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(Pathogenesis of Antiphospholipid syndrome)

WL BE] LU VIREFUAEGFEREAPS) 1T, BV U IREHUR@PL) & #Fr X5 #4K
DOHUERENBE T 5 B L)% iﬁu&fﬁ;@ﬁﬂ)&/\ﬁff%éo T4 | TU4E aPL 0 7 7
ANERMIED Y 27 IS LA a7 L=ftY VIEE A2 o 7(aPL S) ##EZE L, aPL
OPURITIMARIE Y 2 7 Z KL CTWDHZ L &R LT, L LEIBREAT oA Rigl—
AEH 72 s BNEIANC L 0 aPL OHUBRMEED L2 & 3%< aPL DFEEFSFF %8 8
72 APS OIFEIZ DWW CIEARBZ2 32\, AHFIETIEE —5F T APS [BF DKM MV > /X
Y7ty MENTZITUVIREEMBHO—Bh L35 & & HiZ, B _FE Tld ex vivo T APS B3
DO KRR I BEAZERAMIE(PBMOC) % i, H5# 95 RZ2HWT aPL FEAEY Ty hOREZ
iz, Fi-. FoE, HUZETIIEERICBIT S aPL OEEMICER L-, =3 Clt aPL
B E R (23 1T D I/ M) & MARSESIE U A 7 OBSEIZ DV T, aPL-S % H\ 7= & Bl ig
Wramz<motrL, FBNETEELEGET Y 7~ F~TX(SLE)$%‘ BT D RERMERRE
SHEEAEAON) DAY A 7125\ T aPLEB XM aPL-S & o f#|ZiEH L T 217 - 7=,

(ki & J5ik]
i AbiEE KRR R IT 28R £ 7212 ABE T @ primary APS (PAPS) i 26 44,
SLE &zt APS (SLE/APS)EFT 19 44, *FHR & L CTREFEH 10 4 01k L v PBMC

SHEEL., 77— A A RV —FHANT 20D T/ Beell 7t v MIBELZDOEEA

Fhige U7z, W2 PAPS R 14 4754 7 4 DNA Zlit L, SLE SCIfii#diE & o B 73 &
B TW5 21 FED —HEHELR(SNP) & RAML ) > Bk 7 & » b & oRgE<°, PBMC ®
mRNA FE 8L & OBIEIZ- DUV TREHT L 72,
¥ APS ¥ O PBMC Z i, B:3 L, 1 B0 6 aPL # /3 5 ex vivo D%
EHENLT D728, BEEB L OISO EZ{T -7, =D T, BD FACSAria™ II
% H\N T sorting 217\, APS 2% @ PBMC 7> CD19+CD20+ B cells % 721
CD19+CD20- B cells % deplete L7-fifiafitz it L7z, ZZ N OMalE% EFL Chisr
L7 CHeaE L, 548 BT aPL &4 HE R L Ok L7,
B 2F 2002 4F 4 A5 2006 4 3 H F CloAbHEE KRN 1T 252 LY VHRE
FURZRE UT=idke 953 4 2t & LT, aPL Btk - [atbBE Ic»> & | MR e, JF
M/ BED BE F, aPLO7 a7 7 AV, 7+ a—7 v 7T ORI O A iE A
Ny MIODOWTHRNT LT-, EIC aPL-S & /M3 K 5 @RI 17 - 7=,

HIUEE : 2000 4F 1 A5 2016 4 12 A £ ClodbimE R FmBENF T 2572 L SLE L2
Wr S, A BIAA L2k 150 40 5 b, B HIZ ION O - 27 V) —=27
H P BAET MRI M 2l S 7= 82 &4 & xf4 & L=, MRI # 4 T1 58315 C KRB EAH
|~ band sign % 388 7-45EH 2 ION(HEE, MRI #4 CTRIFT R Z 380 725 72 i 2 ION()
BELEHR L, MBEMOBREEE. aPL O 717 7 A /b, 1BERTO SLE OVEE:<0 Mk
BATR. TBENEICOW T Al X (T LT,



[FER]

BRI Y 8BRS T v MEFTORE S, PAPS, SLE/APS SR W T HICE N T,
5 & & e~ type 2 T helper cells, type 17 T helper cells @11, regulatory T cells
DY, memory B cells D/, plasmablast @I, regulatory B cells D/ 25 B &
7=, F7= Toll like receptor 7 (TLR7)® SNP (rs 3853839)7° memory B cells DJE/<°
plasmablast OHEINEBHE L CLTH Y, HIZ TLR7 © FitliZX47-2% Interferon(IFN)[
H D gene expression (Ly6e, Mx1, IFIT1, IFIT3)% % =7 {k L 7= IFN score D& fE & &
B L Cuhiz,

% & APS 83 @ PBMC % IL-6, IL-21, APRIL, CD40 ligand THil#4%. 55# L. ELISA
B LW eell assay W THEE EIEH @ aPL #JIET 5 Z & T, exvivo DR T aPL % &
B LW T 2 HiEE2MES Lo, B2, CD20 5% B fild % deplete L 72 PBMC DOk
EiEG aPL M S v7=—75, CD20 [ B fiifid % deplete L 7= PBMC O35 EiF )
51T aPL S S o7z,

% =% : aPL GIEEE B W TG X aPL, $712 aPL-S SAERENH O | /M
DOFIEIZ XY MARTEFRIE Y A7 WA EIC EH LW, Fi/WiEkds KO aPL-S iI2 &
% B RIENT DFE R, low aPL-S (0<aPL-S<30)EEFHIZI\N T, /MR BEI T L/ MR
DREL L CIMARIEDRIE Y A 7 A REIZ LR LTz, —7J5, high aPL-S (aPL-S>30)
BERICB O T, /MG OF B ClARIEDRIE Y A 7 ICHEZIZR O o7,
B E  BZS EfEAT C ION(HRETIE IONCRE L Holge LT, Bk, MUPALBE, & triglyceride
MJE., FmHAED AT oA F&5(>0.8 mg PSL/kg/day). aPL B3 L O aPL-S &fiE(= 30)
PHBEICERICA OGN, BICEEEMITICT, mHEDAT vA F&b & TG MIE.
aPL-S mEAMNL L7z U 2 7 K+ & LT &z, R aPL-S mfE22m TG e D &
FCIEIERITEWVEE T ION 23 4AEL TV D Z RS,

(B8] =0V 7y MEfrofEF, SLE CZhETHESN T 597 &y Mt
L FARROARAE D ERR S 4L, APS 28 SLE & FHELOIRRE Th 5 2 L SR S vz, 1T TLR7
@ SNP 7% memory B cells DJ#/)<> plasmablast @I, 35 KON IFN B D& (s 158 5
EEBEL TWAD Z B e (APS ABF 21T 5 B MO LI B AR ELA A3 -
LTWDAREM DNV RIR S L7, 3 3 Cld ex vivo D2 T PBMC 7»5 aPL Z A, i
92 71L& ST L, sorting (2 X AHEY 7 v b O L OB EIEORITIC LD,
CD20 fatk: B M aPL FEAEICBI# L T2 & B2 bivle, T ORSRITRMIN T
plasmablast 28I L T2 Z &2, H1 CD20 & / 7 0 —F LHRD K T APS (2% L
THRREPEGEONIRNT & EFEET, BREWFER TH -7, plasmablast # &1
CD20 [zt B flifa 2 #1132 16905 aPL OB IZ A 53 5 AlREMED & 0 R OIRHE~D
SIS S D, B =8 TlE aPL i/ MO B 13 EIZ aPL-S 3@ < . fiAefE
BETZLOYDHI AR L, Bizi/Ek s aPL-S OffHIZ X V| aPL R FEIZEB T 5
MARSERIE U A 7 ZJ@RHE T E 5 a2 e L7z, HIUE TlL SLE-ION @ U X 7 fig i
Z1T\, aPL-S @fEA ML L7=Y 27 K1 & L THIO CTHl L7z, aPL (2R L 7= %) f
FEOHBNION DY A7 @b TW5D LB 2 L, TIEE GO 5%O R DN E
ENd,

Uitiam] APS R ICHB T KM M U > /<ERY 7 » b33 L0V SNP, PBMC mRNA 0D BHiH
ZHA G/ L, B aPLEAY 7 E® > & LT, plasmablast & 7e CD20 f&4: B #llfn
DG ZR LTz, BRRMFZEIZEIB W CTIE, aPL Bk M E O ARERAE U A 7 0%
~L, aPL-S #5807 @ik ##E"8 L7z, £7-, SLE-ION ® U X7 [F¥ & LT aPL-S &
A 72 1T U7z, APS IZREISRMEAZR I/ DL WEHEHIRB TH Y . 2 b O
b LR DN OR R 2 S, IRARMZRIBIEFTIEDOIIZ D7D 5 2 L IZHIFF
L7z,



