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AEBIER(B) F X RERERSH(R) RESTIHESGE)

PPN 28 21 7 13~83 54.8
FMIRAIPN 206 104 100 16~88 61.6
(BE) 66 34 32 16~84 57.7
(FhEEY) 151 50 43 17~88 63.2
(=53) 45 20 25 19~90 63.8
EREFEIPN 11 3 7 15~77 41.7
Wegener 3 EAE 176 73 100 12~86 43.7
(EHA) 63 23 40 12~71 40.4
(ELHA) 40 20 19 14~78 42.8
(ELKEHR) 73 31 41 8~77 46.9
AGA 73 _ 30 40 16~86 48
MRA 72 27 45 13~79 52.7
(Bywater®Y) 48 19 29 13~79 52.7
(Bevans#) 24 8 16 23~78 52.8
£3
EFIL(E) F@) BHRED) AFRED FE(F) FEAGED
wHERAIPN 28 13 12 0 0 3
FARERRIPN 206 73 87 0 19 26
(BE) 66 7 39 0 8 12
(AHEE) 151 44 33 0 7 11
(£53) 45 22 15 1 4 3
KB RERPN 11 0 7 1 2 1
Wegenerp 3£ EiE 176 34 100 9 24 9
(EHR) 63 5 37 7 13 1
(ELEE) 40 10 23 1 3 3
(ELKHA) 73 9 40 1 8 5
AGA 73 9 53 0 3 8
MRA 72 16 31 2 12 11
(Bywater®!) 48 11 21 2 4 10
(Bevans#l) 24 5 10 0 8 1
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FEGIER () FETER(%) RAFE(%) BEE(%)

T HAYPN 28 52 48 0
FEERRIPN 206 41 48 0
(B2 66 13 72 0
(FREaY) 151 52 39 0
(253 45 52 36 2
R EEIPN 11 0 70 10
WegenerPI3F JE1E 176 21 61 5
(EHH) 63 8 60 11
(ELER) 40 27 62 3
(ELKHR) 73 13 59 1
AGA 73 14 82 0
MRA 72 26 51 3
(BywaterZl) 48 29 55 5
(Bevans#!) 24 22 43 0
#&5
EEMOIET X CORE
FTHEFE 6HBXE 6~124H8 1~2FXkE 25LE
(&) (1) (1) (&) (&)
HHAPN 13 8 3 0 2
SAMSR PN 73 48 9 8 8
(BR) 7 4 1 1 1
(RREFEY) 44 26 6 7 5
(=5%) 22 18 2 0 2
EEBEIPN 0 0 0 0 0
Wegener 3 fE 34 6 4 8 16
(EHA) 5 0 0 2 3
(ELHER) 10 1 2 3 4
(ELKHE) 19 5 2 3 9
AGA 9 2 1 0 6
MRA 16 5 2 2 7
(BywaterZl) 11 4 0 1 6
(Bevansfl) 5 1 2 1 1




X 1
Survival in Five Collagen Vascular Diseases
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X 2
Survival Difference in Subtypes of
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Survival Difference in Subtypes of
Wegener's Granulomatosis
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Survival Difference between 1983 and 1998 Data in
Polyarteritis Nodosa and Wegener's Granulomatosis

Percent

Survival
(%)
100_
° o WG (1998)
- « m-PN (1998)
50 - _e classical PN
| PN (1983)  (1998)
WG (1983)
T T |
5 10 15 yrs

Survival Time



B 5

Survival Difference between 1983 and 1998 Data in Allergic
Granulomatous Angiitis and Malignant Rheumatoid Arthritis
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Survival Difference between Two Groups in
Wegener's Granuiomatosis
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(EMIBRBIME (KBRAERE . N—Tv —RRERERTHOARMERTH B, —IIERERFE
FiRE RV EEORECIRENEROEENTRRIN TS, &K CIRHLABRE TR S CNCEHED
RADBEFICODNTOHEBERS Lz, [(FEE] 9TE£0BTHRABEE. 100801~V —HBELD
77 ADNAZ BB, HLA-B. DR, MICA, TNFa@ODNAFZ 1 ¥ 72T WEBELOHEZET Lz, £
FHLABRZFREEOS A 709 F 54 bY—H—2 R0 25— efiTsi,

[BR] 1) mEBR%EHLA-B5272 5 NCB39.2- QM 2ED . 2) BB CHARICEHIREE
MBI, 3) MICAZSINICTNF a & CEREZ2ED RN, 4) N—2 v —F TIHHLA-B54 &EHLA-
DRB1*1501 & OB R, 5) Fi-ic2BROR—I— L OHEZELALE, (R BEHIRA.
N—Tr —RORBICHLASD FHRSBEET S T ENBE S Mo 2. EEHLABA QKRG OBETFIFH
$E S B L T B EIER AR S T,

Genetic factors in the pathogenesis of Takayasu Arteritis and

Buerger's Disease.
Fujlo Numano (Tokyo Medical and Dental University, Department of Internal Medicine)

[Purpose] The significance of the assoclation of HLA-B and MICA, both of which are encoded on
human chromosome 6, with Takayasu Arteritis and Bueger's Disease were evaluated. And we also
looke for unknown genes locating near HLA that is highly associated with Takayasu Artetitis by
linkage analysis. [Method] We have isolated genomic DNA from the 97 Japanese Takayasu patients
and thel00 Japanese Buerger's Disease patients, Then we did DNA typing of HLA-B, DR, MICA and
TNF-a. We also did linkage analysis of Takayasu Arteritis in the HLA region using
microsatellitemarker. [Results] 1) HLA-B52 and B39.2 are highly associated with Takayasu
arteritis. 2) HLA-B 39 posotive Talayasu patients singnificantly have renal artery lesion. 3)

Ther are no significant assoclation with MICA, TNF-a with Takayasu Arteritis. 4)

HLA-B54 and DRB*1501 are highly associted with Buerger's Disease. 5) Two satellite marker



those are highly associted with Takayasu arteritis around HLA genes are newly identified.
[Conclusion] These data suggested several genetic factor including HLA and MICA might have

some role in the pathogenesis of Takayasu Arteritis.
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BRERAR (RERAERE) EWIHIFRET2REORFEEOERATH Y., L L TRBRZS
I OGN E THLIREBIR. HE TR, WER. SBIRCRENET, ZRECREDIERSE
BT, IRSIEDMARBREDZEIL, KAEE, Mk, LHEE, BHEOELEREOHEEE
RZHERIT. ERARCRAEDETIOTEZHIEL. RBIRE. RBRAFAMAL2EC. LF2.
FEMRIE. KERBHORHE L5, PEORRBIERTATHS 500, —IMERAERAR EIC L DELHER
ROERICIBEEROFEVRSEALSNS, T/, REFMUI/LOU XNROBENBD 5. £
EOEBIISDAFENBFNFEOFREERD S THD ZEAMEHREINS, TORBESEEHMAELT
WEBETEHERDLLEALGNDN, ZO3EBARAFEECHLEZAFLUTHIAZSTNCE Ml
BT LB CEET HAMICAD T EOBRICOVWTERHZAWILET 2T 72,

[ & H i)

BREABZHRABEITE S TICN—I» —RBE1004. BELZI0OADHMmMIRE DilH L/ZDNAZ
A, BEHRASHLARGT. MICABEGT. TMF-aBEZF 0B 20N TRNLE, EN—Jy—
WEHLAZ S AR NCNOF 1 B2 78T o, RICHLA-BIOBEA B LZEIRABREOREBOSUEHRS
T 502812 5 NCRECOEENZIHLAY 1 B 72T - EBEBIRAEBFI 1268 OBRES
. WEIOEE. ABRAMAERE. BAMOEES. BLE. SHBLE, NERES. #hEs R
2, RETCZOMMOEBHE. RERBAOSHOEFEIIOVWTHRNLE, MICABETFESSIFV L
WRDWTSNAEGCTY E— MOSE (MICAL1-1.5) MM EERMICHBL. PCR-SSCPEIZTY T
Ui, ¥RINF28ERZFO7UE—F —EEOSRE2MAV, BRBRARE & OBV THREL
oo —H. N—=Ur—HWRBECE L, HLAY SAIOBAFARS T S ANDDRGF DI A U FE2TF -
Jzo Fiz, b MREEER LOHLABRGETFHBEOSYA 7OV F 54 M—A—2BWT. RADERZEFO
EE=fTro7z,

[#5 2]

FOFER, HLA-BE2RZ 5 TNIBI0. 2N EFHICB W TIIRE LB MEATA 2 Elbho 2, 2, IHh5
ERBIZDNWTEM L EZASEBZNEHRFECHERICHRAL Thwa L &tbhofz, INETH
HLAZFO D5, iy A0 FTHHHLA-BEBRYRARELOMODOIKEE L TEL, METLDE
FADEREIRA LB RIS SHLA-BS2 R B LU TERLY. $HZCB39.2HABRBRA LB DNT
WHZ ERbho (B . BE2BMRETIIRMEMAICHEL TRECEENRLS, XVEEOATOT R
PRBIZR-ED, REBRARERENIVESEECRDSNE I E2RE L TERN, BI9BHOEETE
FRZEBFICRENARREICDNWTET L. TOHR. AECEBRFERLENZ &M,



EEMICAZ F EOMBERNT 5720, BOLIY VCHEETAGCTE— M 2RWHEBERT L E
A, TUN1ARsTNC1.2E0FBERERARY o, FOBROEFTOMER. MICAL1RS N2k
ZFNENHLA-B392 5 LNCBo2 E B#EFAEHICH V. MY L TEARERELE SOV TNEDO TRV &
Rhiok, HLABRRFEHICH B INF e iz 70— —HBROZSHER BT RT > 20, FEL
HEZ RO b (E1) .

Relative risk of Takayasu's arteritis associated with alleles of HLA

oPB1 DaB1 DRB1 TNF. MICA B A
0901 - 0601 -t 1502"“"""3"9'!A"""""""'T_2"' 52 - I
RR=3.0 RR=2.1 AR=2.4 RR=t.4 RR=1.8| RR=3.2 RRA=0.%
{pc<0.02}  {pe=na) (pc<0.03) (po=ns) (pe=ns) | {pc<0.003) {pe=nn)
EERREY1: .Y % : EETTTTTIOPRSS I T 39_2 [N
RR=1.9 RR=1.9 | RR=9.6
{pe=ns} {po=ns) | (pe<0.05}

susceptibility?

m
“,,“,,.0401 "0405"3"2'3D ............... 1.4 ........ 54 .............
RRA=0.43 RR=0.49 RR=0.35 RA=0.50 RR=0.50
{pe=ns) (pe=ns) {pc=ns} (pe=n3)  {pec=ns)
resistance?
e RSN ISR NN ANaLs vnE RN RS Ad frr st i a .

K1 HLASER & SRERATE & OHKR

KieNn—Cy—moORRICEb2BEERICOWTRN LU E, FO#RHLA-BS42 5 RicHLA-
DRB1#1501 02007 LIV EMY UTHETS Z Etbhho iz (H2) , BEEZNETHOT LJWCE Sk
BT RENED SRR WMERR LD DR LA THS,

Association of Buerger's disease with HLA alieles

patients controls RR

HLA aliele (n=100)  (n=308) .R. P pc
B*5401 29.0 % 143% 245 0.003 <0.01
DRB1*1501 28.0 1.7 294 <0.00001 <0.0003
B*5201 11.0 253 0.35 0.04 ns
DRB1*0101 6.0 12.8 0.39 0.03 ns
DRB1*1302 4.0 135 0.31 0.03 ns
DRB1*1405 1.0 5.8 G.16 0.04 ns
DRB1*1602 5.0 1.6 3.19 ns ns
DRB1*1502  22.0 257 0.82 ns ns
DRB1*0405 34.0 257 1.49 ns ns
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