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Hemolytic uremic syndrome (HUS)
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(a) BESFHEEALEBELMEXGE, FAE (S. dyseneriae type 1), Citrobacter)
(b) /A% 3= AR (O 25k )

2. MFEASEE

(a) BIEHIFRFASTE T OIS (CFH, CFI. MCP, CFHR1, THBD)
(b) B ARETEILEF ORRETTE(C3. CFB)
(c) BRILHHEREETORE @ ¥lactor H HOHA (DEAP-HUS™)

3. ADAMTSI13 o gpmE®

{a) ADAMTS13 &= R E (Upshaw Schulman i #65)
{b) ADAMTSI3 ®HEKMHEE : /1 v ¥ ¥y —B

4, 3235 2 v CICHER (MMACHC)

5. F o — RN HUSUMAMERE & > 78 2 12804 2 5k

6. LS

HIV, #k BIEE, AL za-—)) CAEE EEEE £25fs 7w =74,

) v IR R R R

*DEAP-HUS: deficiency of CFHR (complement factor H-related) plasma proteins
and autoantibody positive form of hemolytic uremic syndrome.
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F2 aHUS BEDOHEMERFRE Cu™ L hg)”

CREF | vty C EneEE | aHUS TOREE
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WBEEDTE

RS £ 60 % (B L 7 4 3 ¥ 712 KT)
EEEE  30-40%

RIEEIL A L
R 30 %
B 40-50%

WA 160 %

T F /7L ESRD = <20 %
FELTE72ZESRD = 1 70%
FELEF/IZESRD ¥ 1 60%

T T -1 L ESRD 3 : 60 %

:E/-IZESRDE 1 70-80% | FREE 1 80-90%
T F7-IZESRDHE 1 60-70% | EHE  70-80%
BARER 1 70-80 % (M Z0HE & S iIFsE) | BT /21 ESRD 3B 1 30-40% | BHE 1 20%
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