E M A I A W T2 1R rh PR 48 i, 490 THINF-xB
FIAP-11EAL N AR, 2 080D 98 1 40 R DAL 1 R DRE
LX s g (e 32F 15 Wk 41 0 1) 500 8467 58 45 I 3 g LR
RUEAWEAE R . QI A B 40 ™) LXA4 R H 2K
LY eI 4TI VEGF & LTD4 5 | 2 1% 1L /87 Py B2 40 Ha v 58
HMLE A e LX I AT AIHIP-1243 25 1R 238 M T 41 ]
A0 R 55 N R 40 PR B o ()RR T 44 ) LXsh]
FHIIL- 135 S 1 M R 2T 4 40 5 BRIL-6, IL-8 J 3
J5t 4z J& Hr 1 i -3(MMP-3), 98 /D 18 [ 98 RE S N J 41
UK. (5) L Bz 4l fut: LXA4] #0317 b iz 40 e
53 WATL-8 S i J 5 A b e 40 i i A DR 5=, DA i 400 161
FOWPMNAEDEACAE o 5341, LXA4 K FA )ik
A H I TNF -0 | [T PMNS figg E Bz 41 Jo (1) &5 B, 40
il TNF-a5 |2 0 7 b 5z 40 i 53 WA TL-8 % i b 1 4 i
PP

4 BEERS AT AERmRIR R
LXsf o J0E 2 R (9“2 0k 757, FAA Ko

F ST s HAE S s vh ke A AR A . A7 STk
R 3 JFWE A K FELXS R AR, JF HAE 53497 B mT
DURS I 2 S X AL ™, DAk, LXSTE T 50
AR RS 310G
4.1 BEEZE5SAHG

O WFFL R B, LXSTE 84 ok 2 v R #  t
%y PHTHRIEE/EH . Zhang®5EU W57 K L, LXA4
AR FIBML-111 18 . 25 Wk 2 DU SRR B 1
JIEZH 2R B2 A« D LTS 2 2 PR % 2 4 (alanine
aminotransferase, ALT)F1 K 4 24 i % % it} (aspartate
aminotransferase, AST) 1A DL 4L 2R p T i
(malondialdehyde, MDA)[fJ3IA . PR IMLIE TNF-aff
WEEATS BE I I 21 22 4846 1 (heme oxygenase 1,
HO-)RIE . W54 R RmFATT, BML-1117E 2
PRI 05 b AR VR 2 22 ek pi e b &
(10 2 35 T 0 1 S RE s N R HE e Ty A, 22 i )
R, 45T LXAANG 5 e W3 A D- 20 561 S0k
(D-GalN)+I 22 Bl (LPS) i B (1)K Bl Sk P 5 . 1%
RN, 45 TLXA4IETT 43K B2 P T o o 5
YA 5903 A2 W Wb oy 3, JHE R4 24 B ALT. AST
KT W2 R B, TL-6 &% TNF-o5 40 Ha 577K S 2 R
B, NF-kBITG A6 0] Wy b o 7T &5 B L X A4
PP 00 R4 38 0 2 T 3k BEL I 20 ZANF -« B 7%
1k, WD 28 40 PR 7 TNF-af kB TRk S B0 i) )
b, Zhang %5 HFCR IR, BT LXA4SZ AT
BIFIBML-1110] LU 3 DU A B B 47 11 7> BRUF 41218
FPIL-10mRNAZKIA . F 5 ML K IL-109 fE o 1y B H
P-IL-10H TR 0] B 5 H 95 BML- 1115 4121
P07 B L7 e 2 B AT R A VR L, HLIX — R0 A
A 124 TNF-o0 JE (1 TF e 1% WF9T R B, IL-1052E4r
FBML- 1R SR 350, () L EE 40 M R - o LA
FUGE FIGFR W], XS AR 3 198 2254
42 RS Z5IEBRFIEAERAT

A5 05 K5 PE i 5 F(NAFLD) & i 8 5% 2 i 52 5|
B AR ZR AR, LR R A A P 6 5 IR D R F T A T
A R /40 98 DR - PA 1T 5 | R WL PR 8 B R S Y, 3%
LA A WTNF-a. IL-67K *F- FF 7. TNF-an] 5] i ik
By 32, 25| KNAFLDI — P EER Y, #F57
B, LXsA] DAHIIL-6 1) 7= 42 £ 15 7 TNF-a mRNA
() B A, I ENAFLD ) 2RE [ WY S ik By R 5219
B S (S, AT SRR L X s i) LA 46 M ) s |
R 4 20 B [ TIL-1B. IL-6. TNF-aff) ik, [
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I 36w LA bR B 28 40 M B IL-10. TGF-B1I %6
Sr N TRV R R 717 2 P e o T w%Y 1 o 2
LXSTE I FENAFLD ) 48 4 S 3 FH I 59T 2 /408 &
T k¥ T EEMAE . Bk, LXs
W4T 834 P T-NAFLDRI TR M2 32 W .
43 BEEZE5/E

AT, SRR 22 11 27 3 0\ Ok T g s JHF IO 1 58
JiE AN BE A I B 1) 45 J o 3R 00 R AR 5 18 T 48
FHOG, T T 2 980T AR B 7R IoRg i A R RN
R b R ¥ SR ], LXSVE N 0 RN & 1k
159, Bk s AU AFE o Hao%5 P i 441
SEI R 52, LXAAAAN 7] DL #EHepG2 ¥ 41 g 1)
PR, AT LA RILPS BB 1 5 5 40 i 4% 1 4% 7%
F(ACM)i% FNucleostemin(NS) & NF-kBp65 ] # ik
M0 HepG2 /i 40 Mo 39 5t . 3 4%, Al 134 i it
A A S B0 TIE SELXALSZ AR 8l 71IBML-111 0] DL 3]
HepG2/JH-i 40 J iy 9 58 Jo 2 2% . T 5i4e th, LXA4
A fig /2 W I 52 MINF-«B A INK S 5 08 i, M i i
Il i 9RE AH 5% 0 41 9 (tumor-associated macrophages,
TAMs) 5 PR I R P AE K. 5541, Zhou%s 2!
R, LXA4 RIS AR S FIBML-111 7] LA 2 401
HGF 15 S HepG2JHJm 41 UIT B A2 28 . W50 M,
LXA4 XBML-111A X W] EL 43 I HGF 5 ‘7 HepG2/JH
¥ 41 i COX-2. MMP-2 XMMP-93 1A ¥ 34 Jin, ik
A LA HIHGF 5 3 IxBF#fi# DL NF-kB 5% o 1% F5T
SR, LXA4 S BML-1117] fig 2 38 i B ¥ NF-«B/
COX-215 5 il i % & #5 FLXTHGF 5 ‘7 Hep G219 4l
JRUIT % AR 22 B AEIVE - K. AT F0R I, LXA4W]
DA H22 9 40 o 045 oA B2 DR 7 1 7= A, 9%
R LA 3 K -1k B 7K 7. BML-11100) 7]
B ARG b A H22 1T 40 Je /N B M35 v ot 7 9 1 IR 7
K724z 40, BML-1113 AT F0 4 A g AH G e af
B LA R bR AR, DL b S s B HRORLXs
ETHPEAK . RE LS TP EE A A,

5 BEERERMEARTR

LXs BAT 5 R IIPLR KA RN IR, 25
T 2P NI 1R B AR B R o B R AR
PRIGITSCRIR N, FeZE 23 T LR AR OGP L 22
WrAF BUREPRE o 29K, LXsIAE AU R FFES,
EIk AN AR 2 AR . DR, RFLX s H
HIBFITE — IR A R SR AR AR B

XFLXSPE TR AWRRN, R X LX AT N
AT AN R, TR U i PR N I 3 (it 58 41 34
AL A AR AR -
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