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symptoms suggestive of

1-2XUN  >2XULN
absence of acute (<40 pg) {40-100) >1
hepatitis) 0

Mutation detected
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Zn salts
(acetate/sulphate)

D-penicillamine Trientine

Dosage *>16 y and BW>50

Starting 150-300 Starting 20 mg/kg/

kg: 150 mg elemental mg/day gradually  day (max 1,500 mg)

zn/day div. 3 doses
*6-16 y and BW<50
kg: 75 mg elemental
zn/day div. 3 doses
*<6y: 50 mg
elemental zn/day div.
2 doses

Administration 1 h b/f or 2 h a/f meal

Monitoring ® 24-h Urine Cu 30-75
pug on MT Rx
e Serum Zn >125 ug/
dL
I/C for a drug * Persistent ALT>3X
change ULN and/or INR>1.5

* Poor tolerance: N/V,
abdominal pain,
gastric ulceration

increasingonce a  in 2-3 div. doses
week up to 20 mg/

kg/day in 2-3 div.

doses (max 1,000

mg/day)

1 h b/f or 2 h aff 1 hb/f or 3 h aff
meal meal

¢ 24-h Urine Cu e 24-h Urine Cu
200-500 pg on MT 200-500 pg on MT
Rx Rx

Poor tolerance or SE Poor tolerance or SE
e.g. hypersensitivity, e.g. allergic

fever, neutropenia, reactions, arthralgia,
thrombocytopenia, sideroblastic anemia
proteinuria,

lymphadenopathy
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HCV infection

Age

12-17y | <12y
— Genotype
BW>35 kg

Ledipasvir/sofasbuvir C1
90/400 OD for 12 wk

Genotype 1 or 4

Ledipasvir/sofasbuvir €2
30/400 OD for 24 wk

c1
sofasbuvir/ribavirin

Genotype 2 or 3 400/15 MKD div BID for 12 wk

sofasbuvir/ribavirin C1
Indolfi G, et al. JPGN 2018; 66: 505-15. 400/15 MKD div BID for 24 wk
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Age

Refer to HCV center

no longer recommend
PEG IFN and ribavirin as a
general treatment

Individualized treatment

° Genotype considered

¢ Severity of liver disease

¢ Potential side effects

e Likelihood of response

¢ Presence of co-morbidities

Possible off-labeled

DAAs regimen

Indolfi G, et al. JPGN 2018; 66: 505-15.
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