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Central venous catheter: Hickman Catheter
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Porta-Cath



A VER IRy 1k Pl 568 o Bl T 7
S )

—SRTEP =RBITEH A S IR KEH  Regular continuous treatment initiated in the
Primary prophylaxis tﬂlﬂlﬁﬁ, ﬁ,ﬂ;ﬁ%@ﬁ i absence of documented osteochondral joint disease,

determined by physical examination and/or imaging
studies, and started before the second clinically
evident large joint bleed and age 3 years

—ARTEPE TE P R B DA b R JBE R H I, Regular continuous treatment started after 2
Secondary prophylaxis  {Hig2¥% A H IR E R,  or more bleeds into large joints and before the
€ W FrETED onset of joint disease documented by physical
examination and imaging studies
=2RTEE R E%%, €84 Regular continuous treatment started after the
Tertiary prophylaxis TH G 1R onset of joint disease documented by physical
examination and plain radiographs of the
affected
joints

Fein gt —FR/DA5 R 2T IR HE
KB = Bk, W, B, M, A



F- Iy Bl H At R AR ﬁﬁ?ﬁ B P 7
o f£ j‘i%/uﬁ $§i = JE i

He

o [t

* 17

o YJB

LR

THFEE B

° fCFART

YR BT

-I-.I.-l-

?{J%Jx{ﬁﬂﬂi 1

il

N

rﬁfﬂu ?ﬁ%

’@%X,A@ﬁﬂéﬁm
» FFHmE,

apidll]

T



o« — A/ N RRE, TR SRR TR R B A S B B i o
o WAERAT LWt 5 BN A BB 0 N\ AT REAS 5 BRI TR

ki) Y5V FE BB R
o AR NI 38 W) AR TS, b
o WL PYMR I AR R 55 R 0 2 o 1 I

-I-I.
S
)

XN R




#mﬁ@l¥/%

o VRN )\ [R

(

3111y S

7§;‘I¢/‘~E }:

b5 o

KA ML A% Y

)

H 5 I 5

¥, FTLE

-

17, AL vWFET 7] FH{ETR %Evon Willebrand Disease

¥, RESFHMEF (LVIL,X)

SRR S5TR

AL

.

4% FFP, &1L 3 cryoprecipitate)




L& MEZ DDAVP

- DDAVP &% FR R AhE, HAHR/\HEFKF
o B R RN MARA B, IR 3-64

o AR S0 P IV S A 22 )

» HEEAREAF, ZEAUMRK

» I DDAVP [ R B S T
- FE N B A FAIDDAVP, E/\HFARRE, 2%
AR EHESE -

- BT Bk, BETHES, (HK)




Uk I %% Rl 7 (Extended half-life EHL)

o FRAJCHE ML PN - ] Pl D3 A B

o BERE2-3IR{EST R, FIRAIE

F o

& 21l

—

\

=bi

)

;I~_

Lbb

o ZE T O ST B o, D5 R

A

-4 T e

_‘ﬁ/‘

(pegylation, glycopegylation, recombinant fusion to
immunoglobulin (lg) Fc, modification of the amino acid
sequence to create sites for site-directed pegylation)

o TR JRACEE Al

i

A1-20K, A3 R SR E

=




Elocta (rFVIII-Fc) Biogen/Sobi
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