EUBEARARE (R 103 2 IR B dt e

ZLPERIE (lupus erythematosus, LE) 2 — @M, RKE
ITIEH) H B REERE . %R — RIS ERRE, WiEH— i
HEBRRER—NRFER KRB MRAE (cutaneous lupus
erythematosus, CLE), H—iiihmJRER LE&H /ARG RFIEL
PEIRHE (systemic lupus erythematosus, SLE), SLE & #) B JH %
R RRI TR, BFEME, iMER, FEAMRE
MANBRRARER, HIEEE, HAEA X SLE BEMNRITRE
TR AEXT LB e, M 20 2 HFF 4G, ERANETFRT 24
MUABR Y SLE WAT i A& 80R P BRI BT 2T, G0 E R Gk
FERIERF T MMEL (Chinese SLE Treatment and Research Group,
CSTAR) {45 . Lupus Family Registry and Repository (LFRR) |
Lupus in Minorities: Nature vs Nurture (LUMINA), Hopkins
Lupus Cohort, Systemic Lupus International Collaborating Clinics
(SLICC) Inception Cohort, Euro-lupus Project, PROFILE

Grupo Latino Americano de Estudio de Lupus (GLADEL)

/
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German Lupus Self-help Organization (LULA) &, iX L5857 %
SLE i) B #h A2, #ik. HARILE. HIER, RITFEZIGKNA
BUHAT TR ANERARIRE, ~NEE SLE B2 7 /K FHRE T EE
K&

[, ESMT OB RITRE L BRUSTHSR

— TR A e 3R P YA R E AR HL X 1995—1999 4[] 18 4 B2

Ji 4 41 B JR 9% (chronic cutaneous lupus erythematosus, CCLE)
K B R B, S ERESEA 120 Il BREBIZ WA
LE, H 69 B #¢iZ Wik SLE, 51 412 Wi 2k CLE, 120 fi &
FHHALE3 GBI RE (subacute cutaneous lupus

erythematosus, SCLE) , 1 584 JLALBEIRIE , 2 Bl KM LLBERIE .
39 il B E (32.5%) BAIBGS WA CCLE, HA 4 FlIHEE (10.25%)
BAEAE N SLE, 1995—1999 4 8] & 5 B & X 20 ] (o 18
B, B2, Wm0 1S 6 (146, BHE16), 56
A€ CCLE 56, 4335 8 &M EER 12.5% F1 4.1%, FHEE

F, 18 BIFIRAPERIE (discoid lupus erythematosus, DLE),
1 B AP RKHELIBEIRIE, | BIIRTEE LRI (3 o B Rk
) 90%. 5%, 5%)., Fi A B DLE ¥R & HE R, K& IR
BPelR. BERRESFIEBLERIE, S B AR HEIh
9 : 1, BWEFERS (32+146) & (8 ~74 %), TEX
e PAAEYNIM GE 2 B9 AFEH, 1995—1999 4F 5 4 [H] Y 4 5 &
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WRAUHK 2.59/10 77, HABRIZHGIEFE ZRwEN 1.95/10 77,
] BE 95 1) 4 -1 KRR K 0.64/10 T, W HEHIAE I B RN
4.72/10 77, FH A #8129 Bl 4 7 1 KR R 3.4/10 77, W] BB SR
BlFE P RFEER 1.3/10 T, BHETHIZHEGEF ZRER
0.5/10 77 ,

55— T AE £ B H#AT AT R F R IAE T 1965—2005 4
] 3£ [E B R 775N LE B RAR1E 0. BFR B : 1966—1975 4 [A]
CLE f %524 4.01/10 J7, 1976—1985 4F (8] ) & 24 3.03/10 77,
1986—1995 4 [A] {1 K i 2 5.54/10 J5, 1996—2005 4F [] ) & 9%
4 3.97/10 J7, 1965—2005 4F 8] 75 2 [E BT EL AL 5415 156
il CLE & (ZtE 10061, Fks566l), S &mEHR 4.30/10 77,
BN O LM BHERLT 1, SMBRBLWHIAFRZESR,
H 8K 1966—1975 4F CLE &M 9 3B & Wil KBUH %, (B 78 H At
3B LR REHES T B, 75X 156 il CLE B¥& +,
129 f3i| CDLE, 23 5] SCLE, 3 (il RIEMEREE K, 1 Hl KB ML
BERIE, ZERMMESJEEG, CDLE §y & KRN 3.56/10 77,
SCLE #y & ¥ %4 0.63/10 77, 7 CDLE B#&H, RFRALM &M
FH2.52/10 77, Z KB KR H K 1.04/10 71, 7E SCLE B3
H, IR A R R 0.17/10 77, 88 R H ERE RN
0.46/10 77, TRIEPERRRE A B K3 H4 0.07/10 71, KRIEGHLLBERE
W RIFEE S 0.03/10 77, 25955 R FILLHIRIE W3R 0.38/10 77,
2006 4 1 A 1 H Gt it 19 2 4 i F v 51 8 % 5 /9 CLE B E R
73.24/10 7. X 156 il CLE B&w, 74 19 il B & F W & B EAr

00

-~
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A SLE, #EZARFRIFEMRA 8.2 4, X 19 GlEE T, 9 B hRMRE
DLE, 4 fI}iZ %% DLE, 2 B AREHIEE R, 4 6H EE8
JEH SCLE, £ CLE fJBE ™, SLE RREHREN: 54 5%,
10 4 10%, 15 4F 15%, 20 4 19%, 25 4F 23%,

Fif #iL— 5 %F 2005—2007 4E ] 1088 fi] CLE £ % #:47 # &
BF %% % ~: DLE 5 79.8%, SCLE 5 15.7%, H 2% CLE 5
4.5%; LHEBERBEBENIM, BEFHLRFRAAS,
SCLE &fxtf, “FHERN 59 %, HASRAE CLE K&,
¥R HE R 46 &, 2005—2007 4 (8], CLE Y475 K E H
4.0/10 J7, HIR7H) DLE f) %% 34 3.2/10 77, SCLE f &mZE K
0.6/10 73, 4 260 f5il CLE & & 7] AR B2 Wl SLE, K2y
B 174, TEIX 260 GlEE T, 150 fi (57.7%) BEFEEH
B2 W, 1106 (42.3%) BEFETZ2Wr, HA 81.2% 4 DLE
(n=211), 12.3% 4 SCLE (n=32), 6.5% HHAMHKE LE (n=17),
1E 3 FE LA (2005—2007 4F) 7540 107 £ BETE B2 0
BN 512 24 SLE, H 20 fil (18.7%) 7E kB #8112 ik, 87 6l
(81.3%) 7E[1215Wr. Kaplan-Meier 3 #7% B, #1254 CLE J5
—ENIZWA SLE fRREA 12.1%, 3 FERZWA SLE #IERA
18.1%, TEiX 107 Gl EHZEI#E1Z J SLE RBEH, 292/3 fYE3E
E7 DLE £ % (68.2%, n=73), 28.0% fJ % HE % SCLE £#
(n=30), 3.7% )8 H BH HM LE RAE (n=4), %F DLE A
B, 45N SLE Mt K 9.8%, 3 4 /51H4E N SLE
HINMEZE N 16.7%, SCLE RAEIBFEA N SLE WiiE R, H—
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4 J5 4 22.0%, 3 4EJ5 K 24.7%, DLE 5 SCLE 2 [8]3X fi i B 1Y
EF HEBMMESHBEHEER M MFE, LEBEEYS
Wik CLE J5 | 4E NEAE ) SLE B A 14.0%, FHHH 6.7%,
i 3 4F fE AL L SLE BIMER Lo 20.7%, FHIEH 10.4%, Xl
FFEFERAESRE N EER 2.23,

Hig S — T %o} 34 BT /R BE H X 1996—2002 4F 7 [A] Ro/SSA FH
£ SCLE B E KA E LR E/R: Ro/SSA [ SCLE BEMFE K
FELH 0.7/10 77, BRELH 6.2/10 T ~ 14/10 77, ¥E 1048
5 Ro/SSA FHMERY SCLE & AR 31 ~ 80 iYL,
mH %K ZHEEFBTES ~ 602, F 741 FlEE (7T1%)
BZTREHRE, HP@d—F (54%) /BETHE H AT LA
BRERIER, 21% BBEH LE, 24% HEEBE TREGIE
(Sjogren's syndrome, SS), 12% {4 # % [F i} B4 LE 1SS, 7F
X 400 fi % 2 B A OLBUER A B E ., 237 6l 8E H i A Kk
FER (211 6, HdE26 61), Hep 125 6] (ZHE 11046, 5H
ME1S i) BEEEEZIERR N, X 125 8 E
21 {5l # B DLE g4, H 6 6ilw]i2MWrh CCLE, 13 il
BA &M R KB LIRS (acute cutaneous lupus erythematosus,
ACLE) FEfit, A& T —2L5 KUBHERHH X A JE R e
FHEH, GEEIEAR (n=16), BE (n=11), FEKIME %
(n=5), KRRIRZE (n=1), TEE (n=1). FEHKE (n=1), &
AL H AR B R . EFEREN MR R (n=5). FHEBRBR
(n=3), BEX (n=4), SHEZEEMKER (n=1), FEHKRER

i
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(n=1), ZEfrEBEERYE (=8), MEEEE (n=3). BOERF
AR (n=1), FEMEHENAMER (n=1), 7% (n=1),
A2 PIRERAEZHAZE | MEIERESERM LR, 86 fl&
EYHAEBHMHEANRE, 12568ES, RNBELERIBXRT R
(rheumatoid arthritis, RA) # 12 ffl, FIRTEAEZ KHULL. B
BEEMHALN . HLA-B27 LRI, BEECR . 45 10RE % 1 6,
sk, BF 38 HIEER LIMERR, 21 §lEESE FRRER,
13 BIEEGEHERE, 4 flEERLZHRE (RKEPREFER
). X125 6B E FR T IEERER R, 88 flAHE
ANAs [H%, 44 5] B % Ro/SSA #1 La/SSB [F] Bt PH4E, 45% f &
# H A Ro/SSA HiifkfHE, 7E Ro/SSA il La/SSB £ A fHIER) B &
B ANA (FHPEEZR S 84%, H 22 il & Ro/SSA [,

£ [E 2015 4£—T4tXf SLE # CLE By RA TR F HEM R ER,
CLE f9 &% K 42/10 7, SLE BUERE R 2.9/10 Ff, —FH K%
REFAR, CLEFEBHFH AR HGF (2.4/10 77) L SLE (0.8/1077)
w3, BELZMEPREBEMML (SLE: 5.1/107, CLE:
5.8/10 77 ), Z4F#EFIMESIVE % J5 1) SLE BA 3K 53.5/10 77,
ZePER SLE e (94.2/10 77) 25 (107710 77) 89 9 f5.
CLE 1y /895 F H 70.4/10 77, & T [F # [7] # X 49 SLE & %5
(30.5/10 77), SLE BEH ZHEREHFHBER 20 ~29 F &
50 ~ 39 % (BFWHAMKREL R 411077), BREEEWN
R 40 ~49 % (79.6/10 77), BHREBERMAR 70 F G
AEHSAE (17.3/10 7). CLE §9 8B ELE 50 ~ 59 % . 60 ~ 69 %
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Fe= 70 ZFERYH AR & T SLE, SLE 7EZ0HME 835 U R &=
fy52 40 ~ 49 ZAERSEH (157.5/10 77), T CLE fE & B E A
R R 60 ~ 69 FEWA (21471077), FTEFMHEE
BIRREEE= 70 Z 154, CLE BE KRA SLE 1y 5 £k
AFEH 5%, 10 FRAERN 10%, 15FKERN15%, 20F %
HEFR 19%, 25 4F KA FH 23%, CLE Y A HFlE F 181G <
ROERI, 7E 60 ~ 69 % ik F| &g (9.3/10 77). B4R,

CLE #1 SLE {9 &% %401k, {6 CLE TEBMEMEBENHER I,

2. WERSGMEIHIRBHEHES (CSTAR)
X LABIRBRITIRERZ RIS R

CSTAR B & FH AL H L ES 58 SLE IR AL, %
HE—HEHNTHE LE BEHEEIKERIETIE, JFRT KR
{9 16 R A EERF 5T, 2013 4F CSTAR 4f % #f1 [l SLE B i) &
I RASAE HEAT T — R REAR B RAT IR BT 5. BT R BRTE
1914 il Zc P SLE B3 190 5] B4 SLE &, ¥ &IHER
#9292 %, ML —RIELRR 1 EUE (K% 303 %), 2002
A 84 il E (4.2%) A RIBER RS, wE 34 6
(1.7%) SLE i s #0150 5 (2.5%) FHofth KUBE M F S (30
il RA, 6 R %1 SS, 1 Bl RGERE . 1 BRI, 4 Bk
SR ALR, | PR, 3BREEEER, | GIARBR
13 BIRIBMEXTTR) . Bob, TR 2026 WEEIRIZF+AH 107 /
W (5.2%) FHUENR, LI 49 il H AT, 16 BIFEHA. 4 IR,
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& 38 B LIELHIC R, 2 ARBEE T B8, 35% #+ E SLE
BEXE A ANBBAMLT 1000 T ARTHRE, RA 15.9% 1
BEKE A ABWATE 3000 5T N R A ERIZKEE. 30.9% B
E SLE B & ZF| RIFHE, EINA 14.3% WEEUEZ TR
HE. 65.1% W E SLE BECH, 33.9% HEHEHRE, 121
B (1%) BEBELE, £FE SLE BFEF, ¥EEREE LHE
B% (53.8%), KR (53.5%). KM (37.5%). I/ R/
(31.9%). B (25.8%), WA DEG) L IR (5.5%).
B miERER (3.6%), FAFEIR (3.5%). LHEFER (3.5%) 5
HAhFEM (4.6%), 7E 2104 5] SLE £ F &, 1009 f5] (47.9%)
BE L IBERLTE, 18 6] (5.6%) HFE HIMMARLIE, 526 fi
(25.0%) BEFCHME, 466 6 (22.1%) B3 LI OB,
1147 f] (54.5%) BFHIKTTR, 345 ] (16.4%) BFE HIK
fE4, 1181 6l (56.1%) B HILIMAARBIL, 998 B (47.4%)
BELIER, 101 5] (4.8%) BE HIAMEIER, MEFRK S,
2063 i B & ANA FHME (98.1%), 699 i B 3 #71 dsDNA #i {% [H
% (33.2%), 350 5l BB EHL Sm L& fHE (16.6%), 189 ffll &
PL RNP (R FHE (8.9%), 497 il EHT SSA HiifkHME (23.6%),
224 5 B3 P1 SSB HUiAFHME (10.7%), 255 i B E Bt rRNP Hi{k
FHME (12.7%), 937 Bl B E AN T aPL, Hrr 414 5 FHH (44.1%).

CSTAR HYIX IR KR AR 70 -5 At 3 X — SEAASEAH 24 By 26
IBF R AT T B, 45R &I+ E SLE B3 o [ Bt 3 LR
FHE G 56.1%; MKW EE P (5 48.8%, T EWEH
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B 72.5%, KRR E AL L 18.2%, F4b, SLE BEH B R
W RERDH . FE47.4%, EKE402% ~ 55.6%, HiiT K
W 51.7%, BRPHARL 27.9%, T bR P9 AL 28 74%, A CHT R,
TE 1 [E (L 4.8% K SLE 3% H M L AER T 76 BRI A8 3 o
IR K AEFR 19.4%, KEBEN 12.1%, DRALEE N
22.8%, HI T ERMBHE N 264%, TEFE SLE BE FH KAtk E
MEE & 3.8%, FHARBIRMMMRE S 4.2%.,

3. BRAVABAIT HE AR LE BEHIERISMERITT
SEHH

2012—2016 4[], FATHBAAIE T &xkME—% CLE fil SLE
TR RBBIEE (BEEWHEARE), NHEARFLEZL
o0 55 15 % BB BF 9% (lupus erythematosus multicenter case-control
study in Chinese populations, LEMCSC) w3k %(#E, @A £
UL REMTTE TS, 2T T E SLE B E A IGIREFAE, FFEE
MREEMA LE R R0 SLE BE M IR RIFMEER, @i
S SLE 8 1) EEIGIRFFE, X2 EEA LE Fr 5% E 5
P4 SLE B # 1) E B IGRFFIE. 4347 CLE 835 Y Il R - 4E H
5 SLE BEHATHE ST, RENA LEfRFRIERMEENEER
W AE R G852 2 0 P S0 R 3R, I HEER 1997 48 5% [ KRR
£~ (American College of Rheumatology, ACR) K 2012 4ERZ G M
SIHERIE E PR & E4 (Systemic Lupus International Collaborating
Clinics, SLICC) SLE 4» 245 7E # & LE & % 7 X 43 SLE #l

/
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CLE By 4 1§, #2097 il LE @&, LA 1865 {5 SLE &
FHMABF (232 5l CLE BEBHERR 47). 75.9% (1416 fi])

f SLE B f74A LE £f 5 M i, 80.8% (1506 fil) #Yy & #H fF
A LE JERe R R R, M RZ R RN (LE £t R +
e TR BRRIL) Y SLE EE &L 90.8% (1694 i), KfikH
%t SLE ¥ B MRS, HRAGHARXTT (64.1%) > MK
(63.8%) > (53.9%) >¥HHE (13.8%) >HWEEL (6.6%),

%% 1416 il £+ LE 5 57 M K 4t SLE B #E 5 449 5l A4 LE £ 57
PERZ AR SLE B Y EZIGRAFAE R I, FERE LE Fe R E R AR SLE
BEFHR L EERRAAE (%R OR EHRMEBIEHES) . R
Z B (P<0.001, OR=0.360, 95%CI; 0.464 ~ 0.974). & % &
(P<0.001, OR=0.479, 95%CI; 0379 ~ 0.592)., WL R % Z 2
(P=0.002, OR=0.544, 95%CI: 0.370 ~ 0.799). %% (P=0.013,
OR=0.612, 95%CI: 0.414 ~ 0.904) . IMKELEZE (P=0.046,

OR= 0.795, 95%CI; 0.635 ~ 0.996) ; 7Ef¥ LE %5 5% f7 i SLE
BEFHREEEFSNAE (KB OREHSEIKHES) « ot
it (P<0.001, OR=9.686, 95%CI: 7.168 ~ 13.090). F & & 4
(P =10.007, OR=3.735, 95% CI. 1.337 ~ 10.435). H J& & 4
MY 3 (P<0.001, OR=3.124, 95% CI: 1.662 ~ 5.871). Ifil%& %
(P<0.001, OR=3.057,95% CI: 2.007 ~4.658). SRi@MEH% (P<0.001,
OR=2287, 95% CI: 1.831 ~2.856). Mtz (P<0.001, OR=2.287,
95% CI; 1.569 ~2.617), B S ¥k, 7L LE 455 % K #
SLE B35 * P B B BRARAA (5B OR 18 K3 & HE
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%) : ANCA (P<0.001, OR=0.527, 95%CI: 0.371 ~ 0.749)
F#7t dsDNA Fif& (P<0.001, OR=0.600, 95%CI: 0.481 ~ 0.748);
FEfE LE R 2 45 SLE B HEM R L EEAEWE (3%
H OR (E H = F{RHES) « 470 rRNP $if& (P<0.001, OR=1.538,
95%CI; 1213 ~ 1.950), #i Sm#ifk (P=0.009, OR=1.345, 95%ClI:
1.075 ~ 1.683) . #7 Ro/SSA #ifk (P=0.013, OR=1.320, 95%ClI
1.060 ~ 1.645) . # RNP #i f& (P=0.023, OR=1.295, 95%ClI:
1.036 ~ 1.618),

AT X R KAL) B R IRAG A T4

(1) SLE BERRGEZ R YT H Bk > X35> MK > B> K
JRE>MZ RS LE FrFtE A 3R] K SLE B RZH M
IER G2 FE XK LE FrRtE 25 LE JERr R R R I H 7
SLE BE & I HT (RNP Hf& . HT Sm Hiifk. #T Ro/SSA
Pk X 3T RNP H {4 BH 4 7] 38 0 SLE 23 H B0 LE £5 7 K i
KUKz, T ANCA K4t dsDNA 470 {4 PH % 7T [ {I% SLE B3 13 LE
R S B A B ALK

(2) SLE &% CLE B & &KW R, LHWhlE, BEER
R LE BEHEANEREZZNEREE,

(3) ACLE 47 SLE B # &% W, CCLE i 7E CLE
BE PR L., LE ¥ 5 BB A IE R G832 B KR A
ACLE > SCLE > CCLE, Tfi H.iZ % B4 Kz 45 i) I Ik 5 4t 32 2 R
T RRA R, EE8EA SCLE RIRN NIE RS2 2K &
TR SCLE fZifi, &P S A LR F#Y LE $7 57 B2 45
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X R kN E B

HEENIERGZBWERER: RCEIN, 4RZELE JEFF
SRR I ENIER G Z R E R,

(4) FSPBRZEY DLE f2ifi. ML PEEL SCLE B 45 fl Y80 1
ALEFRMHEMEEHAENERGEZZNMLRIPEER: ¥
B, Z &% ACLE 45, i dsDNA HifkfHHE. ANA [HPE, M
R, BWEHFZ. M. T RNP FLE& FH R 78 MR & 21
A LE fFrrtE R EE R NERGEZ Z2M L EBREE,

(5) 1997 4£ ACR J 2012 4E SLICC SLE 43 2543 ME X T X 4>
H[E SLE [ 34 & CLE & A B E I SUstE, ERFHEERE.
ZEVUM—EE, SLICC FrifEf T ACR i,

ZWF R 2 E E AR B LA CLE #1 SLE A8 5% B n ARFHY
KRB, ZH.0 LERFIPHTE, 2EPR LENEEK 1997 4 ACR &
2012 4F SLICC SLE 4> 2547 #E X 4+ SLE &% CLE Wi A BEtE 451
AIBFZE, & EE RXTIX P 4 B e B A 2R T LU R .

Z% 30K

1.Deligny C, Clyti E, Sainte-marie D, et al.Incidence of chronic cutaneous lupus
erythematosus in French Guiana. aretrospective population-based study. Arthritis Care
Res, 2010, 62 (2) . 279-282.

2.Durosaro O, Davis MD, Reed KB, et al.Incidence of cutaneous lupus
erythematosus, 1965-2005: a population-based study. Arch Dermatol, 2009, 145 (3) .
249-253.

3.Gronhagen CM, Fored CM, Granath F, et al.Cutaneous lupus erythematosus
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1088 patients in Sweden. Br J Dermatol, 2011, 164 (6) . 1335-1341.

4. Popovic K, Nyberg F, Wahren-Herlenius M, et al.Aserology-based approach
combined with clinical examination of 125 Ro/SSA-positive patients to define incidence
and prevalence of subacute cutaneous lupus erythematosus. Arthritis Rheum, 2007, 56
(1) : 255-264.
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population in the United States. Arthritis Care Res, 2015, 67 (6) . 817-828.
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RUE ST SLE MBF R C b7 T — 2 A, SR H &Ll
B BEAT A+ 43 BHEf . 2 8eEE RN Z R R IR T R
Bl b, ZBFFEHERR MY, £/ (ultraviolet, UV), 2
Y, RESENEN, B RMEE ST RGN FE, 5
SR L A T ARG AN AN R T B PR ASCREIRR. R A R
fRiEEE, MMP=E KB E SPik, RASELMHAASER
i (E 1), BT 90% Y SLE BE AL, Hik, MEEETE SLE
i &R RS R EEREM,
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Triggers 1

B0 vaintection; _. Geneticsand | ',':fo':,';:,‘: 3
i ocmonsayy _epigenetics |
y
‘ ) NETosis
2 ‘ : =
A [ | Pysregulated )
BandT slgnp!lng apoptosis & Impaired | —
abonormalities | | clearance of cellular ||
‘ T e - T o SRR MoandDC
| | } abonormalities 7
¥ v s
Tolerance » o ) . SNEC/neo
breaching /J epitopes /
Jo S X Low 9 iy
L complement v
4
Antibody |
formation and I —

perprtation |

T —— SNEC: secondary necrotice cells
1 MO. monocytes
DC: dendritic cells

5
" NET: neutrophil extracelluar trops!
Autoantibodies and UVA: ultraviolet A(radiation) |

organ damage — .=

A
|
\
|

1 SLE ZfR#lBIR B AN (RELFHE 1)
TEREFER [, 2SN AR R RREL (A0 UV ARG ) |, &AL B ANARAN T 40MME S @M H
KR AT A AT Y RE R, SR S AIE BRI, B SEALEER . Hh,
ST RS AT Y BUE SRARS  RTOIRARE I . PRI AET BT (NETosis ) . FH%
) BEZ 200 TR SR A R LA ARk A MA (E R 51 64 BB 3GHK 1)

SLE 2—8 M B & sy, HIEEREFEFENFE
EAGH) T R AN B ik B4R AR KRB/ B B Pk, TEHA
HETERETIAE Y, RASERIEMARSEE RIS,

I EMJLES, AT ST aFnA R, ERATXE
A T A BRAR AN (AR BR T 4H A A T FNIRSE ., SLE M35 7R 40
WM EZANZEERIN T, GIFE TR, 40
SMFETRIMBET-FEF (NETosis), HWE, STV BIER S, *ME
PMERIEE, XEFEEGFEE SR A RBURE B,

AR AL TR 0 R S B N B SPURE R R R R
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ERME AN, XLERS 5T SLE WK A K.

R IR R . &A DNA 2(# RNA W ERE G
# (nuclear protein complex, NPC) 7£ SLE %t s T
HEREMIEM. HATHFREHE DNA E6Y) (IEY G A4
fShEE, WILL37) F1RNA R &Y (£245F smRNA, Ro fI LA
HF) # R E SPURAIE S, 3X LA AR IR NPC BEHE 1L K
REIERG, HESGRTHUREIERE &Y R (2 RAEHHE HE 14
W, &, NPC i 24MELERE, SBE FRVHE
T A=A, A& REE YR NPC ] @ i #MA R ER Y.,
G EAAZ AN, EVEYHAL, WSO AR DA R MR A B Rk
Feg 224, DAKIEALAHML I RIKH Toll BEZZ{K, K25 SLE ik
Pl . DA LIXSEEHEE S5 T SLE &L .

4. BEma AT Mt E SLE M SIS R

AT (apoptosis), XFRAANMIAEFIESET:, R4EFFL
AR RS ERRRE, M 0E A S E M Fas-FasL @42
1 Bel 2T/ RN IRIES R SER . R, Frhl2 T 401
FTCRIIGN, £ SLE BEFELR T/ iZ4MiE, A, SLE
R Y 0L -t B UE BA AT AT 1E 35 A Ib B2 400 R P 2 Y ) O
=, XA[fES SLE B3 M{F + Al e FasL FikTtws, @il
{f Fas-FasL @ B¢ /M FRISNEEE A X, BAa, REHEMEE
425 SLE #9 %4 & fRIe?
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7E SLE B, EWRYNM R fE K i i 2 A - R ny 4,
57 210 T R TR A, T X 8 TR 8 e TR RS O T A
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