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I XLC®»I

N—F v MEOFIERRE LR ZHETIE R WA, K
TR E OWIBEEER O b & 121 5 A/ B3 K
MEH L TRIETA2LNTERELEZ LN TS, KIF
AT A 2 C HLA-B51 $UJ5 & B \CHHB 3% 2 L AF
HMENTBY, RROBBEZEEZBE L T L EERE
W7 L & b —213 HLA-B*51 % 7 &EFTh b L%
ZoNb. Lo L%eh S, HLA-B*S51 W ALEET 2 A
T MNIHARANTIE BREE HFET L5, RRE5R
JETHNEZZFDHDIZADODTNIEE R\, Lzd-o
T, AIRIEIIITRPUR 2 & O EER R HLA-B*51
LR DAL OB B R b5 L Tw b
EEZOLND,

I X—Fzv MEDOWHH

N—F v MFiE, HREIEHP TR S T,
W7 U TICE LI 30 E~45 EMED VIV 7 10— iR
WOMIRIZEIT LI ENMOENT VDS, 5D HIE
DEDREIZB TS BHMEO HLA-B51 P B AR
BREFEBRICHLTEZEICERALTWAZ®Y, HLA-B51
PUEDSAIR D SRELAT S HDFEE KIFLTWDH I L
MHEWZ WV, YL 78— FifvwoiFofwsRiZ A0
10 FABH720 10~370 A& @A RT OISR L, FekT
FI0AADZY 1 NS wENLERETH LY.
ok O — i NI HLA-B51 $UE S ED T OV 7 1 —
NEBHIN LR TERETH 5 L H 12, AERICBIT S
HLA-B51 HulE HBUHEE O MR V) 25 2 OFREEO Hidsiz=12 X
MrLCwa el S s, —J, 4507, KVhA,
IAFE—D—M NI HLA-B51 PR B s E 1L > v
7 a— FifVwollg s [FETH L0128 0b b6, K
HOHEBRIIAZ ) TBIORNV I T NVTIZI0 HAD
720 2 AR, T AFE—I2BWTUIIARRE DI 1L
ENTVARWVY, ZOORFOIRIE % HLA-B*51 xf 37
BIEFOATHET A LIITET, MOFEEROLRF
TEAZEL 2T 6%\, KR, Yvro— N
AHIFNAFEST 2 D12z, HARNEH CREEET 5
RFFOT AN WEEDOHRNTEIRBTEEDS AL RN
ZEVTEREZEDEDL L, RRBEICIEI IV O—F
JE DI 358 L 7T S A OSMYER A S L T AT
REMEDSE .

AR, N—=F v MEOYMYERE LT, MEHkD
B 3 v 7 EIH (heat shock protein : HSP) @R 5-757R
S TW5, HSPIE v v & L CAKB R
MEFRICBAS- T AMIIBNEHE TH Y, RIERED <,
a2 TT7 3/ BRSO Z DD TEV, KR
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R—F = v MHDOJRE

BB O TIENAI R # E R 2 S e L, 2
S HEHERF SO HSP & b kI3 HSP O %8 Xt
P HARIFDFEIET A &\ ) HOSRERSHE RIET 5
s 5,

M N—Fzv MEDOIRRE

EHEOXR—F = v METIE, BMRIERETRNO
HER EAR DR AERE S 52, S ER IR I o
ZRAIMERD 90% VL EA \5®, Evalishd & gameic &
DARNIZAR AT AR 2 AR ICELY JAAR, iR X (&
WS 5. RFOIERIFREIL Z OUFPEROFERETTHES
HHEEZLNTWA, FFEFZOHPERTIL, ELH
JUAE, WEMEMRR B L ORI A N A CEEERED L
WA HND =D, TLk, EAROBEEREOMINAER T
LWEDHMBEEEZT|SF L, AIROIRETRIB S
THEHEMEN TR o EROBERETEILE
RO BETIIBIE SN b0, KIRIZBIT LU
FRERDOFRBETCHE U P ER AR DORERERE Tl <, 5
POBERICEVEREINL Z LN ENL, oz L
2 HIFHREROBERESE & AR CTEBEICA LD HLA-
B51 BB O BEAKE T Y, HIFEE T2 HLA-B51
TSI EROFERERIEIC B G- L T AT REMEAVRIE S
NTw5b, HLABSL HURBGEE I R—F = v MNFORH
20D ST, WFRERIC X B IEMERE A REATHE L
Tw2®, 512, b b HLABSl EETF2 5B L7
FNF YAV x =y 7w ADIFHERL IMLP (Nformyl-
Met-Leu-Phe) #lH#Z & D iGHERRE L #EAT 501255 L,
HLA-B35 @z T % 3H L7z~ v A ClaihtEkFZ ot
E o722 X 912 HLA-B5S1 # {5+ HAA A
EROEREXHIH L, RBWOFIEIZEFEMAS LT\ 51T hE
BEATRIZES T WS,

N—=F v MEDRIERFNIZBT, HFHEROEREIC
Jo3L o 720) YREROMHEASEE SN, $hbb, K
IR OIFFRETZRN A P ER OB RETTHEDS T I 595 L LT
D, FOIRRENWAL T S 72OZITRATEM & LT 3k
DOEEALRER SN TS EEZ 515, HLA-B51 4
T EAEA LPURAR T F RS PUERIEE <0 ¢ T g
AEEAL L, ZoFEMfbs i THRICE Y ibs s
fli 2 DFIEEA A DA A DD ) 27 SERRUF I BR 95
ZIRANCER L, RRORIE « 50 IBDKT 5 L
H S, AIFIZ BT B I ERVERR TTAEIRTE 12 22 5 #4212
&, )Y SERRENS D GUWT DR A DA N A N
KRECHELTWAEVZD, A M IA v REET S
AV S— T(Th) MRS EAET 20 4 b h A > OFEFE» S
Thl & Th2 ® 2 FEIZ58 <™, Thl/Th2 Mo/~
T ¥ AOELI (R PRBFIEDT | S &L 0 b, —H#&IZ
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Thl fRfe (MR E OB 53 2 B ) 7 B O
gl, Th2 R EMEREOE S 3 5 &5 Mho HORE
BELT LVF—REOFIEICHEG T2 2 & PMsNT
Wa?, R—=F v METIE Thl B A b1 2D
FEA (EEI2AE K - (tumor necrosis factor : TNF)-a,
{ > % —uA ¥ (interleukin : IL)-2, IL-8, IL-17, A
v % —7 =1 (interferon : IFN)-7) 238% < s &
NTW B2 ARyERE T T MKIC/EA L Thl #k
SRR IL12 OFEN LA L Twb 2 b, 1112
HARFFIC BT S Thl B OFEICZ DO TEELZH %
HoTWwWab EEZ LN, —J, AKEHZ TIL Th2 ¥
4 b A ¥ (L4, IL-6, IL-10) DpEA b EFHEIZI LT
AECEAT2ZERMESNTBYY? ™, KFo
FHREE 1T Thl @721 T <, Th2 ~OfEfid £
AT S 2 OEEFHS TWBO0G Lk,

IV X—F=xv Mi& HLA IR

1. HLA-B*51 XiLE&ERF

o EEHR A E S T AR (major histocompat-
ibility complex : MHC) T & % HLA (human leukocyte
antigen) 1%, %5 6 FY ki F o 6p21.3 FHBL I FFAE
L, fEINE T BEMICHIE L Twa, HLA $HiE 08
LZFORKOFEEIL, WY ETLHL PO#EMLTLLT
BRLBELRLEEEZRTIETHY, ZOHENE
HERMMEICXY, BEISEOMAEN LT, BREED
WP RT SITEWVDPELTL A EFENS LT
5.,

N—F v METIX, ETELEEERE LTHLAB®
S1 %L A R &, HLAB #fzTaHie L7
HLA #EB OIS HEA TV A, —f&IZ, HLA 7 9 A 1
FTFAIIERPUR AT T N & D ICHLD 5AA&, CD8' T
RANOPURSER Z 1T 9 A%, ZORTF FIAEHE >R T
57 I BOMEIZL o THEERT T 8RR 5720,
FREDRT T FICH T HRBILENRECRLD, 1
WX DEEDPEET 2 ENH L. AT, EOR
FRIZBWT b BEHE T HLA-BS1 SRS B I2HNT 5
T ERHSNTWADS, BEENT &2, HLA-B51 #iE
E2WATOT I ERIREDANE o 72 K Fl—Td» % HLA-
Bo2 i ARG & F o2 CHB L T aw, 207
HLA-B51 73 o8R0 72 2 RO 7 X/ BRICH &3 A e
DPURART T P50 2 G028 Z S A0 O FE4E 2 1532 B
HLTWRWHEEIEZ 5N TWwEY, IEEDIEIC &
D, HLA 53 F L 6T 5T F RO S 1,
HLA-BS1 5 FHEEF—7HHL NI > TETWA
(http://www.syfpeithide/). L L %255, AIHIZH
G320 kB IOBCHRIZEZAHTH O, HHIKEH
329 A TEBRIOLRDBNPULETHS.

2. HLA-A"26 33ILERF

AR, HLA 7 9 A T fEIS % M5 L 72 565 70 £ B AT
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12& D, HAANZHBWT HLA-A*26 537585725 HLA-
B*51 b 37 A5 T\ ARAE L 7 WA 0 35 FRUR 2 ML 5 F
THbhHZ DG SNY, HLA-A26 ¥ 85T 13,
HLA-B*51 xf .3t fm T & 1388 L 2o\ OIS AT & Al
BMLTWwWA70, HLA-A®26 R fmT1E, X—F =z v
MEOH 2 OWEBIEZHEBRIET TH S Z LATRESNT
W5, AFRTIE, ZOWRVELETOELLN AL
TWAN—F = v MEEEIZEZEEED 80% T < (23
T5. LaL, MoORKIZE VTR E HLA-A"26 %f
SEIET OB Z RIET B S IIEED 5 Lo,
ZFOFBEOWGLIWFEIITbhTwanin, 5%%
S DRBETANG & HLA-A*26 k38 AZ T 0 B # % ik
THLULEND 5.

V. X—F=x v &Ik HLA Sk

N—F v MEEHZ D 20~50% (& HLA-B51 HLlE k&t
THY, AFREREIZIL HLA-B*51 st m - LAt oo
PRBEZ BT D BS L T A REED E . T4,
HFrHOEBEZUR T 2FET A28, RETALN
B RERESE 7 & S RBIEZ ML 2 W H L BIZF 2R
& L7z M m T AT | B £ Ve ge k2 f Ry 2 i
ML, RERZHBEETRERT L [&7 ) AN
BIfEAT ) 28T T B, TICARIRO Y A2 777 8 —
ELTHE DD o 7o BRI T 2 28 T 5.

1. ICAM-1

ICAM-1 (intercellular adhesion molecule-1) (X 5¢9% % ®
ML DA EAE % Hili 3 2 Mg g W<, FEICMmEN
AT T 5. SEMIG TIX ICAM-1 O 5 H 14
KBEHRLN, X—=F v MREEOCHEEO ELERED
BEIZBWT, WEEICAM-1 Ol iEE o _EA 258
HINTWD, ICAM-1 BIZFHICIZEEO LS T
(single nucleotide polymorphism : SNP) BSF1E L, ¥i4F
OWFFEIZ LY, ICAM-1 EIRF LRI AI & A7 B I AHBE
T5IEHHE SN TR,

2. Factor V

N—F v MEOIEARIREIZEHOEFNRIELY KT
ZETHY, FORIEDHHO—DIZ MR TERIR 2 % 5
JELR T VRS SN L, MAETEEIR IS EIRA D
PAENZPE, FRIRN Tk 2 TER L IREIZE 2 4 U %
0, ARREETIIEFEIC L CIeEIREEED )
A7 W4 fES L OWEDDH S, 1994 4, Factor
V B (nFHN O B 22K S (FV Leiden) 23 ML & s 5277 12
M54 5 2 LAY ST LI, MARMEEIRE D) X
77727 4% —%1LTFV Leiden 2%/ H &1, XN—F v
FREEIZBWTFEV Leiden "EEICEA LTS S
RSN TW R, F72, FV Leiden 2SHRAER &
BHEICHE T 2 L OMEbH Y, KREEOHEII TR
DEENRE SN TV BEYY —J, FV Leiden i A4
NTOMEBIH 27209 AR N ORI EE D%
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et Mt e
IFN-y JNY L mmanE Y U077 — IRIE

P il HEOHERE  REMERE, ELRBEE
HLA-B51, A26

O L4 i

— L5 g 7 = =
-3 BFHERRGE | AFERERRIET L VX —
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IL-12
IL-18
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IL-6
IL-12,23

TNF

~yaA7r—=7
HURRRAEAE

IL-23
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————+ TGF-B

L-6\L-21 @
Lo
HLA 25 2T —_— s

IL-13 IL-23 Pur—
S s rE BEH,
“AOEEER | amoms

— |L-17
IL-22 SR ERRAE
IL-6 EAE%EﬁE_

TNF ‘I"
IFehEkbEE

IL-10

1-1 BEBREEODY T bHA > & Behcet(N—F v M)A,
(HERIEE () 45 A b A > o, BT 28, 2009 £ 0 Ex#o 9 2 %)

FEICIEES L T nwZ EAHEI SN,

3. eNOS

—MRAb g 3% (nitric oxide : NO) i 3 12 L8 P B2 ATIE 7
LA g, IMELIE, M/MREEOIIH], Hifukizs A
FRBL OGS L O MEFHETH Oz SI/EHT 5.
NO i, L-7VF=rzd£H L LT, NOEGHEE(NO
synthase : NOS)IZ L D AR &5, NOS X 3D T
4V 7% =24, NOS1, NOS2 B & UF NOS-3(endothe-
lial NOS : eNOS) 2* & 72 % 25, IEAFEOWZEIZ LY, FIi
MR MRIZAEAE L, HIMEREE OB < A& LR 12
fEFF % eNOS OMIET-ZIAIN—F = v MFL HREIZ
MBS 2 2 LAVR &Y, GBI oARES BV
TNO OFLIHESINTED, eNOS EETZAIZH
R B NO OV HBAIFTHA LI L NEEREDRE B &
CIAETERICR & % E 2B T a LIRS LS.

VL bo> 3 BRI R LT ENTIC L 0 A9% & DA
PHE SN TWE, L2 L 3#ETF L& BITHEBICHT S
BIETRFEL, RIBICX > TdEE L T o7 A
FRELWHILH D20, WTFROBEZEFIZBWTLR
TEREFE e AR IZ R ST e,

4. IL10&1EZF& LU IL2IR % /- 13 ILI2RB2 &1=

%

WAEENE S N7z47 ) A/ AH B AT (genome-
wide association study) {2 & ¥, [IL10J 3 & OF[IL23R-
IL12RB2] @ 2 & {x T SNP 23 A\Fli % #8 2 T X —
Fx v MEOFEIZHE S BERLTWaE Z LRGSR,
C O 2 MIETHIE O SNP 12 & ) KIFOIAEY) A 7 DA
BICHEA LWL ENLTY, Lo T,
IL10 #fn B L OV IL23R #fn ¥ £ 7213 IL12RB2 #{n T
N LT RIEIRE DR ARIEOIREICR S35 2 & AURIE S

N5, IL-10 @ mRNA ZEBOMAH IL10 #E{ETF LoV
A7 SNP LB L T ENnAZ &5, Thl ZOR
PEIS A PRI 1) < TL-10"Y D ZS B T A3 A6 564
WBH- L Cwa 2 EMRmEE s, —7, IL12RB2 i
IL12DLY 7% — %Wk d 2@ T, Thl fifas
NK Mz S1258BLTB D™, )27 SNPIZLY
IL-12 1269 2 Sl A3 TeHE L € Thl SROEIEINE %
FUIBIERI LTV AEENEZLND. Lizh-
T, N5 2#ETFOMRELEIL, Thl RORIEISE
ERIT A4 A A 2 THDHIL10 DB ERKT X
&, ¥7/2—457T, Thl Mgt TET 2 L9
BRERTIIwWrEEZLN, 5D LRI Thl
RN E & G AL T A 8% % TAIR O FSER T 12 BE L
TWw5,

IL23R IF IL-23 DL & 7% — %MK 285 FCTh 5.
IL23 Lt 7% —i3 ThI7fifa~r 07 7 — V258
LTHY, T4, Thl7 Mg ISHIg/HEHER 2 & o
GeBitH, I ERSGER H TR A REISEL b o
TWAIEDNRIBENTVEY ™ R—=F v FHT
&, LARG2* 5 Streptococcus sanguinis 7z & O N5k 7 HEH
ERIE 1209 A RIS, BB RERES TTE L THB Y,
NS ORGSR BEIED M) A =12 7h > T\W 5T
BEMEAVRIE STz, 2 LT, ZHUC X ) iFhERS
TR IEE L, IFREREAROERED UL, S
LTWD I EPARFRELIEHR L TnELEEZLNTWY
2. L7zioT, IL23 Lt 7% —0#EETERICE
), 2@ Thl7 Mo IL-23 |2/ 2 Syl A 7o L
T, ARSI IAAERTI BTV BN 2 b
5.

DbaTlosrl, N—F v METIE, FOHRAE
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% BALRPUR A HLA 551 % /v L TR O RIEISE * &
L, €0k, Thl REIEISE, Thl7 REEILED5E
s @ cznsofifakiEol 7y —41 (IL-
1227 —%IL23 L7y —0F)DEER, Fh
SEHIET 94 M A (AL10 5T) ORE R LI X
D, INOORERHMMAE - ERL TWE, ko (7
L — )30 5 2 VWIREEIC [ o TIPS ASHERE, ik
WENBDOTIE WA LEEZLNS (K 1-1).

VI BbDhIZ

N—F v MEORREDL L OREBEZEEETIZOW
T, BHOMBEZIRZ THFL L7z, ILE OB TIFITEL
M ORI AN LD, HEORK B X OTHRED ]
FEMEF LNV TEREIER L TWD, ARIZES S,
BB MER IR T 2 [FE S 5 R 7% B i ZERIGH C
HY, BIEANAZIEEDOHED A% LT, EED X
V) B 72 B BT ROEIR &\ o 7 BRIREE S DR 72 e — 4k % 1]
BBICTAHEEZOLNG.
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