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@MEICDOVTIE HHTY, HHT2 &SRO AVM B R ICB <, REMENSIRICIIBES I EE
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rhagic telangiectasia, HHT ¥ 7z l& Rendu-Osler-
Weber #4) (%, REDLIBERIC E 72055 E DIFRE
HEREBME T 3R RaEERREREERTH S, 2
DREFEIDPRDDIEBPARLNED, HTA»SL
10,000 Alc 1 ABRETH % EHEIN T2,
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FEEL - DR BN, 2N FNORBEFZRRT 5.




BEIE F A

D) HHT ORB S EREETF

(CLEr 4 &, —8BAZ)

(E20D) HHT1, HHT2 BKUENUSAD HHT (LB DRBRZEDERE

Gl telangiectases: SE{LEHEDFRMMEILIR, HHT? 1 HHT1, HHT2 BISD HHT, p: HHTT &
HHT2 DLHES

1. BInFE ERRREDRE

a. BIFEREHEBEIRSE (AVM)
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EHSTE2Y, 4%, HHTI1, HHT2 M40 HHT FER
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5, PAVM (TR 2 ERMISMTE T, WiEE T CaT
EEEAVBR U, RIBHEMTTCE PAVM [CEBILICATR
hEosnie.

BLFEERROESR, ENG BEFI(C . 1134+1G—

498-03524

£ SRR

——

) HHT2 FEBIDRIER X IR EE

A (p. A378A) ZEZBHUE, COEERIFEEBTTFD
OV 8 DRYIDIBEIC G—A DEBEHHFHND
BODT, PZ/BIRVICEEENEVD, AT5A4R
REFRITERTHD, ITITHEINTLD?. U
EHS, AEER)E HHT1 SEEERZT SN,

b. HHT2 @ 1 fEHI

55 Bk, MEREREZIRICHENRZ L. BF
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&, BRHCRHEMETREDSROOSN, AREBRECE,
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1. BRARWE CIRARFTRFEIRD
BhE
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rhagic telangiectasia (HHT) &, HERIZIXZ DR
WS TR, FiEER SISO THERRE D HE
FI o T Y, —RiI, HHT ORMIMERE
1Z, BEMICELL T ZEBPIShTwS, fE4
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BLITEROHEERY

2. MEEFEOHRZR

a. REMEIRE SHM
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