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KLHL6 FE BB 35 H B 3t &

X|EF, PEF Fik , R EHR
(CRBER R 2R e = ¢ B P IR R, 5 Mg 1 IR 2= 2 iF o8 vhots , BT “ g B ia 7 H S SE g0 2, Rt
300060)

P =

WE MEAESTADFHERE GG LR, BRM S 9RO TAPEIN B N BALEET F R RS ERFET
#t, Kelch #%& @ 6 (KLHL6 ) £ Kelch B £ & @ P ed— i, B A% AB R AN KLHL6 & K69 5% K5 %Ak 69 X £ AT

WA . Ak KLHLG 69 25 #) 45 5 B L 205 MY 9 R 2 R o VR 0 T Rt R A7 4534

KR KLHLG; 45 7 5% ; SURRJZ 5 1%k & 4w AL &) o 9%
FESES  R730 XERPRERD A

et 2 A A P B0E R RERN , g s e ik A4
AR TR PR 12 25 1 0 AR K B IE R, S AN i
SR ATH M LB A . Mg (TS 2 W7 IRy = H i
SEGURIR ST M E RS, AR R AR R TR Z B B AR
PR — R 50T 0 R A AR SR RS e
BRI R &S o A TA TR A ST N WRR A DL I T A
RIS KR, Bk 2 R A SR XS IF80 T DNA
WU B IS Az P o i o3 ek Fe g T 7 SR W A o)
7E 5 DNA M54 AR EFT A 28 A8 R D3 DI AR G . s pr s )
(tumor markers, TM )28 P PR 14 IR AR o B i KK
T EE LAY, AT AR R N R AR A P T TR TR
TR A2 R SR AR 2R B B g Sk A
P S PR B A DG =0 A5 B4, BN Keeleh JE PR G215 T HL gk
IR . Kelch 3E R ZEEIEFE A Kelch THE TTA—FR
FIFLEE A . #E Kelch S5FI bt & BUR 19 20 Z4E], AZ
SR T HEE M K RE A AU St e . 18
IHFLEhI , B&A 40 ZFf Kelch H WA, Kelch #EE
1 6(Kelch-like protein 6, KLHL6) /& Kelch # 5% % 1 BTB/
Kelch WA A — 01, 7EMRE L0 SRR IE 8 ZHZUh )
1Z3R35 o HgAt R ) 245 55 M R B 8 i 1 100996 ( chronic
lymphocytic leukemia, CLL). ¥ ¥i ¥ Wk & 9 (follicular
lymphoma, FL) &R a4 A& A e 38 AR 56,
1 Kelch REREEERR
1.1 Kelch R 9 %5 M 4 & Kelch £ (Kelch -like,
KLHL) FEFURAATE T A BA SRR Ay B R K , 10
K I BT G i A 28 TR 6L 75 Keleh 5438, 5 R 2R
AW mRNA J2& 5z F AN 6], Kelch 3 B (19 55 5 7= )
mRNA 4045 ORF1 ORF2 PR BE efe, —#F plgeak
BT UGA T ez r=i) 2/ 0 Wik . —Fp i

E4£TE EXBARNFEELEZYMTA(81572372); EXBHEIE%
S ER R EEFE (2016 YFC 1303202 ) ; RiE i Mz AR B Al 5 BT iR 8
REFRIT%I(15JCYBIC24800)

EEEN MNEFH(1991-), &, ML &EE, ARFH : BENRRREE
M B E1EE : £, E-mail: tjlianghan @ 126.com,

MIEE I H ORFL irgmtidh, HAGRK Z; Jisb—MiKmEn
FH ORF2 & ORF1 J:[F4ahd , MR 28 b 2665 Bl il , {5 HiA
FAMHIBLHIANTE , TRE ST UGA RS 15T AUG A
Ko Keleh ZGEEHZ RN E AL A EN (acting-
binding proteins, ABPs), B A5 I LS 25 i 22 19 21 266 R i
B, X4~ Kelch F A RES SR AUIRBAUE S R b 2 19
TERE, 0 12 SR AN AL RS 1) S LA L = —H,

Kelch T JCIF 1 4~7 4~ Kelch #5408, 1 Kelch
FIGIEH 4 ZEEAUN0) B TS, 7 44~56 DEILIRIRIE,
XL Kelch 9 T &2 IKIE AL B IR IEX =254, R4
Kelch #5240 F B IBE R —ANent L il , R
AEYE BFEH AR LI Kelch 2583802 Ak AR SF 19 4544 558,
FEHA HEA I & R T2 43 A1 FAE R 9, SR AR ST 1R 2548
B R EEA ALY FIIRE, Kelch Z5 4438078 20 i i) 41
HAEH A AIERS FE R Rk I JR R AS A 7 K
FERZERY, Kelch S5HBA7 A T1/F 2 AW 2 MK % B AT
w22 b A R TR AR A P AL A . AR & e
B MKelch ZEN, MR Z 1 B Bk BUAEAE T AN N &
ANt A Z R AT

Kelch BE G A AL R T Keleh 254918, 38
WA FE BTB/POZ 45464k K BACK 25441, #if% KLHL &
FRAM A 1 8] 15 AREED, JR48 BTB 453w b1 & I
TR A S P R AR 9 & B, BT A A B AR
HERIAA BTB S5H3 R 11, "I AFAE TR 2 Kelch 211 JBE

B R R ki . BTB 8 P12 B3 12 2GR AR L 8 1, ]
43} BTB-ZF .BTB-BACK-Kelch MATH-BTB %53} 5 ji - B
AR B FEYEOIRE, 7 BTB S5 H 5k A0 258 5
W EA P EILR , NS TE R 2/ N AL A
FRER LE AR SFS10; BTB/POZ 25 4 BB A 4R #F 2 (1 ST 485 6 I
TRAR N A T BE s BACK 45 F 38k 2 vk Bk & R AR AE T
BTB-Kelch 2 1 FF 1940 130 DR FERR AR FE AR IX 4, B
SR BACK Z5 43 ity AR DI BE 1 R B, (E HL G i L R Ay 28
A5 55 NS IR g S (19 R A A R0, TE R X el 42
AN TRV 25 A6 R E B A P4 450145 KLHL S0 88 1 A oA
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LY IIRE  BOR AR AR N U HE S S i g 4
YERI M AR I (A E A 2RI R W] Kelch TR 25—
FIVEY A RO, A B AR SRR e M A A
LR IE R A5, LBt ik DR ) 742 55 N2 i S5 i 19 A A K
FREDI,

1.2 Kelch & & %kt EL R A Kelch & FUEHZ AT
HRUOTEA ] A8 S 6 b A S A U A I B0 5 I U B i
PIFMIKIAA Keleh KR HAT, ©A 40 24 KLHL J
B HUGO 4k H s 44 % 5122 (HUGO Gene Nomenclature
Committee, HGNC )44 14328 , FrufE KLHL 25 Fl W 5
14~ BTB/POZ 38,1 1~ BACK 32 5~6 4~ Kelch 35, A4~ ¥,
G BRE RHER AN AR ] , 3 e 3 AT LA I § A1) 2 1
HI Y TR . Keleh BERR R AN M R A -1
(Kelch —like epichlorohydrin —associated protein 1, Keapl) B[}
KLHL19, J& H i 22 1 KLHL ZEW 51 . Keapl 2440
%6 4> Kelch 552 Z540 48k, % XS & 248 A B4 &
MW RSN E A B E T E2 MK E T 2(nuclear
factor—E2-related factor 2, Nrf2)[Z54 . Keapl YEN N2 5
LB 1 E SR AT AR 1 ADHE Nef2 i TS h, IRl
i Cullin3 HAY E3 12 RIELMEA WP Nef2 12 R ALK AR L
EHFAEIE T KT, I Nef2 (045538 B b TG PR, 2432
FNII A ST S RIS Nef2 55 Keapl 23085, 540 A% b
T B F X B0 0 4 Ak B G 4 (antioxidant response
element, ARE) 254, dFMfRIEH NURSER ik T AHA 22l
(phase 2 detoxifying enzyme )55 35 11, 2 S5 HIRE AL -8 7
RIS o TEFAFOUT e SR Nef2 38 i s A 50 %
CIROE/ B2 8 AstES €7k 7)) N e R Wil KD ORI RGN i (VA R
TR I K2R o ABJE I Z AT A Nef2 TR0 e i) A K
i 2 8 A A BRI o Keap PR 28748 S b A8 H T
Zifh) Keapl 2 FAEYDIEE, S HAS T Cullin3 KM E3 12
R T 00 T Nef2 32 20 UEE S
N2 R RER KV R s A5 ACFRR AN BT T 8, i — 2D fiE i ARE
TR AL (R SR SN RN B R Rk, AT R T
Jife A A A R, KLHLG ZER ) A/G AZ T IR WS e AT 4%
SRR BT YIRS 2 5 [ AE TS R BEAF (autism spectrum
disorders, ASD A A/ , HLE # RN B R AL, KLHLS J&
—FhEAAE NI T RER Kelch 2 14, 1E I HA 5 1 51
—HE,KLHLS ) BTB Z5F 38 & Kelch 4543850501 T 8 A
0 2 Bk IR B, HEDRUE O T AL ARy 4p14, KR
59.8 kbp, W FNorthern EF3I /387 & AR P SE 5 F RS AR R
WA R KLHLS A5G SE71) ZERTF IR SEA0 A8 R LA
AU R, AR S DU SRAGI 3]0,

1.3 KLHL6 9% #t4% &  KLHL6 J& Kelch B R IEHE 1 1
— 5 AEMFL B IR P, S 4k Keapl I KLHL10 22 J5 4% i
HI%5 3 4> BTB/Kelch 25 1", KLHL6 Z 07 T A YL (afk 3q27.1,
KR 6.3 kbp, %A 7ML T KLHL6 H ARG E
PifE*5, APEIHGE AL T40MI#% . KLHL6 & 11 i 2 5 f 14
BTB/POZ Z5#438, JREESAT 5 1 Kelch #5445
3, ] (Bt S BTB 25K 380, HLak sk A BKE £ £ 31
AR EARST - KLHLO #IA S 24 & 0> (germinal center

, GO B BEARIE Y, 78 B bk TV A0 28 K 2 B 454 B B R 4k
Fik, WAL R 0 B AU AR IE B FR L 2005 4F
Kroll 25 1 g T A5 KLHL6 7EA4 AN IVERT, #5377
KLHL6 27558, S2ub ek B % B KLHL6 Sz AU/ A R 4G
B 4 RTR B A MAICRE 5 1T e B 40/, B B 40
ARG, FLBT AR AR e ORI, 5 A R B 4
MIAH ., KLHL6 BL= A B 40 i 224k (B—cell receptor,
BCR)SS S HUR AL U85S , BCR 155454 Sl 522 451, PR 7T
PLIA Ry KLHL6 1E BCR 155 % S i B b Ko A kv i 254y
Yie A EZAEH . BCR [F 5T B AARMIESE R
KEEIREEL, B AN MR ik R oR e A S, 1%l
1% 1 18 LA T ity 1) 35 PR 28748 B B s AR BhF B 4
OLME %) A R R R IR 25 it 2P AR L R T AE
H LA R  KLHLG J2 AR N I —Fp R SE A, 7EIEH 1 0
NHFLRFEY AR E B ANAAY R, SRR IE B T R
ANH] D AR 5 AR Ja ] R O A Y B, BRI S SR BCR
SEAPURIIRE ST, FFEEITE BCR {5 5@ B, S8 1% B bk
e R 458 IV AR G MR B 19 & A o CCCTC P 9 25 45 1
(CCCTC-binding factor, Cte—f)&—FPEHE 1, " 5 DNA
CCCTC JFHNZSG 815 B g i rb i L R ek 00, A D9 4
i1, Cre—f WIS AT 15 W 200 M 430 TNF—oc 565 48 it PR -4 1
YNAIGTY AR 28 SRS AR ANAE I T, 1 Cre—f B2 AN
A0 A R A KLHLG 31K L 0o e KLHLG i i i i
PRV AERL AT RE S . S TNF—o 5 09 53 WA 1T 412 228 e
JRANAL A IGTE (278 MR, UL, KLHLG A S A A i
SRV EIRY TS, AT A R B/ KLHLG (12635 1K
g JF AR S A R 7003 0 KLHLG % BCR 553 B 19 ] 32608
TEVERD AR AT T 04 & AR WL A T A, oA
LT FIA T TR R v

2 KLHL6 7EBERA 5T R Rt R

2.1 Wk SR B I AR IEYERE, SR
T BRI A5 A DL 3 AR I AR TR KTl v, R R
S ETHEE, IR R E R U S I,
TR CLEE RS K A THE IR AN ] 2R b 55 83548 o Lan
SEUR T R g A RS RIS IR ZH 2 St A 1
P TR T S i RS Y 40 22 MRS i B AR 40
BRAS, WFFERRAR 53590 B T e bk L T8 R 98 M 7
Je, SR WL BUARAR 3 0 AT 4 R R AL 5 AT, 45 SR R 91
i PR 2 4155 9 2L 2 B R M PG A TR 2 2R 22 i) bk L 3
SERSTR 5 5% R TR0 AL 20 2 [0 ) 6 TR 3k i R kK-35
], Hoh KLHL6 7Rk B F A 98 S WL R 98 i 3k m
29 30 %5, FHE T LAHED KLHL6 B3 3k T 862 545 i
P AR AR HAR S5 RS 1 HLR 2B B (5 5
i A PRI [RD 2 R R A T s R B T e A5 AN Ak
TE PR R A A R L R Bl — 2 SRR AR . B
I 4h, Kelch IR Keap 1645 I g v 4 B 26558 5 1]
7R T AR IE 5 25 B 5 b i BH M e 3K 3R (P<0.05) ™, 3 il
$E7R Keapl SEEMEN LA WA —E K F B EAEPLHIA

vEAK
{ﬁ%o

22 FUmkse HATFLIRRE AR L PR RAE B AL TR 3
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SYE R RN AR SRR BNG T R A
BUS Ak, HERIR P RORE AL A N, iz Ak 4%
R SRR FLIRRR BB AR AR RN R . Jageit,
HRVERLIENY 5 AEAARRRL R 2590, R REWI B T
FEFUIRRE T AL e B B FE D K ZERI U2 BTN RE 8 e B
IR L HA oAb 3 m AU (high risk for distant metastasis,
HRM) B, i EPERIRT T R, A B TR T RCR
AR , 2 i I A A7 R AR T A L P A R 5
Sz, T FU — /NS i U 4 B Sl i PR e Y A A
R R e B OCH B o O T AREE AT LI I FL R e Ak e B X
S HTHRE R Ji-Hylun S5 FHAMNE T 22 RNA IR AN B
WSS 78 1 FLARIEEIR I EAT 04, S5 R IA R —2F Y
o 1] ] DL 3 T Y SR AR R TR, AR LAE SR T 7 AH DG
FER I FRABFIE 2, b f4if KLHLG 7EN 19 20 Fpi e H
TERE s e AR 2H (n=22 )R I 38, T 5 2 AR RURS: 2H (=56 )
VLA, p AT W KLHLG (YR AE SFLIRE A G 2B
DY TFBER T I R S BRI SR 45 0L, >k WA KLHL6 15 3LA%
SR bR 2 TR A DGR BLAHILTR , A 42K KLHLG 2878
Ry FLR s £ E A A% IXURS: 1 — A B T, P Gy
I R U PG R HER M

23 ZESRRmAGAE  AEIREEIRAN R AR T ERAE I L
I SRR R DUEYE R MERRE . AT T al S 20h
JeA A BRI B R AU T e b AR B, S IE 4
NRLHZURALL , TEZE IEBRIR AN s ) MR 21 2 rh i BURE 5 45 )
HHHE MMP-9 Fl MMP-11 KI5 29 30 15, 52455 HEH
S100A2 FkHE =24 20 £, WAL T 3 YL iR KLHLG (1935
IR EIRZY 10 452 X R T KLHLG )15 418 s
R AN 2 18] G EB , KLHLG 7] fE 2 5 45 R il R 4 g 8 1)
2.4 mpaiRgE /NAMEATIEE (small cell lung cancer, SCLC)
SRR YT A 2 P 430 200 L P i R M e R 2EL. 21, S TR A OC
FREEYD, AT AR B 0 e MR RS, S 2% . A e
i, AE T7% 0 B/ NAR T 982 i 95 2H 2 n] A6 21 KLHLG
FER AL, IF N B B S R D RE R 1 AT A5 /N
Jitigi 1) i A O, ik 5 HA AT 98 h KLHL6 2878 J5 ik |
PRI

2.5 MM mEEagm 8P E 40 M (chronic
lymphocytic leukemia, CLL )& —Fp i R 212 (1) B bk EL 40 e384
e , LASIJE L R MUIE M L 45 55 2H 2 b Hh R i
SEREYE B ARAEOARAHIE , 2 PG 07 E S LA IS R . R
# CLL BE I R S B $2 R 34T CLL BT 4% i A ] S 4
R AR RIG RIS R 25 R, P, ORGSR CLL
AT A AR MR AT B TR AT 2 AN TT o
H AR R4 AR ( Next-genetation sequencing, NGS) By
XA PN 559520 & A 2 Jre R T AH DG 11 B A am i A R
Wi 1) e A5 AR L RN T J B, 5 CLL A 1 A DG (R 2 IR
DS R G T AT, S TG B S FRAT TR AT A IR O
1], A R Tk R A AR R HEVR YT 7 %8 L E AR YT
AR Py Ak, PR EE R o AR KLHLG 7EMg Mk 2
20 A 1 1 TS DA S5 D AR AL A AN T p53 254

BRI AE , (B HETC A 25007 TAER Y] KLHLG /214
PR C 2 11 UL 4 o A5 A7 o e P AR PR
C 28R IR M K L2 200 M L5 h A AR 2 O AR (L A
Horr A KLHL6P!, 2010 4F Puente SR FH 42 1 [H 2100 Fy?
% (whole—genome sequencing ) , il i3 Xt 363 {37 CLL 834 R %
AL T A BT 4 A R A8 BE TR : NOTCHI  XPO1
MYD88 KLHL6 , HAH /3 W] KLHL6 KK 5848 fie i K 4=
T G R AR 1 TR T AR X (IgHV ) BE R (R4 i 28 725 1 12 1
IR B2 IS AR, T TgH Y Jk R 28 A8 o 491 W) 4 /0> i L
A 1gV FER SRAZ Y CLL 8 1Y o AR A7 I 1] I g R T A
IgV B RAR R CLL S B LA AFIT ] o PRI AT AT LA
I, e KLHLG 5 PR G A5 Py 16 P L 200 1 A6 14 3
JE B, AAT BTG KLHLG 274835 A K fHILAE CLL H Y
PIVE AR IR . G, % KLHL6 (13— L0583 LK,
AIREZE CLL MG ARIRTTY KU PG L E— B G B
26 RFRB@EKEIE  Trifonov FFPE L FI R K
B 4 ik TR (diffuse large B cell lymphoma, DLBCL)#F5E
N7 MutComFocal £ AAS: I fifrfg 20 41 H ARk P A 45 DL %K
75 5% (copy number variation,CNV) K 5 2828 15 00, IR 275 &
BRI B K AT A TSRS L, WFFE N BN
78 1l Ry SBURE AT AL AT IR 2 5P (single nucleotide
polymorphisms, SNPs ) 437 J| Wy 5 [5] 4% D1 50088 5=, %o 65 4
A ARSI Py S S AR L, I 25 SRR B 23%09%
{47 KLHL6 % P45 DUACH N, 8% Bil47 KLHLG & [ 51 %
AR 255 TR R R R A R AR 5, T A KLHLG 2 A ik
DLBCL % A= (¥ . 5341, KLHL6 1SR & A P i
P2 DUEBE I 53X — S5 AEAT,

27 RN e JEVPEMEE (follicular lymphoma,
FL) 23R8 25 4k EL8 (non—Hodgkin s lymphoma,NHL ) {9 5
TORIEEL, KR AR TR B MR LR . H R I AX
TUBHO PRI IR A2 W, B T TR 20 UK A I R LR EEAS I 41
JAl 2 A2 S Bel-2/1gH KK FHER A B2 WO 5 R MU
TP AR, (FE R SN I i Rl W, Bel-2/1gH 2
AR, SO HIZ R, I 73 TR L B0 A Bl
TAZAGISWH AR . 2011 447 9280 K9] KLHL6 J2 FL (1Y
ARG AR IE AP, 1 AR IS Weigert 5P B 44 2/3 HHUE Ik
CLo S E EAT IR SE , b o0 i) 2 S ik DA 3 i 400 0 % A
(Hematopoietic cell transplantation,HCT)&@E%WQ [ 40 A 1
(donor lymphocyte infusions, DLI) FIFE Ik E Kdies2 3 e
0 AL SR 200 i 1 7 A e R A B TR R L 4 e
FERAS WA ISR M R, — 3 e A T A 2 M de i 2
PEIRAR  BEAR L. BIFFE N G I A S5 DU FP 4 AR (Exome
Sequencing ) & BAATTAY 2 AL FL AT 15 HilAH ) 2 A, [H] st 7
FHHEGRI PR A S, o 4% KLHLO 7EN R 14 Zh 58748k
HIEIET ALk A it . JF H QB KLHL6 Ay ks 2 H:
RSIER 6 5 T IE AVESEAE . BT LAY @& i T
A ERL AL A BRI A IR A IR PR T2 55 KLHLG JE ]
A AT REA SCIBE, WHFIRENIE T KLHL6 5 B Ik 4L
FAAE

2.8 HALREMEE LXK MEIE (marginal zone lymphoma,
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MZL) 248 ik EL U 5 ik A 2 e YR Y 2 A A itk 1
Je o g 5300 2% DX b LR R A o DL ) S R T AR M 2 R Y
G IE e i FOR SR I B T R R B A B
QA RAEAR 5 MR R HE F AL, SRS W S e B
I T X A 50 5% DX [ 9 4 e A 2 114 50 A B, A1
B N HEF P L 5845 R0 B 20 12 Wi 4L 5 2
T o Ganapathi S5z FH 4= 3 PR 200 7 g 380 [ ik PR 58 AR 4G 7
AR, X 14 (5B AP0 % X 4K L9 BAE FB A A 7 L RGN A
IR TS IX B IR ELAIAE A A B L B B Ak R sh 25 -l
W E AR B K NOTCH2 & TNFAIP3 By EI, ks
W) T 540 2 A0 S S b —ANEE KLHLG, e
11 KLHL6 JERBE [ 204 i 11 AR b 34 2 44 s R
H KLHL6 SR S ZEAE o 53 A B FE 1 N2 25 X b L 988 £
R U AT B KLHLG (95848 T 3 S yefafhk |-
FIEERS T A-C B T3 A SRAERY, FESE) H AR SE 1) 2878
BRI Z )5, TR 75 B0 22 T K TR ) S0 > o 1k 6 B PR 11 T
BT RE S 52008 TS T DL Sk
29 FEHeMHEH EFEWE (Hodgkin’s lymphoma,
HL) & —Fh 2 LAY ORI B A0SR R o A dh 25y
PR 20y 32 78 A 4 VA EEL 3 A 20 LR B A 4 K L 98
K5.2009 4F Nam—Cha Z5P2%F 16 155 T3k LU 40 H AU ZE 27 4
IR LR, 68 91125715 1 bk U 240 B oy 32 AR A 4 Uk 09 LA K 59
(A2 AR () 20 M B 25 4 R LRI A TAIF ST, I FH BT IAR G e
TR AR Ra 2 41 b KLHL6 B IA KT, S Sl 5y
TV L 200 PR A LR T IR L A A AV A 4
URELE | oA 2 B T 4 bk ELJR R 3 K08 KLHL6 Y ELA7 4
T :69% . 78% 40% . KLHL6 7578547 4 bk EUJ88 v (1) 1 2 1A T
RHFTRES SPIRIN L KB, 454 HAE B 41 % BCR 15
ESE B HME R, %8 KLHL6 7 fgilad 520 BCR 15 54 5
WS 5 HL & R R R, L EARBLE A2, A
TR 2 0 SERAIF ST — 25 A .
3 NG

HATfE I S, B e e R R T, 6
FEPA AR DR DR M bR R o o e ok Az B F
ZEAR L PRI X IR 947 7 SCRE R, AT AR 3R AT T 64 7
BETYRYT PR A B R R AR Y & e SRR 2
SRR LA RSN R 42 " IS TR KB 43 B A 2%
AL, WOREAR A Sh R AT TR IR e A= AL BT, TR
N il g A AN T B 48 Sk, KLHL6 1E R M
SRS, 585 I R LR A SR IR (A R R AT O (R
FAR R BT X e RS W ek ) B K AT , S i s e A%
Y ELAAR AL A5 30 B 1 5 R R SE B P R i B,
REI AL LR DL, TR T4 Sl S i S T B, S
KLHL6 Bk IR 167 BB AR o [FIE , KLHLO (M2 2 15
55 HAl — S R A O, 2 5 25 | TR AT A2 1 )
R AR A G R H AR R AR S vl i i e R
SRR, HIME KUHLG 72 v /Y & BRI He i 52t

AW I
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LXA4 R EZA& FPR2 AR B BAGHA B KFH

B &R, FRR R
(RABERIA A — BB, KHE 300211)

HWE HRI-AEER PSR FELENEEREL SRR eikin k. AR LR BN LRI L m HBER, AW
MR e AR = 4 B AT R B AG AIS R FE AA(LXAL), 5 PR Z AR 2(FPR2) 4K 48 VE A . AFR LXA4 B AL 21k E
R B RS LH 27 64 R GE K, T AR A AR K % B AR 69 TR B8 I AT AR IE

KR SR E AR B E; T RET
FES%ES R714.7 XERFRERD A

PR T R DA 2R U0 TR B %8 A I 25 SR8 5 S0E I i A
BT FR o 8 B W SR SN R A4 1E A R 1Y o 2
Seftp 2z — ik B O Y S RN P RiR T O R AT IR Y
RGN R TR BTS2, BRI A4(lipoxin A4,
XA BN R HHEITR AL SIE W IBVE I 247 Jm AR R
SERAESHEER T, EER, F25%E LHET LXA4 RHH
FRFERRSZ A 2(formyl peptide receptor 2, FPR2)ZEAS [l H] AR 21
LU FRIBACT-IBIFSE , LUHER A G B IR 1) PR S &
HLH AR SO T A S BURZER T T o
1 LXA4HRIBE.EREEREZE

JE%EZ (lipoxins, LXs)J& Serhan T 1984 4F & B — 1%
(eicosaniods)ZE Z 5 1 — 248 A DU TR (arachidonic acid, AA)
i 3 Ig E A 1 (lipoxygenase, LO) ST BY /™= W, £ EAE JAE
E€WE XENIEBMAEEEE(2013KZ100)
fEEEN EER(1977-), %, AEEEW, L, xAm: BFE
2B IEEE  FFI%E, E-mail: yinlirongfk @sina.com,

G2 S5 P AR o e B AN IR AR B . HA T AR A
3AFREEAN 4 A-ILPOBUHE AL 4E LXA A LXB P2, 35 344F
TEL RS AR TR LXA4 B953F25H R 5S,6R,158- =54
7,913~ 11 AR DU 2 , FLIR] 4 5 K4 44 A BT ] DE AR5
A1 LX A4 (aspirin—triggered lipoxins, ATL)E 15-epi-LXA4
LXA4 BA B TET MRS RAY LO, i s s it &
e (DAA TE LB A S AN K g A 4 A N 15—
LO A s b ] 7= 4 1592 — Bk DU 2 (15(S ) -HETE)
Ji P E R 4T IR R AT L R AT L I 4
) 5-LO HEAEA L LXA4, (2)FEM/IMR T 12-L0 FE W20
B U 15-LO G rh Mok 4 IR 1240 =0
A4(leukotriene, LTA4) L TXA4. (3)TERAE AT
B EEVEFR, R AN I P R A | PR W A S
IR A T2 (cycooxygenase—2,C0X=2 ), B G| FEARH COX-2
RIS 5, 36 R SRR T A LTS R 219 2
fie, BmifE{b AA Bk 15R-HETE, 183t 2 5 40



