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3) R 3Bz EEI NI, D)L AREKRM
BUREMIRLEALNS, HEERE 2o DM
BFHRROMOMBICE T2 ZNEEKETH S, FKigm
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@EX 5ER
HFAER xR 75 Bl Reilly 64 1
FiE (%) BIE (%)
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B A 6 (8) ‘
CREpS M 5.( 8)
FAY M E R 5 (7 2(3)
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LEHERR 3 (4
it ] 2 (3 2 (3)
EETID 0RO
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’ I (%) fig (%) -
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B m 12 (16) 35 (55)
R OB 10 (13) 6 (9
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W3Y, k7, EEEERE LD EGENICFEED
FFEHEIE DS A S Tz & DIRED & 3519

4. ¥ #

AEEIC K BIEHIE 2~4% L WG ST 51010,
AHTH 4461 (53%) DFEHEFDH D, LRI Z
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BRIV CH DT, THAED Zhs % MEERH
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1. BRRRE & BGARFRR FEIRD
BhE

TS 1 I SR A I 95 R E hereditary hemor-
rhagic telangiectasia (HHT) {3, H4ERFIZIZ 2 OER
RIS TR, FiEERS IO TR
FichoToa Y~ HHT ORMIMERE
i, BENICELLL T Z e nTws, fx
DERBEDE I, BE, REC Lo TEEEh, BT
TBHIELHEY, REABRE EDIEVBEE R
Tw, BELZBEZCBLE, 31F, AUEE
¢, BE, DN, BRICEEMEREESHEL,
FERE P ERNIT — RGBS, DNERE Clcliias
7%, HHT BEEZED 30% TiZ, 20 AT BRI RKRY
MEFFESHEL, 20 2/3 T3 40 RUATIZHE
THEMEINTVS (F13)3,

2. MERFOREREZE

a. ARtHMEIRE BHM

HHT OFRMHMERRIZERL & dITWNT 279
WO HHT BB L 2 LS A U & 9 g 5 2 &8
EZonb, EFREIINES LS, Enaeg08
DTN BO &) R/ RN & b BRI
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9 L7iER I3 HHT &0 QOL 2{E T ¢ 5. &HiIM
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22)19 —gREYIc, HEEH B VIEEIME ET X9 %,
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b . FEEIERIREA DFEIREE

FitEhE IR pulmonary arteriovenous malformation

ETED o TEROHRERY
£ 0~9# 10~19# 20~29# 30~39 @ 40~49K 50~59 B 60 MLLE
RiEm (h=402) - 37%  33%  12% 7% 4% 2%
MEHFK (n=406) - 10% 20% 20% 18% 11% 5% 10%
HEEHD (h=114) 4% 7% - 1% 25% 18% 21% 4%
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FEAESEIE D PAVM 1E X AR TR A VLIERE EHIC
BRICEINT 2 LWEIN TS (K 23b)%,
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R ENERIRA T pulmonary arteriovenous malformation
(CAVM) i2 HHT RBEED D% { & b1 10~20% 25
£330 G, CAVM DFEG/NRHIC TR T
prEEIh TV, —H, —#ik AVM DOFE

80 90

100 1

75

50 |

25

% of patients with infection

1 4 I ! i 1 J

o‘l
0 10 20 30 40 50 60 70 80 ¢

age(y)

b, MiEEE 2O EERPED LR FH

i, BLALDEFIZEWTIREHOKD Y £TIC
SERT 3 EHRESIN, HRFR EORFICEWTES
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venous malformation (HAVM) O#EEI 74%, 2L
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