"Medlon 16

Methylprednisolone 16 mg

Keep out of reach of children.
Read the directions carefully before use.
For prescription only.
QUALITATIVE AND QUANTITATIVE COMPOSITION
Active ingredient
Methylprednisolone ... 16 mg
Excipients: Microcrystalline celluiose M101, lactose monohydrate, dicalcium phosphate, povidone K30, crospovidone type B, sodium faurilsulfate, talc,
colloidal silicon dioxide, magnesium stearate,
PHARMACEUTICAL FORM: Tablet.
Produst descriptian
Awhite to off-white, oval tablet with a plain on one side, a cross symba on the other side, undamaged edges.
THERAPEUTIC INDICATIONS
i is indicated for requiring glucecorticoid activity such as:
1. Endocrine disorders: Primary and secondary adrenat insufficiancy, congenital adrenal hyperplasia.
2. Rheurnatic disorders: Rneumamld arthritis, juvenile chronic arthritis, ankylesing spondylms
3. Cpllagen di : Systemic lupus er systemic p itis), rheumatic fever with severe carditis, giant cell
arteritis/polymyaigia rheumatica.
4. Dermatological diseases; Pemphigus vuigaris.
5. Allergic states: Severe seasonal and perennial allergic rhinitis, drug hypersensitivity reactions, serum sickness, allergic contact dermatitis, bronchial
asthima.
6. Ophthalmic diseases: Anterior uveitis (iritis, |r|ducyc||tis) postsnoruvestls optic neuritis.

7. Respiratory diseases: Pulmonary sarceid, i or is {with appropri ki ), aspiration of
gastric contents.

8. Haematologicat disorders: idiopathic ic purpura in adults, ic anaemia

9. Neoplastic diseases: Leukaemia (acute and lymphatic), malignant lymphoma.

10. Gastro-intestinal diseases: Ulceratlve colitis, Crohn's dlsease

11, Mi ingitis (with approp 8

POSOLOGY AND METHOD OF ADMINISTRATION
The dosage recommendations shown below are suggested initiat daily doses and are intended as guides, The average total daily dose recommended may
be given either as a singie dose or in divided doses (excepting in alternate day therapy when the minimum effective daily dose is doubled and given every
other day at 8.00 am).
Undesirable effects may be minimised by using the lowest effective dose for the minirum periad (see section Special warnings and precautions for usej.
The initial suppressive dose tevel may vary depending on the candition being treated. This is continued until a satisfactory clinical response is obtained, a
period usuatly of three to seven days in the case of rheumatic diseases (except for acute rheumatic carditis), allergic conditions affecting the skin or
piratory tract and o diseases. If a sat y respanse is not obtained in seven days, re-evaluation of the case to confirm the original
diagnosis should be made. As soon as a satisfactory ciinical response is oblained, the daily dose should be reduced graduatly, either to termination of
treatment in the case of acute conditions (e.g. seasonal asthma, exfoliative dermatitis, acute ocular inflammations) or to the minimal effective
maintenance dose level in the case of chronic conditions (e.g. rheumatoid arthritis, systemic lupus erythematosus, bronchial asthma, atopic dermatitis).
in chronic conditions, and in rheumatoid arthritis especially, it is important that the reduction in dosage from initial to maintenance dose levels be
i as clinicatly iate. D of not more than 2 mg at intervals of 7 - 10 days are suggested. In id arthritis, mai

steroid therapy shoutd be at the lowest possible level.
In alternate-day therapy, the minimurn daily corticoid is doubled and
requirements depend on the condition being treated and response of the patient.
Elderly patients: Treatment of elderly patients, particularly if long-term, shouid be planned bearing in mind the more serious consequences of the
common side-effects of corti ids in oid age, p: diabetes, hypertension, susceptibility to infection and thinning of skin {see
section Special warnings and precautions for use).
Paediatric population: In general, dosage for children should be based upon clinical response and is at the discretion of the physician. Treatment should
be limited to the minimum dosage for the shortest perid of time, If possible, treatment should be administered as a single dose on alternate days (see
section Special warnings and precautions for use).
Dosage recommendations
Rheumatoid arthritis
- Severe: 12- 16 mg.
- Moderately severe: 8- 12 mg
- Moderate: 4 - 8 mg
- Children: 4-8 mg
Systemic dermatomyositis: 48 mg
Systemic lupus erythematosus: 20 - 100 mg
Acute rheumatic fever: 48 mg until ESR normal for one week.
Aliergic diseases: 12 - 40 mg
Bronchial asthma: up to 64 mg single dose/alternate day up to 100 mg maximum.
Ophthalm!c diseases: 12 -40 mg
t ical disorders and
Malignant lymphoma: 16 - 100 mg
Ulcerative colitis: 16 - 60 mg
Crohn's disease: up to 48 my per day in acute episodes
QOrgan transplantation: up to 3.6 mg/kg/day
Putmonary sarcoid: 32 - 48 mg on alternate days
Giant cell arteritis/polyrmyalgia rheumatic: 64 mg
Pemphigus vulgaris: 80 - 360 mg

CON' \TIONS: p tablets are

- in patients who have systemic fungal infections

~ in patients wha have systemic infections uniess specific anti-infective therapy is empioyed

-in patlents who have hypersensitivity to the active subs!ance ortoany of the excipients listed in the product.

ion of live or live, vaccings is i in patients receiving i ive doses of
SPECIAL WARNINGS AND PRECAUTIONS FOR USE
e

Cortit ids may increase to infection, may mask some signs of infection, and new infections may appear during their use. Suppression
of the inflammatory response and immune function increases the susceptibility to fungal, viral and bacterial infections and their severity. The clinical
prasentation may often be atypical and may reach an advanced stage before being recognised.
Persons who are an drugs which suppress the immune system are more susceptible to infections than healthy individuals. Chicken pox and measles, for
example, can have a more Serious or even fatal course in non-immune children or adults on corticosteroids.
Chickenpox is of serious concern since this normally minor illness may be fatat in immunosuppressed patients. Patients (or parents of children) without a
definite history of chickenpox should be advised o avald close persunal contact with chickenpox or herpes zoster and if exposed they should seek urgent
medical attertion. Passive il with in (YZIG) is needed by expased non-immune patients who are receiving
systemic corticosteroids or who have used them within the previous 3 months; this should be.given within 10 days of exposure to chickenpox. i a
diagnosis of chickenpox is confirmed, the illness warrants specialist care and urgent treatment. Corticosteroids should not be stopped and the dose may
need to be increased.
Exposure to measies should be avoided. Medical advice must be sought immediately i exposure occurs. Prophylaxis with normal intramuscular
immunoglobulin may be needed.
Similarly corticosteroids should be used wnh great care in pat!ents with known or suspected parasitic infections such as Strongylcides (threadworm)

as a single dose every other day at 8,00 am. Dosage

16- 100 mg

infestation, which may lead to and d with larval migration, often accomparied by severe
enterocolitis and potentially fatal gram-negative septicemia.
Administration of live or live, attenuated vaccines is contraindicated in patients receiving i ive doses of The antibody

response to other vaccines may be diminished.

The use of corticosteroids in active tuberculosis should be restricted to those cases of fulminating or dlssemmated tuberculosis in which the corticostercid
is used for the of the disease in conjunction with an regimen. If cor are indicated in patients with
latent tubercuiosis or tuberculin reactivity, close observation Is necessary as reactivation of the disease may occur. During pralonged corticosteroid
therapy, these patients should receive chemoprophylaxis.

Kaposi's sarcoma has been reported 10 occur in patients receiving corti
remission.

The role of corticosteroids in septic shock has been controversial, with early studies reporting both beneficial and detrimental effects. More recently,
supplemental corticosteroids have been suggested to be beneficial in patients with established septic shock who exhibit adrenal insufficiency. However,
their routine use in septic shock is not recommended. A systematic review of short-course high-dose corticosteroids did not support their use. However,
meta-analyses, and a review have suggested that fonger courses (5 - 11 days) of low-dose corticosteroids might reduce mortafity.

Immune system

Because rare instances of skin reactions and anaphylactic/anaphylactoid reactions have occurred in patients receiving certicostercid therapy, appropriate
precautionary measures should be taken prior to administration, especiafly when the patient has a history of allergy to any drug.

Endocrine effets

In patients on corticostercid therapy subjected to unusiial stress, increased dosage of rapidly acting corticosteroids before, during, and after the stressful
situation is indicated.

Adrenal cortical atrophy develops during pmlonged 'merapy and may persist for months after stopping treatment. In patients who have received more
than physiclogical doses of systemic corti 6mg ] for greater than 3 weeks, withdrawal shouid not be abrupt.
How dose reduction shouid be carried out depends iargely on whether the disease is fikely to relapse as the dose of systemic corticosteroids is reduced.
Clinicai assessment of disease activity may he needed during withdrawal, If the disease is unlikely to relapse on withdrawal of systemic corticosteroids,
but there is uncertainty about HPA suppression, the dose of systemic corticostercid may be reduced rapidly to physiological doses. Once a daily dose of
6 mg methylprednisolone is reached, dose reduction should be slower to allow the HPA-axis to recover.

Abrupt withdrawal of systemic corticosteroid treatment, which has continued up to 3 weeks is appropriate if it considered that the disease is untikely to
relapse. Abrupt withdrawal of doses up to 32 mg daily of methylprednisolone for 3 weeks is urtikely to lead to clinically relevant HPA-axis suppression, in
the majority of patients. In the following patient groups, gradual withdrawat of systemic corticosteroid therapy should be considersd even after courses

therapy. Di inuation of may result in clinical

lasting 3 weeks or less:

- Patients who have had repeated courses of systemic corticosteroids, particularly if taken for greater than 3 weeks.

- When a short course has been prescribed within one year of cessation of long-term therapy (months or years).

- Patients whe may have reasons for adrenocortical insuffici other than cor id therapy. In addition, acute adrenal insufficiency
ieading to a fatal outcome may occur if glucocorticoids are withdrawn abruptiy.

- Patients receiving doses of systemic carticosteraid greater than 32 my daily of methylprednisolone.

- Patients repeatediy taking doses in the evening.

A steroid “withdrawal syndrome” seemingly unrelated to adrenocortical insufficiency, may also occur foliowing abrupt discontinuance of glucocorticoids.
This syndrome includes symptoms such as: anorexia, nausea, vomiting, lethargy, headache, fever, joint pain, desquamation, myalgia, weight foss, and/or
hypotension. These effects are thought to be due to the sudden change in glucocorticoid concentration rather than to low corticostercid levels.
Glucocorticoids can produce or aggravate Cushing’s syndrome, therefore glucocorticoids should be avoided in patients with Cushing's disease.

Particular care is required when considering the use of systemic corti ids in patients with hypi and frequent patient monitoring is

necessary.
WMetabolism and nutrition disorders
Corti ids, including can increase blood glucose, worsen pre-existing diabetes, and predispose these on long-term

corticosteroid therapy to diabetes mellitus.

Particular care is required when considering the use of systemic corticosteroids in patients with diabetes mellitus (or a family history of diabetes} and
frequent patient monitoring is necessary.

Psychiatric effects

Patients and/or carers should be warned that potentially severe psychiatric adverse reactions may occur with systemic steroids {see section Undesirable
effects). Symptoms typicatly emerge within a few days or weeks of starting treatment. Risks may be higher with high doses/systemic exposure (see also
section /nteractions), aithough dose levels do not allow prediction of the onset, type, severity or duration of reactions, Most reactions recover after either
dose reduction or withdrawal, although specific treatment may be necessary.

Patients/carers should be encouraged to seek medical advice if worrying psychological symptoms develop, especially if depressed moed or suicidal
ideation is suspected. Patients/carers should be alert to possible psychiatric disturbances that may occur either during or immediately after dose
tapering/withdrawat of systemic steroids, although such reactions have been reported infrequently.

Particular care is required when considering the use of systemic corticosteroids in patients with existing or previous history of severe affective disorders in
themselves or in their first degree relatives. These would include depressive or manic-depressive iliness and previous steroid psychasis.

Nervous system effects

Particular care is required when considering the use of systemic corticostercids in patients with seizure disorders and myasthenia gravis (see myopathy
statement in Muscijoskefetal effects section) and frequent patient monitoring is necessary.

There have been reports of epidural lipomatosis in patients taking corticostercids, typicatly with long-term use at high doses.

Qcular effects

Visual disturbance may be reported with systemic and topical corticosteraid use. If a patient presents with symptoms such as blurred vision or other visual
disturbances, the patient should be considered for referral to an ophthalmologist for evaluation of possible causes which may include cataract, glaucoma or
rare diseases such as central serous chorioretinapathy (CSCR) which have been reported after use of systemic and topical corticosteroids. Central serous
chorioretinopathy, may lead to retinal detachment.

Particular care is required when considering the use of systemic corticosteroids in patients with glaucoma (or a family history of glaucoma) and ocular
herpes simplex as there is a fear of corneal perforation, and frequent patient monitoring is necessary.

Prolonged use of corticosteroids may produce posterior subcapsular cataracts and nuclear cataracts {particuarly in children), exophthaimos or increased
intraocular pressure, which may result in glaucoma with possible damage to the optic nerves.

Secondary fungal and viral infections of the eye may also be enhanced in patients raceiving glucocorticoids.

Cardiac evenis

Adverse effects of glucocorticoids on the system, such as ia and hypertension, may predispose treated patients with existing
cardiovascular risk factors to additional cardiovascular effects, if high doses and prolonged courses are used. Accordingly, carticosteroids should be
employed judiciously in such patients and attention should be paid to risk modification and additional cardiac monitoring if needed. Low dose and alternate
day therapy may reduce the incidence of complications in corticasteroid therapy.

Systemic corticosteroids should be used with caution, and anly if strictly necessary, in cases of congestive heart failure.

Particufar care is required when considering the use of systemic corticostercids in patients with recent myocardial infarction (myocardial rupture has been
reported) and frequent patient monitoring is necessary,

Care should be taken for patients receiving cardioactive drugs such as digoxin because of steroid induced electrolyte disturbance/potassium loss (see
section Undesirabie effects).

Vascular effects

Particular care is required when considering the use of systemic corticosteroids in patients with the following conditions and frequent patient monitoring is
necessary.

Hypertension.

Predisposition to thrombophlebitis.

Thrombosis including venous thromboembolism has been reported to occur with corti
patients who have or may be predisposed to thromboembolic disorders.
Gastrointestinal effects

High doses of corticostercids may produce acite pancreatitis.

Particular care is required when cansidering the use of systemic carticosteraids in patients with the following conditions and frequent patient monitoring is
necessary.

Peptic ulceration,

Fresh intestinal anastomoses.

Abscess or other pyogenic infections.

As a result corti should be used with caution in

evaluated for signs of adrenal insufficiency. Hypoadrenalism may, in theory, occur in the neonate following prenatal exposure to corticosteroids but usually
resolves spontaneously following birth and is rarely clinically important.

Since adequate human reproductive studies have not been dene with methylprednisolone, this medicinal praduct, as with all drugs, should be used during
pregnancy only after a careful assessment of the benefit-risk ratio to the mother, embryo, foetus or child. When corticosteroids are essential, however,
patients with normal pregnancies may be treated as though they were in the noen-gravid state.

Cataracts have been abserved in infants born to mothers undergoing long-term treatment with corticosteraids during pregnancy.

Breast-feeding

Corticosteroids are excreted in small amounts in breast milk, however, doses of up to 40 mg daily of methylprednisclone are unlikely to cause systemic
effects in the infant. Infants of mothers taking higher doses than this may have a degree of adrenal suppression. This medicinal product should be used
during breast feeding only after a careful assessment of the benefit-risk ratio to the mother and infant.

EFFECTS ON ABILITY TO DRIVE AND USE MACHINES

The effect of corticosteraids an the ability to drive or use machinery has not been systematically evaiuated. Undesirable effects, such as dizziness, vertigo,
visual disturbances and fatigue are possible after treatment with corticosteroids, If affected, patients shouid not drive or aperate machinery.
INTERACTIONS

Methylprednisclone is a cytachrome P450 enzyme (CYP) substrate and is mainiy metabotized by the CYP3A4 enzyme. CYP3A4 is the dominant enzyme
of the most abundant CYP subfamily in the liver of aduit humans. i catalyzes 6B-hydroxylation of steroids, the essential Phase | metabolic step for both

and synthetic corti Many other are also sub of CYP3A4, some of which (as well as other drugs) have been
shown toalter icoi by induction or inhibition of the CYP3A4 enzyme.
Brug class or type
Interaction Etfect

Drug or Substance

Antibiotic, Antitubercular

- RIFAMPIN
- RIFABUTIN CYP3A4 inducers - Drugs that induce CYP3A4 activity generally increase hepatic clearance, resulting!
Anti Jsant CYP3A4 Inducer fin decreased plasma concentration of medications that are substrates for CYP3A4. Co-administration
A I;:EO'I:I‘QJET;BSITAL may require an increase in methylprednisoione dosage to achieve the desired result.
- PHENYTOIN
- PRIMIDONE
CYP3A4 inducers - see above
Anticonvuisant CYP3A4 inducer [CYP3A4 substrates - in the presence of another CYP3A4 substrate, the hepatic clearance of
. CARBAMAZEPINE (and Substrate) methylprednisalone may be affected, with corresponding dosage adjustments required. It is possible

that adverse events associated with the use of either drug alone may be more likely to ocour with
co-administration.

Macrolide Antibacterial
- TROLEANDOMYCGIN

- Grapefruit juice
CYP3A4 inhibitors - Drugs that inhibit CYP3A4 activity generally decrease hepatic clearance and

Uncommon (> 1/1000, < 1/100); Rare (= /16000, < 1/1000}; Very rare (< 1/10000); Not known (frequency cannot be estimated from the available data).
Intections and infestations
Common: infection {including increased susceptibifity and severity of infections with suppression of clinical symptoms and signs)
Not known: 0 istic infection, of dormant is, peritonitist
Blood and lymphatic system disorders
Not known: Leukocytosis.
Immune system disorders
Not knows: Drug itivi ! ic reaction, id reaction.
Endocrine disarders
Comman; Cushingoid.
Not known: Hypopituitarism.
benign, it and
Not known: Kaposi's sarcoma.
Metabolism and nutrition disorders
Common: Sodium retention, fiuid retention.
Not known: Metabotic acidosis, alkalosis hypokalaemic, dyslipidaemia, glucose tolerance impaired, Increased requirements for insulin {or oral
hypoglycemic agents in diabstics), lipomatosis, increased appetite {which may resuit in weight increased), epidural hpumamsw
Psychiatric disorders
Common: Affective disorder (including depressed mood and euphoric mood).
Not known: Psychotic disorder {including mana, delusion, hallucination, and schizophrenia), psychotic behaviour, affective disorder (including affect
lability, psychalogical dependence, suicidal ideation), mental disorder, personality change, confusional state, anxiety, mood swings, abnormal behaviour,
insomnia, irritabitity.
Nervous system disorders
Not known: Intracranial pressure increased (with papil {Benign i
headache.
Eye disorders
Common: Cataract.
Rare: Vision blurred {see also section Special warnings and precautions for use).
Not known: Glaucoma, exaphthaimos, corneal thinning, scieral thinning, chorioretinopathy.
Ear and labyrinth disorders
Not known: Vertigo.
Cardiac disorders
Nat known: Cardiac failure ive (in ible patients),
Vascular disorders
Common: Hypertension.
Not known: Hypotension, embolism arterfal, thrombotic events.
Respiratory, tharacic and mediastinal disorders
Not knawn: Putmonary embolism, hiccups.
Gastrointestinal disorders
Common: Peptic ulcer (with possible peptic uicer perforation and pepnc ulcer haemorrhage).
Not known: Intestinal perforation, gastric 3 itis uicerative,
diarrhoea, dyspepsia, nausea.

cysts and polyps)

seizure, amnesia, cognitive disorder, dizziness,

ial rupture following myocardial infarction.

distension, inal pain,

increase the plasma concentration of CYP3A4 substrate icatit such as In
the presence of a CYP3A4 inhibitor, the dose of methylprednisolone may need ta be titrated to avoid

CYP3A4 Inhibitor [steroid toxicity.

Calcium Antagonist
- MIBEFRADIL

Histamine H» receptor
Antagonist

- GIMETIDINE

Antibactertal In addition, there is a patential effect of methylprednisolone to increase the acetylation rate and clearance

- 1SONIAZID of isoniazid.

Antiemetic

- APREPITANT

- FOSAPREPITANT CYP3A4 inhibitors - see box above
CYP3A4 substrates - in the presence of another CYP3A4 substrate, the hepatic clearance of

Antifungal CYP3A4 Inhibitor |Methytprednisalone may be affected, with carresponding dosage adjustments required.

. (TRACONAZOLE (and Substrate) |15 posslhle that nd_versg events associated with the use of sither drug alone may be more likely fo
acour with co-administration.

- KETOCONAZOLE

(1} Mutual inhibition of metabelism occurs with concurrent use of ciclosporin and methyiprednisoione,
which may increase the plasma concentrations of either or both drugs, Therefore, it is possible that
adverse events associated with the use of either drug alone may be more likely to ocour upon co-
administration.

(2) Protease inhibitors, such as indinavir and ritonavir, may increase plasma concentrations of
corticosteroids.

Caicium Channet Blocker
- DILTIAZEM

Contraceptives (oral)

- ETHINYLESTRADIOL/
NORETHINDRONE

(3} Corticosteroids may induce the metabolism of HiY-protease inhibitors resufting in reduced plasma
concentrations,

Uicerative cofitis.

Diverticulitis.

Glucocorticoid therapy may mask peritonitis or other signs or i with disorders such as i ion or
pancreatitis. In cambination with NSAIDs, the risk of developing gastrointestinal uicers is increased.

Hepatobiliary effects

Particular care is required when considering the use of systemic corticosteroids in patients with liver failure or cirrhosis and frequent patient monitoring is
necessary.

Rarely hepatobiliary disorders were reported, in the majority of these cases, they were reversible after withdrawal of therapy. Therefore appropriate
monitoring is required.

Musculoskeletal effects

An acute myopathy has been reported with the use of high doses of corticosteraids, most often uccurnng in patients with disorders of neuromuscular
transmission (e.g. myasthenia gravis}, or in patients receiving concomitant therapy with anti ics, such as biocking drugs (e.g.
pancuronium). This acute myopathy is generalized, may involve ocular and respiratory muscles, and may result in quadriparesis. Efevations of creatine
kinase may occur. Clinical improvement or recovery after stopping corticosteroids may require weeks to years.

Particular care Is required when considering the use of systemic corticosteroids in patients with osteoporosis {post-menopausal females are particularly at
risk} and frequent patient monitoring is necessary.

Renal and urinary

- CICLOSPORIN (1)

Macrolide Antibacteriat
- GLARITHROMYGIN
- ERYTHROMYGIN

Antivirals

- HIV-PROTEASE INHIBITORS
@@

Pharmacokinetic enhancers
-COBICISTAT

CYP3A4 substrates - In the presence of another CYP3A4 substrate, the hepatic clearance of

Caution is required in patients with systemic sclerosis because an increased incidence of scleroderma renal crisis has been abserved with corti
including methylprednisolone. Blood pressure and renal function (s-creatining) should therefore be routinely checked, When renal crisis is suspected,
bicod pressure should be carefully controlled.
Particular care is required when considering the use of systemic corticostercids in patients with renaf insufficiency and frequent patient monitoring is
necessary.
Injury, poisoning and procedural complications
Systemic corticosteroids are not indicated for, and therefore should not be used to treat, traumatic brain injury, a muiticenter study revealed an increased
mortality at 2 weeks and 6 months after injury in patients administered methylprednisolone sodium succinate compared to placebe. A causal association
with methylprednisolone sodium succinate treatment has not been established.
Other
Undesirable effects may be minimised by using the lowest effective dose for the minimum period, and by administering the daily requirement as a single
morning dose or whenever possitle as a single morning dose on alternative days, Frequent patient review is required to apprapriately titrate the dose
against disease activity.
Patients should carry “Stercid treatment® cards which give clear guldance on the precations to be taken to minimise risk and which provide details of
prescriber, drug, dosage and the duration of treatment.
Co-treatment with CYP3A inhibitors, including cobicistat-containing products, is expected to increase the risk of systemic side-effects. The combination
should be avoided unless the bensfit outweighs the increased risk of systemic corticosteroid side-effects, in which case patients should be monitored for
systemic corticosteroid side-effects (see section /nferactions).
Aspirin and non-steraidal anti-inflammatory agents should be used cautiously in conjunction with corticasteroids.
Pheochromocytoma crisis, which can be fatal, has been reported after admmlstratlon of systemlc corticosteroids. Corticosteroids should anly be
administered to patients with suspected or identified afteran it evaluation.
Paedlatnc population

ids cause growth in infancy, childhood and Growth and of infants and children on prolonged
comcosteroid therapy should be carefully observed. Treatment should be limited to the minimum dosage for the shortest possible time. In order to
minimise suppression of the pituitary-adrenal axis and growth retardation, treatment should be administered where possible as a single
dose on alternate days (see section Posology and Method of administration).
Infants and children on prolonged corticosteroid therapy ase at special risk from raised intracranial pressure.
High doses of corticosteroids may produce pancreatitis in children.
Use in the elderly
The commun adverse effects of systemic corticosteroids may be assoclated with more serious consequences in old age, especially

. CYCLOPHOSPHAMIDE CYP3A4 methylprednisolone may be affected, with corresponding dosage adjustments required. it is possible

ry disorders

Not known: ncrease of liver enzymes {e.g alanine aminotransferase increased, aspartate aminotransferase increased).

Skin and subcutaneous tissue disorders

Common: Skin atrophy, acne.

Not known: Angioederna, hirsutism, petechiae, ecchymosis, erythema, hyperhidrosis, skin striae, rash, prusitus, urticaria, telangiectasia.
Husculoskeletal and connective lissue disorders

Common: Muscutar weakness, growth retardation.

Not known: Myalgia, myopathy, muscle atrophy, i is, pathologic fracture,
Regrodisctive system and breas!t disorders

Not known: Menstruation irregutar.

General disorders and adminislration site conditions

Gommon: Impaired healing.

Not known: Oedema peripheral, fatigue, malaise, withdrawal symptoms - too rapid a reduction of carticosteraid dosage fotlowing prolonged treatment can
tead to acute adrenal insufficiency, hypotension and death (see section Special warnings and precautions for use).

Investigations

Gommon: Bloed potassium decreased.

Not known: Intraccular pressure increased, carbohydrate tolerance decreased; Urine calcium increased; Blood alkaline phosphatase increased; Blood urea
increased; Suppression of reactions to skin tests.

Infury, poisoning and procedural complications

Not known: Tendon rupture (particutarly of the Achilles tendon), spinal compression fracture.

* Nota MedDRA PT

1 Peritonitis may be the primary presenting sign or symptom of a gastrointestinai disorder such as perforation, obstruction or pancreatitis {see section
Special warnings and precaiitions for use).

The incidence of i ide-effect; i with the use of corti ids, inctuding pituitary-adrenal supp:
correlates with the relative potency of the drug, dosage, timing of administration and duration of treatment (see section Special warnings and precautions
for use).

Please inform your doctor of all undesirable effects upon drug administration.

OVERDOSE

arthralgia,

of I should not be di abruptly but tailed off over a period of time. Appropriate action should be taken to
alleviate the symptoms produced by any side-effect that may become apparent. It may be necessary to support the patient with corticosteroids during any
further period of trauma occurring within two years of overdosage.
There is no clinical syndrome of acute overdose with methylprednisolone. Reports of acute toxicity and/or death foflowing uverdosage of ghmocomcolds
are rare. In the event of overdosage, no specific antidote is available; treatment is supportive and is
PHAHMACODYNAMIC PROPERTIES

greup: Glucacorti ATC code: HO2A B04
Melhylprednlsuione is a synthetic glucocorticoid and a methy| derivative of prednisolone.
is a potent anti-i v agent with the capacity to profoundly inhibit the immuna system.

Glucocumculds act primarily by binding fo and activating intraceflular glucocorticoid receptors. Activated glucocorticoid receptors bind to promoter
regions of DNA (which may activate or suppress transcription) and activate transcription factors resulting in inactivation of genes through de-acetylation
of histones.
Faliowing carticosteroid administration there is a delay of several hours for the clinical effects resulting fram changes in gene expression to be seen.
Other effects not related to gene expression may be more immediate,
Carticosteroids intluence the kidney and fiuid and electrolyte batance, lipid, protein, and carbohydrate metabolism, skeletal muscle, the cardiovascular
system, the immune system, the nervous system, and the endocrine system. Corticosteroids are also critical in the maintenance of function during stress.

for use - for additional i

EV?EUHOMUSCULAR BLOGKERS (7) Antagonism of the neuromuscular blacking effects of pancuronium and vecuronium has been reported

in patients taking corticosteroids. This interaction may be expected with all

Substrate that adverse events associated with the use of either drug alone may be more tikely to accur with co- PHARMACOKINETIC PROPERTIES
- TACROLIMUS administration. yip i phar inetics is linear, i of route of
N " . Absorption
NSAIDS (nonsteroidal anti- {4) There may be ncreased incidence of gastrointestinal bleeding and uceration when Methylprednisolone is rapidly absorbed and the maximum plasma methylprednisolone concentration is achieved around 1.5 to 2.3 hours across doses
y drugs) (4) methylprednisolone are given with NSA(DS. foifowing oral administration in normat healthy adults. The absclute bioavailability of methyiprednisolone in normal healthy subjects is generally high
- High-dose ASPIRIN (5) (5!{ Methyiprednisolane may inc_reas_e the clearance of high-dose aspirin, which can lead to decreased (82% to 89%) following cral administration.
o salicylate serum levels. Discontinuation of methylprednisolone treatment can lead to raised salicylate Distribution
(acetylsatioylic acid) sesum Jevels, which could lead 1o an increased risk of salicylate toxicity. i is widely into the tissues, crosses the blood-brain barrier, and Is secreted in breast milk. its apparent volume of
Non-CYP3A4- is d 1.4 kg,
mediated effects (8)'An acute myopathy has been reported with the concomitant use of high doses of corticostercids and The plasma protein binding of predni in humans is i T7%.
Antiohofinergics (6) antichelinergics, such as newomuscular blocking drugs (see section Speciaf warnings and precautions Wetahalism

Corticosteroids are metabolised mainly in the liver but also in the kidney and are excreted in the urine.
in humans, methyiprednisoione is metabolized In the liver to inactive metabolites; the major ones are 20o-hydroxymethylprednisclone and 20B-

blockers.

Anticholinesterases Steroids may raduce the effects of anticholinesterases in myasthenia gravis.

Anti-diabetics Because carticostercids may increase blood glucose i dosage adj of antj-diabeti

agents may be required.

The efficacy of coumarin anticoagulants may be enhanced by concurrent carticosteroid therapy and close

Anticoagulants {oral) monitoring of the INR or prothrombin time is required to avoid spontaneous bleeding.

f ium-depleting agents When corti ids are i i with pe ium-depleting agents (i.e. diuretics),
patients should be observed closely for development of nypokalaemsa There is also an increased risk of
hypokalaemia with cancurrent use of corticosteraids with amphotericin 8, xanthenes, or beta2 agonists.

3 ia, diabetes, to infection and thinming of the skin. Close clinical supervision is required to avoid life-threatening
reactions.
Excipients
Lactose (monohydrate): Patients with probiems of galactose intolerance, the lactase deficiency or giucose-galactose malabsorption should not take this
medicine.
This medicine contains fess than 1 mmol sedium (23 mg) per tablet, that is to say essentially “sodium-free”.
USE IN PREGNANCY AND LACTATION
Fertitity: Corticosteroids have been shown to impair fertility in animal studies.
Pregnancy
The ability of corticosteroids to cross the placenta varies between individual drugs hnwever methyiprednisoione does cross the placenta. In humans, the
risk of low birth weight appears to be dose related and may be minimized by ing lower corti id doses.
Administration of corticosteroids to pregnant animals can cause abnormalitiss of foetal development including cleft palate, intra-uterine growth retardation
and effects on brain growth and development. There is no evidence that corticosteroids result in an increased incidence of congenital abaormalities, such
as cleft palate in man, however, when administered for long periods or repeatedly during pregnancy, corticosteroids may increase the risk of intra-uterine
growth retardation. infants born to mothers, who have received doses of corti during must be carefully observed and

w

inhibitors i imide-induced adrenat
-AMINOGLUTETHIMIDE glicocorticoid treatment.

may exacerbate endocrine changes caused by prolonged

UNDESIRABLE EFFECTS

The undesirable effects are listed below by frequency according to the following convention: Very common (> 1/10); Common {z 1/100, <1/10);

Metabolism in the liver occurs primarily via the CYP3A4 enzyme. (For a list of drug interactions based on CYP3A4-mediated metabolism, see section
Interactions).

Methylprednisolone, like many CYP3A4 substrates, may also be a substrate for the ATP-binding cassette (ABG) transport protein p-glycoprotein,
influencing tissue distribution and interactions with other medicines.

Elimination

The mean elimi half-iife for total

Total clearance is approximately 5 to 6 mL/min/kg.
PRESENTATION: Box of 3 blisters x 10 tablets.  Box of 10 blisters x 10 tablets.
SHELF-LIFE: 24 months from the manufacturing date.

STORAGE CONDITIONS: Store in dry places, not exceeding 30°C, protect from fight.
SPECIFICATIONS: Manufacturer's.

is in the range of 1.8 t0 5.2 hours,

Manufacturer:

DHG PHARMACEUTICAL JOINT-STOCK COMPANY - DHG Pharmaceutical plant branch in Hau Giang
Lot B2 - B3, Tan Phu Thanh industrial zone - phase 1, Tan Phu Thanh commune, Chau Thanh A district, Hau Giang province, Vietnam

Tel: (+84.293) 3953454 ® Fax: (+84.293) 3953555

Any questions about the product,

lease contact
) +84.292.3899000
E-mail: dhgpharma@dhgpharma.com.vn
www.dhgpharma.com.vn




"Medlon 16

Methylprednisolon 16 mg

Dé xa tim tay tré em.
Boc ky hudng din st dung trude khi ding.
Thudc ndy ohi ditng theo don thugb.
THANH PHAN CONG THIC THUGT
Thinh phdn hoat cht
Methylprednisolon ... 16 mg
Thanh phdn W& duye: Microcrystalling ceilulose M101, lactose monchydrat, dicalci phosphat, pavidon K30, crospovidone type B, natri lauryl suifat, talc,
colloidal sificon dioxyd, magnesi stearat.
DANG BAO CHE: Vign nén.
W ta san phém: Vign nén mau trdng hoic trdng nga, hinh by duc, mét mit tron, mot mat cd ddu chil thap, canh va thank vién Janh n.
chl o
Chi dinh trong cdc trubing hgp cdn hogt tinh glucocorticoid nhut:
1. Rai loan i ti8t: Thigu nang vo thugng than nguy8n phat vé thir phat, tng sin tuyén thugng than b&m sinh.
2. R loan thélp khop: Viém khdp dang thép, vism khdp man tinh & thiu nién, viem cot séing dinh khdp.
3. Bénh collagen (béah he thang tac keo)/ vidm aong mach: Lupus ban dd hé thiing, vigm da cd ton than (viem da co), sBt thdp khop kém viem tim ning,
viém dong mach t& bao khding 16/ dau da co do thap khdp.
4. Bénh da li§u: Bénh Pemphigus Vulgaris.
5. Bénh di ing: Viém mii i ng nang theo misa va quanh nam, phin éng qua man vai thudc, bénh huy#t thanh, viem da ti€p xic dj dng, hen phé quan,
6. Bénh nn khoa: Vigm mang b3 dao trudc (viem mang mat, viem mdng mat - thé mi), viem mang b dao sau, viem thn kinh thi gidc.
7. Bénh dung hd hip: Bénh Sarcoid phdi, lao phdi thé lan ta hodc biing phat (ding dong thdi vdi ligu phép hiba tri khang lac thich higp), viem phdi hit.
8. Rot loan huy&t hoc: Xuat huy&t gidm tidu cdu vo cin & ngudi ian, thigu méu tan huyat (ty min).
9. B&nh ung thu: Bénh bach cdu (cép tinh v bach huyt), ulympho éc tinh.
10, Bénh duding tigu hda: Vigm foét dai trang, benh Crohn.
1, Cac ehl dinh khdc: Lao mang nao (kbi diing ddng thai ha tr ligu chdng tao thich hap), cdy ghép tang.
LIEY BUNG, CACH DONG
Céc khuyn nghi vé (i diing trong bing dudi day dugc d8 xuat (idu hang ngay ban ddu va dugc xem nhif 13 hudng din. Tong lidu trung tinh hiing ngay duge
8 nghj c6 thé duge dig theo i dan hodic chia lidy (ngoai trir trong ligu phdp lidu cach ngay, liéu 16 thiu hing ngdy duge tang gap doi va duge cho cdch
ngay véo lic 8 it sang).
Téc dyng khang mang mudn ¢ thé duge gidm thidu biing cach sUf dyng liéu thdp nhét cd higu qué trong khoang this gian ngén ahdt {xem phin Cdnh bio
va thin trong khi ding thudt).
Ligu khdsi ddu o6 thé thay d6i tiy thuge vio finh trang bénh duge didu tri. Liu nay dugc tidp tuc cho dén khi co dap tng 1am sing ddy b, khodng thi gian
thuiing 1 3 d&n 7 ngay trong truiing hgp banh thap khdp (tri thdp tim cp), tinb trang dj éng &nh huding d&n da hodc dudng hd hap va bénh nhin khoa.
Neu khng c6 ddp Ung tam sang ddy dil trang 7 ngay, cAn danh gid fai tinh trang banh dé xdc dinh (g chan don ban d4u. Ngay khi ¢0 dap (ng 1am sang
ddy dl, nén gidm ddn ligu hang ngay, hodc chdm dit didu tei trong triking hp cdp tih (vi dy hen suyBn theo miia, viem da tréc vdy, viem mat c&p tinh)
hoac 48 mitc lidu duy A higu qua i thidu trong trudmg hgp bénh man tink (vi dy vidm khdp dang thap, lupus ban d hg thong, hen ph# qudn, viem da dj
{ng). Trong trudng hop man tnh va diq bidt 1 viem khdp dang thap, diu quan trong I vige gidm lidu tl lidu ban ddu dén iéu duy tri phai duge thye hign
&hi thich hop v8 mét 13m sang. B nghf gidm khdng qud 2 mg trong khoang thii gian 7 - 10 ngay. Trong viém khdp dang thap, diu trj steroid duy tri nén &
mic thip ahat cd the,
Trong ligu phép ligu cch ngay, nhu cdu corticoid 16 thifu hang ngdy dugc'tang gép doi vé diing mot figu duy nhilt cach ngay vao lic 8 gitf sing. Yéu cduvé
1iu dung tly thudc vo tinh trang banh dang disge didu tri va dap ing clia bénh nhan.
Bénh nhan cao tudi: Didu trj cho banh nhin cao tudi, dic bigt ndu sit dyng 14y dai, nén dugc 18n k& hoach ghi chi nhitng hau qud nghiém trong hon cha tic
dyng phy phd bign cia corticosteroid & tudi gia, dac bigt 12 lodng xwong, d4i théo duiing, tang huy§t ap, d8 bi nhidm triing v mang da (xem phdn Cdnk bio
va thén trong khi diing thde).
Tré em: Lidu diing cho tré em nén dua trén dap dng 1am sing vi theo chi dinh clia bdc s7. Diéu irf nén duge gidi han & (i8u thp nhit trong thai gian ngdn
nhat, NEu cd thé, digu tr nén dugce thitc hign rhu mot lidu duy nhat cch ngay (xem phin Cdnh bdo va than trong khi dang thudt).
Liu khuyén céo
Viér khdp dang thdp
-Ning: 12-16 mg.
- Trung binh - ndng: 8 - 12 mg.
-~ Trung binh: 4 - 8 mg.
-Tréem:4-8mg.
Viém da cotoan thin: 48 mg.
Lupus ban dd hé théng: 20 - 100 mg.
Sdit thilp khdp cp: 48 mg cho dén khi ESR binh thubng trong mot tudn.
Bénh djiing: 12 - 40 mg.
Hen phé quan: 18n d&n 64 mg li6u duy nhat/ i cach ngay t6i da 100 mg.
Bénh nhan khoa: 12 - 40 mg.
Rt oan huyét hoc va bgnh bach cdu: 16 - 160 mg.

. Ulympho dc tinh: 16 - 100 mg.
Vigm loét dai tréng: 16 - 60 mg.
Bgnh Crahn; 1&n d&n 48 mg méi ngdy trong céc dot cdp tinh.
Cy ghép ndi tang: 18n dén 3,6 mo/ kg/ ngdy.
Sarcoid phoi: 32 - 48 mg cdch ngiy. -
Viém dgng mach t& bao kiiing 18/ dau da cd do thép khip: 64 mg.
Bgnh Pemphigus Vulgaris: 88 - 360 mg.
CHONG CHI BINH
Vién nén methylprednisolon r_:hSng chi dinh:
- Nhitng bénh nhia bj nhigm nim toan than.
- Nhitng bénh nhan bi nhiém khugn toan than trls khi sif dyng ligu phép chéng nhigm khudn cy the.
- Nhilng bénh nhan qua min c&m véi hoat chit hojic véi bat ky ta duge ndo clia thudie.
St dyng vic-xin séng hodc vic-xin sng gidm doc lyc 12 chding chil dinh & nhitng banh rhan ding idu corticosteroid e ché min dich.
CANH BA VA THAN TRONG KHI DUNG THUBC
Tac gung Gc ché miln dich/ Tang nguy co nhiém khudn
Corticosteroid ¢ thé [am tang nguy co shidm khudn, c6 thé che lp mat s dau higu nhi#m khudn va nhiBm khudn moi c6 thé xut hign trang qué trinh sif
dung. Uc ché ph&n (ng viém va chiic nang mién dich lam tng tinh nhay cam véi nhifm n&m, virus, vi khudn va lam tng mie d9 nghiém trong. Hau qué
lam séng thuding cd thé khdng didn hinh va c6 thé dat dén giai doan nghiem trong trudc khi duge phat hign,
Bénh nhan dang diing thudc tc ché miBn dich d& bi nhim khuZn hon ahiing nguiti Kide manh khac. Vi dy, & tré em hay ngudi 1én chiia ¢6 mién dich, dang
diing corticosteraid, khi méc thizy ddu hodc sbi cd thé bi ndng hon va thim chi ti vong.
Thity du 2 mdi quan tim dac biét vi banh nay 6o thé gay tit vong & nhiing banh nhan bi dc ché mign dich. Bgnh nhan {hodc cha me clia tré) khdng c6 tign
sit bgnh thily d4u nén duge khuy8n cdo tranh ti8p xilc gn véi banh thily dau hodc Herpes zosterva néu tip xdc, nén tim kiSm syt chim séc y 18 khdn cip.
Mign dich thy dong vi varicella / zoster immunoglobulin (VZIG) 2 cdn thigt cho nhitng bgnh nhan khong 6 miga dich bj phei nhifm va dang s dung
corticosteroid toAn than hogc dd sif dyng chiing trong vong 3 théng trude d6; didu nay nén dugc st dung trong vong 10 ngay sau khi tid xic vdi bgnh thiy
d4u. Néu chdn doan thiyy dau duge xac nhan, phai dim bao chdm so¢ chuydn khoa va didu tri khdn cdp. Corticosteraid khang ngn ngung v od thé cdn tang
lidu.
Tidp xic véi bgnh séi nén tranh. Tu van y 1§ phai duge thyc hign ngay 1ap tlc né tiép xic xdy ra. Bidu tri dy phong bing immunoglobufin tiém bip binh
thiing ¢6 thé cdn thigt.
Tung ty corticosteroid nén duge sit dung hét sifc cn thin & nhilng bénh nhn bi nhidm ky sinh triing ¢ biét hodc nghi ngd nhy nhifm giun luan {(giun
Kim}, ¢6 thé din d8n nhigm triing Strongyloides va phd bign vi nhidm u triing lan rang, thubng di kem véi viem rugt ndng va nhifm khuén gram am ¢o
kha ning gy tifvong.
Sir dung vac-xin sding hods viie-xin séing giam dac c 13 ching chl dinh & nhiig béah nhan dung liu corticosteraid o ché mign dich. Phén ing khang thé
véit c4c logi vic-xin kiidc cd thé bi gidm.
Vige sif dung corticosteraid trong bénh lac hoat ddng cén gidi han & cdc trudng hgp lao phéi lan tda hodc thé biing phat cap tink, trong da corticosteroid
dugc disng dé kiém sodt bgnh, k8t hop vdi cAc phat dd khang laa thich hgp.
Néu corticosteraid duge chl dinh & nhitng bénh nhdn lao tidm dn hogc phin dng véi tuberculin, c&n theo dBi chit chE vi co the i phat. NEu ding
corticosteroid kéo dai trén nhizng bénh nhan ndy, cdn dyf phang cic thudc khang lac.
B3 cd béo cao vé u Sarcoma Kaposi & nhitng bénh nhan dang diéu tri biing corticosteroid. Ngitng carticosteroid ¢d thé s& thuyén gidm trén fam sang.
Val trb clia corticosteroid trong s6¢ nhidm khuan con chya rd ring, cac nghién ciu ban ddu cho thay c6 ¢4 tic dyng o6 Igi va bat Igi. Gdn day, vige bd sung
corticosteroid duge cho ring 6 Igi cho bénh nhan duge xdc dinh 1a s6c nhifm Khudn va bi thidu nang thugng than. Tuy nhién, vie sif dung thudng xuyén
corticostercid trong s6¢ nhidm khusin khaing dugc khuyén nghj va mot tdng quan hé théng da ket lugn riing ding corticosteroid idu cao trong khodng tht
gian ngdn han khdng mang lai tac dyng. Tuy nhién, c&¢ phan tich t8ng hp va dénh gid cho thay viéc sUl dyng corticosteraid liu thdp trong khodng thei
gian dai hon (5 - 11 ngay) cd thé 1am gidm i vang.
Hg min dich
Vi mt 6 hiém cac truding hop d ding trén da va phan itng phin vé/ dang shan vé xdy ra & bdah nhan dugc didu tri bing ligu phap corticostercid, cdn thye
hign céc bign phap phong nglia thich hop trude khi bit diu didutri, ddc bigt 12 ddi v nhitng bgnh nhan co tién st d; tng véi bat ky loai thudt nao.
N tigt
{ nhiing bénh nhan dang diéu trj biing corticosteraid ma phai chiu nhitng cang thing bat thuting, cdn chi dinh tang (iu corticosteroid tic dung nhanh
trific, trong va sau nhiing tinh hudng cang thing d6.
Suy vb thugng than phat tridn trong thdi gian didu trj kéo dai va cd thé t6n tai trang thifu thing sau khi ngiing didu tri.  nhitng bénh nhan s dung nhidu
han ligu sinh 1y clia corticosteroid toan than (khodng 6 mg methylprednisolon) trong hdn 3 tuiin, khdng nén dot ngdt ngirng thudc. Phudng phép gidm lidu
n&n duge the hign phy thubc phin Idn vio viec benh c6 kha ning &l phit hay khdng khi gidm ligu corticosteroid toan than. Danh gid lam sang vé hogt
dang clia bgnh o6 thé can thigt trong qué trinh ngiig thuc. N&u banh khéng cé khd ning tai phat khi ngitng s¥ dung corticosteroid todn than, nhung
khong chic chin vé tc chi tryc ha ddi - tuyén yén - tuyén thugng than (HPA), liéu corticosteraid toan than ¢ thé gidm nhanh dén idu sinh . Sau khi dat
dugc ligu 6 mg methylprednisolon hang ngay, viée gidm ligu s& cham han dé truc HPA phyc hdi.
Vigc ngiing didu tri corticosteroid toin than, kée dai dén 3 tudn 1 phit hop néu xét thay banh khé c6 khd ning tai phat. Vige ngling gt ngdt ligu 32 mg mbi
ngay ciia methylprednisolon trong 3 tudn khang cd kha nang din dén i ché truc HPA ¢d fign quan trén 1m sang, trong phdn i bgnk nhan. Trong cdc
nhém bgnh nhan sau day, nén ngiing dan vidc didu tr béng corticosteraid toan than ngay ¢ sau khi vigc digu trj kéo dai 3 tudn hodc it hon:
- Bénh nhan dd 1p di 3p lai cdc dot didu tri bing corticosteroid todn than, dic bist néu dng trong hon 3 tudn.
- Khi ligu trinh ngén dugc sif dyng trong véng mdt ndm sau khi nging tri ligu dai han (nhigu thang hoc nhiéu nam).
- Bénh nhin 66 thé c6 nguy cd bi suy thugng than do nguyén nhan khic vdi didu tri bng corticosteraid ngoai sinh. Ngodi ra, suy thugng than cip dén dén
hgu qud nghiém trong cd thé xdy ra ndu glucocorticoid bi nging djt agt.
- Bgnh nhan diing lidu corticosteroid tozn thn tan han 32 mg methylprednisolon mdi ngay .
- Bénh nhan diing nhigui&n vio budi tdi.

“Hi chitng cai thuic” steroid khang lign quan dén tinh trang suy vd thugng than o6 hé xust hign sau khi ngling sif dung glucocorticaid dat ngét. HGi chiing
ndy bao gém cac trigu chitng nhit chan an, budn non, non, 1 dd, nhitc ddu, s6t, dau khdp, bong da, dau co, syt can va/ hodc ha huygt p. Nhiing Anb huling
nay duge cho I do sy thay ddi dgt ngdt ndng dd giucocarticoid han 12 do néng dd corticosteraid thip.

Glucocorticoid c6 thé gay ra hodc fam ning thém héi chilng Cushing, do d6 khong dung glucacorticoid cho bdnh nhan bj bgnh Cushing.

Can ghim séc ddc bigt khi sif dung carticosteroid toan than & bgnh nhan suy gidp va phéi theo ddi b3nh nhan thidng xiyén.

Chuyén hda va dinh duiing

Corticostercid, hao gém methyiprednisolon, ¢o thé lam t&ng duling huyé, lam ning thém bénh dai thaa dudng va néu ding corticosteraid trong thdi gian
dai cd th din t8i bi bgnh dai théo dudng.

Cdn c6 sy chiim soc d&c bigt khi sit dyng corticosteroid toan than & bénh shan dai thio dudng (hodc 66 tién sif gia dinh mdc bénh dai thio duting) va cén
theo dbi bgnh nhdn thuiing xuyén.

Tamthdn

Banh nhan v3/ hojic ngudi chim séc nan dugs cnh bao ring céc phan Ung ¢d hai nghidm trong vé tm thin oo thé x3y ra véi stercid toan than (xem phin
Téc dyng khéng mong mudh cia thudt). CAc trigu chitng thuing xust hign trong vai ngdy hofc vai tudn sau khi bt ddu didu tri. RUI ro c6 thé cao han khi
ding ligu caof fidu todn thin (xem thém phin Tuong fdc, tiong Ky cda thudt), mic di: mifc lidu khong cho phép dif dodn thoi gian khdi phét, loal, mirc 4
nghiém trong hodc thdi gian phin ding. Hau hét cic phan (ing mét di sau khi gidm liéu hodic ngiing thudc, mac dir o thé cdn d&n didu tri dic hisu.
B&nh nhan/ ngudi cham soc nén duge khuyém khich fim ty vén y t€ néulo Fing cdc trigu chiing tam thin nghigm trong, dic bigt néu nghi ngd banh nhan b
trdm cim hodic 66 ¥ dinh ty til. B&nh nhan/ ngudii cham soc nén canh gide véi cdc rdi loan tam thin o6 thé xay ra trong hofc ngay sau khi gidm lidw ngiing
diing steroid to2n than, mic dli cdc phan (ng nhu vay dugs bao ¢do vdi tn sudt khang thubing gap.

Cén c6 sy cham 56 ddc bigt khi st dyng corticosteraid todn thin & nhiing bénh nhan c6 tién sit G loan cdm xic nghigm trong hodc ¢ tién st ban than
hoi gia dinh 46 mot. Bac gbrm bénh trim cAm hodc hung trim cAm va 1 loan tam thin do steroid trudc da.

H& than kinh

Can ¢4 sy cham soc dic bigt khi s dyng corticosteraid tan than & bénh nhan rdi loan ca gidt va nhuge cd (xem thém thdng tin vé bénh co § phin Co
xi/gng) va phai theo ddi bénh nhan thudng xuyén.

D3 cd bao co v chiing tich ma ngodi mang citng d bgnh nhan diing corticosteroid, thuting 12 s dyng liéu cao trong thei gian dai.

Mat

Rol loan thi gide ¢6 thé duge bao cao khi sif dung corticostercid todn thn va tat 8 mot bénh nhan c6 cc tridu ching nhu md mét hodc rdi loan th
giac khac, benh nhan nén duge xem xét chuyén dén bac ¥ nhin khoa 6€ danh gia cdc nguyén nhén c6 thé bao gdm dyc thiy tinh thé, tang nhn &p hoc
cac bgnh him gap nhu banh hic vong mac trung tam thanf dich (GSCR) sau khi sif dung corticosteroid toan than va tai chd, ¢ thé din dén bong ving
mac.

Can dac bigt chis ¥ khi xem xét st dung corticosteroid toan thn & bdnh nhan tang nhan &p (hodc tiéa sii gia dinh médc bénh ting nhan ap) va viém két mac
da Herpes simpiexvi nguy ¢a bi thing gidc mac va cdn theo dai bénh ahan thuling xuyén.

St dyng corticosteroid trong thdi gian dai ¢6 thé gay dyc thiyy tinh ths dudi bao sau va dyc thily tinh th & trung tam (ddc bigt & tré em), 16i mét hodc tang
4p lyc ndi nhdn o6 thé din d&n banh ting nhin dp cd the gay tn thuong cho cac day than kinh thi gidc.

Nhitng banh nhan ding glucocorticoid cé th ting nguy ¢ b nhiBm ndm hodc virus thi phat & mit,

Tim

Tac dyng bat lgi cba glucocorticoid ai visi hg tim mach, nfis 1t foan lipid mau va tang huy8tdp, c6 thé lam nhilng bdnh nhan d4 ¢ s&n nguy co tim mach
phai chjuthém cac dnh huéing tim mach khac, néu didu tri bng lidu cao va kéo dai. Vi vy, cin sif dyng corticosteroid than trong & nhilng banf nhén ndy
va cdn chi ¥ thyc hign cdc bign phap didu chinh nguy co va theo ddi thém cho tim néu cdn thiét, Ding liu thip va cach ngay cd th fam gidm ty 1§ bign
chifng trong igu phdp corticosteraid.

Trong truong hap bi suy tim sung huy8t, nén than trong khi sif dyng corticosteroid toan than va chi sif dung khi d3c bigt cdn thit.

Can d3c bigt chi § khi sif dung corticosteroid toan than & bgnh nhan nhéi mau co tim gdn day (v co tim d3 dugc bio cao) va cdn theo dGi bgnh nhin
thuling xuyén.

Cén than trong cho nhifng bénh ahan dang ding thudt didu tri tim mach nhu digoxin vi r6i loan dién idi do steroid gdy ra/ mat kali (xem phdn Tdc dyng
khing mong mudn cia thudc).

Mach mdus

C4n cham s6c ddc bidt khi st dung corticosteroid toan than § bgnh nhin cd cac van 68 sau ddy va phaitheo d8i bank nhan thubing xuyén.

Tang huy8tdp.

C6 kha ndng b vigm tinh mach huygt khéi.

DA o6 nhiing béo céo vé tinh trang huyét khai, bao gém huy8t khdi tinh mach xdy ra khi diing corticosteroid. Do vdy, corticostercid nén dugc diing thén
trong trén nhiing binh nhan dang bi hodc cé nguy co mAc cAc réi logn huyEt khai.

Tigu héa

Ligu cao corticosteroid ¢ thé gay viem tyy c4p.

Cdn chim séc dic bigt khi si dung corticostercid toan thén & bgnh nhan cd cdc van dé sau ddy va phéitheo dbi binh nhan thiting xuyén.

Loét da day.

€6 ¢h ndi rudt non mési,

Ap xe hodc rhigm khugn sinh mi khdc.

Viém loét dai trang.

Vigm thi thira.

Liéu phap glucocorticoid ¢ thé che 13p vidm phiic mac hodc cdc dé higu hodc trigu chilng khac Hén quan d8n rdi loan tiéu héa nhy thing, téc duing tigu
hoa hodc vidm tyy. Nguy cd phat trién loét duiing tiéu hoa ting khi diing ket hop vdi thudc chding viem khong steroid (NSAID).

Gan mat

G#n cd sy cham sdc dic bigt khi sir dung corticosteraid todn thén & bénh nhan suy gan hodc xd gan va phdi theo ddi bgnh nhén thuling xuyén.

Hit'm khi 161 loan gan mét da dugc bao céo, trong phdn fn cac tiing hop nay, cd thé hi phuc sau khi ngtng didu tri, Do dé c&n c6 rhilng bign phip theo
d6i phit hgp.

Coxugng

3 ¢o bao cdo vé bgnh co clp tink khi sir dyng corticosteroid Hiéu cao, thudng X2y ra & bénh nhan bi céc rdi logn din truyén than kinh cd (vi dy nhu bénh
nhuds co, hogc & bgnh nhan dang ding déng thi vi thudc khdng cholinergic, chiing han nhu thuSc U ché thin kinh ca (vi du pancuranium). Bgnh cd cép
tinh nay lan rong, c6 thé fin quan dén co mét, cu ho hip, va co thé dan dén ligt t chi. Tinh trang tang creatinin kinase ¢4 thé xdy ra. BE cé tigh trida vé
it am sing hay hdi phyc, cén ngiing thudc trang ving vaitudn ¢én vai nim.

Clin c6 sy cham soc dic bigt khi sit dung corticosteraid toan than & banh nhidn loding xudng (phy ni sau man kinh dgc bigt cé nguy co) va cdn the ddi bah
nhén thubng xuyén.

Than va tit nigu

Can than trong & nhilng bénh nh&n bj xd cling hé thdng vi tang ty 18 mic khing hodng thin xo citng dd dugc quan sét vdi corticostercid, bao gém
methyiprednisolon. Do 6, huyét 4p va chitc ning than (s-creatinin) nén duge Kigm tra thuing xuyén. Khi nghi ngd khiing hodng than, huyét ap nén duge
Kiém sodt cdn than.

G4n cham soc dic bigt khi sit dung corticosteroid toan than § bénh nhan suy than va phai theo di bdnh nhin thudng xuyén.

Chan thugng, nhiém dc va cac bigh chimg phiu thust

Corticosteroid todn than khang duge ch! dinh va do d6 khong nén ding dé diéu tri chan thudng so ndo, mot nghién oliu da trung tim cho thiy ty 18 tit vong
tang i8n tai thi didm 2 tudn d8n 6 thang sau chan thudng & bgnh nhn ding methylprednisolon natri succinat so voi gid duge. M quan hé ahan qua véi
didu tri biing methylprednisolon natri succinat chifa duge thist 1ap.

Génh bdo khic

Tac dyng khong mong mudn cd thé duge gidm thidu bing céch sif dyng tigu thap chdt c6 hidu qud trang khodng thai gian ngdn nhét va biing céch sif dyng
Jiu hang ngay nhit 12 lidu don vao budi sang hodc ahy mt lidu dan vao budi sang cich ngay. Gan danh gia bgnh nhan thuling xuyén dé diéu chinh figu thich
hgp.

Bénh nhan nén mang theo thé “Diéu rj biing steraid” hudng dln 16 rang vé cac bign phdp phong ngifa cén thyc hign d8 gidm thidu i ro va cung cap chi
1igt vé bdc st ke toa, thudc, Hiu fugng va thirl gian didu tri.

Bidu tri phot hgp véi cac thudc dc chd CYP3A, bao gbm cdc sin phim cd chira cobicistat, kha ndng s& 1am tang nguy co'tac dyng phy todn than, Nén tranh
phai hap trif khi Igi ich vugt trgi han nguy o6 tac dyng phy clia corticostercid toan than, trong truiing hgp d6 bgnh nhin cdn duge theo 4di tac dung phy ciia
corticosteroid todn than (xem phdn Tuong tdc, tvong ky cia thudt).

Aspirin v cic chidt chdng viém khang steroid ndn duge sif dyng thin trong ket hop vdi corticosteroid.

Bénh u t& bao va crom cd thé gay tlf vong 4 duge béo cdo sau khi slf dyng corticosteroid toan than, Véi bgnh nhan c6 nghi ngd hofic da xac dinh 12 méc
bénh uté bao a crdm, chi nén sit dyng céc carticosteroid sau khi A3 ti8n hanh danb gid [gi ich/ nguy co phl hgp.

Tré em

Corticosteroid gay cham phat trién & tré nhd, tré em va thanh thigu nign. Nén theo ddi cdn than sy phat trién va tang trubing clla tré khi sir dung figu phap
corticosteroid kéo dai. Bidu tri nén dugc gidi han & fidu thip nhat trong thai glan ngdn nhat. B8 gidm thidu sy e ché cha tryc ha ddi - yén yén - tuyén
thigng than va cham phat trién, néu ¢6 thé vige didu tri nén sit dung lidu don trong ligu phap cach ngay (xem phan Cdch ding, ligu ding).

Tré sdsinh va tré em phai digu trj 1au dai bng corticosteroid 6 nguy cu ddic bigt vé tang 4p Ic ni so.

Corticosteraid 8y cao ¢ thé din dén chitng viém tuy & tré em.

Ngudi caa tudi

Cac téc dung phy phé bigh ciia corticosteraid toan than ¢6 thé din d&n hau qu nghiém trong han & ngudi cao tudi, dic bigt 12 lofing xuang, tang huyét dp,
ha kali mau, dé thao dudng, d& bj nhidm khun va mdng da. Gidm sat [m sang chit ché 1 cdn thist dé tranh cde phan (ng de doa tinh mang.

Lign guan d&n 14 duge

Lactose {monohydrat); khong nén si dyng & bénh nhan ¢6 vén d8 vé dung nap galactose, thigu hut men lactase hodc bi rdi loan hdp thu glucose -
galactose.

Thutc nay chifa it han 1 mmol natri (23 mg) mdivién, c6 nghla 13 “khing o6 natri”™.

St DUNG THUGG CHO PHY NI 4 THAI VA GHO CON BU

Khé nang sinfi sin

Corticosteroid d& dugc chiing minh I lim gidm khd ndng sinh s&n trong cdc nghién cliu trén dong vat.

Phy nif cd thai

Kha ning corticosteroid vugt qua nhau thai khac nhau gitia cc loai thudc, tuy nhign, methylprednisolon qua dugc nhau thai. [i} ngudi, nguy cd nhe can khi
sinh duding phy lign quan dén lidw va co thé dugc giam thige biing cdch ding lidu corticosteroid thap.

S{r dung corticosteroid cho dong vit mang thai cd th gay ra nhiing bat thudng vé sy phét trién clia thai ahi bac g8m sttt mdi, cham phit trién trong 1 cung
va anh huling dén sy tang trubng va phat trin clia néo. Khang c6 bling chiing cho thdly corticosteraid dan dén tang 1 I8 bt thuing b&m sinh, chéng han
nfu hé vom migng & nam gidi, tuy nhién, khi ding trong thai gian dai hodc 1ap di [p lai trong thai iy, corticostercid co thé [am tang nguy co chdm phat
trién trang tif cung. Tré sd sinh dugc sinfi ra t céc ba me, nhiing ngudi da nhan dugc ligu corticosteroid dang k& trong thai ky phai dugc theo ddi va danh
gia cn than vé céc ddu higu suy vd thugng than, Theo I thuy8t, thiu nng tuyén thugng thin c6 thé xdy ra & tré 50 sinh sau khi sif dyng corticosteroid
trong thai ky nhung thuding ty ki sau khi sinh va higm khi ¢ § nghta vé mét lam sing.

" Vi ciwfa thuc hign ¢ nghién ol v8 sinh sin & ngui vi methylprednisolon, nén gifing nhu cdc thuiic khac, methylprednisolon ehi nén duge si dyng trong

thai ky sau khi can nhic than trong vé mit Igi ich - nguy co clia ngudi me va thai nhi. Tuy nhign, khi corticosteraid 12 c4n thiét, banh nhan c6 thai cé thé
duge digu tel binh thudng nhutriding igp khang 6 thal.

Buc thily tinh thé d3 dugc quan sat thay d tré sg sinh khi ba me dugc didu trj kéo di biing corticasteroid trong kivi mang thai.

Phy nit cha con b

Corticosteroid dugc bai 118t véi mdt lugng ahd trong sta me, tuy nhién, lidu methylprednisolon I8n d&n 40 mg mdi ngay khang o6 khd ning gay ra tic dyng
toan than &1ré, Tré so sinfi clia c4c b me diing idy cao hon mifc ndy cd thE c6 mot mc dg e ché tuyén thugng than. S&n phdm thudc nay chi nén duge st
dyng trong thdi gian chio con b sau khi ddnh gi can than vé t7 18 rli ro v& igi ich cho meg v tré sosinh.

Antt HUBNG COA THUGC LEN KHA NANG LAI XE VA VAN HANH MAY MOG

Tac dyng cira corticosteroid d6i vdi khi nang 14i xe hodc sit dung méy méc chua duge danh gid mdt cich o6 hé thaing. Téc dung khong meng mudn, vi dy
nhy chéng mit, rdi logn thi gidc va mét mai 1 c6 thé xdy ra sau khi diéu trf bng corticosteroid, N& bj dnh huding, bénh than kiéng nén l4i xe hodc vin
hanh may mdc.

TUGNG TAG, TUING KY ClA THUGC

Methyiprednisolon I cd chat clia enzym cytochrom PA50 (CYP) va chil y8u dugc chuyén héa bdi enzym CYP3A4. CYP3A4 13 enzym chinh clia hdu hét cac
phin ho CYP trong gan clia ngudi trudng thanh. N6 xic tac cho qud trinh 68 - hydroxyl héa steraid, giai doan | thist y&u trong qud trinh chuyén héa cho ¢
corticosteraid ndi sin va tng hap. Cing c6 rat nhidu chalt khac cling I2 ca chét clia CYP3A4, mot 56 chat nay (cling ahu cdc thudc khac) fam thay d6i sy
chuyén hoa glucocorticoid bing céch gdy cim Ung (digu hoa) hode e chif enzym CYP3A4.

Anh hudng

Phén loai thudc
Thudc hodc hoat chat
Khang sinh, khang fao

Tuong tac thudc

Chédt ¢am (ing Chét cam (ing CYP3A4 - Nhiing thudc gdy cam

- RIFAMPIN CYP3A4 {ing GYP3A4 nhin chung [am ting do thanh thai
- RIFABUTIN clia gan, dan tdi lam gidm ndng d6 clia cdc thudc 1a
Thudc chéng co giat cg chat clia CYP3A4. C6 thd cdn phél tang lidu
- PHENOBARBITAL methylprednisolon khi diing cling céc thudc nay dé
- PHENYTOIN dat dugc két qua didu tri nhu mong mudn.

- PRIMIDON

Chat cam Ung CYP3A4| Chdt cim (ing GYP3A4: xem ndi dung & trén.

(v& 13 cg chét) Céc chat 12 co chat clia CYP3A4 - Néu c6 céc chét
1a co chdt cha CYP3A4, qué trinh thanh thai qua
gan ciia methylprednisolon cé thé bj &nh hubng, do
d6 cdn c6 sy didu chinh tudng (ng lidu dung clia
methylprednisolon. C6 thé cdc tic dung khong
mong mudh khi diing ridng mi thudc s& d& xay ra
han khi ding déng thdi cac thuc vai nhau.

Chat ¢ ché& CYP3A4 | Chit Uc ché CYP3A4 - Nhitng thude Gc ché hoat
tinh CYP3A4 nhin chung 1am giam do thanh thai
clia gan va ting ndng dd clia cac thudc 1 cg chét
clia CYP3A4 nhu methylprednisolon trong huyét
tugng. N&u ¢6 cac chat dc ché CYP3A4, nén chudn
lidu methylprednisolon d& tranh bi ngd déc steroid.

Thudc chéng co giat
- CARBAMAZEPIN

Khang sinh nhém macrolid
- TROLEANDOMYCIN

- NUGC EP BUGI CHUM
Chdt dai khdng calci

- MIBEFRADIL

Thudc khang histamin H2

- CIMETIDIN

Khang khudn' Ngoai ra, methylprednisolon cd thé Iam ting toc
- ISONIAZID 46 acetyl hoa va do thanh thai cla isoniazid.
Thudc chéing non Ghat de che»'CYP3A4 Chdt dc ché CYP3A4: xem ndi dung & trén.

- APREPITANT (va 1a cg cha) C4c chat 14 oo chét cla CYP3A4 - Nu c6 céc chit
- FOSAPREPITANT

12 co chdt clia CYP3A4, qua trinh thanh thai qua
gan clia methylprednisolon ¢6 thé bj &nh hubing, do
d6 cdn co sy difu chinh tuong (ng liéu dung clia
methylprednisolon. C6 thé cac tac dung khong
mong mubn khi diing rigng mbi thufic s& dé xay ra
hon khi dung d8ng thdi cac thudc vdi nhau.

(1) Khi ding ddng thdi ciclosporin vdi
methylprednisolon thi xuat hign sy (fic ché chuyén
héa fn nhau, ¢6 thé 1am tang ndng do trong huyst
tudng clia mot hodc ¢& hai loai thudc. Vi vay, cac
tic dung khong mong mudn khi diing riéng mbi
thugc c6 thé s8 dé xay ra hon khi dung dng thdi.
(2) Cdc chdt Gc ché protease, nhu indinavir va
ritonavir, co thé [am ting ndng do corticosteroid
trong huy&t tugng.

(3) Corticosteroid c6 thé 1am ting sy chuy&n hoa
clla c4c thudc {c chd HIV - protease din tdi gidm
ndng d6 trong huyét tuong.

Thudc khang ndm
- ITRACONAZOL
- KETOCONAZOL

Thudc chen kénh calci
- DILTIAZEM

Thuc tranh thai (dubing uBng)
- ETHINYLESTRADIOL/
NORETHINDRON

Thudc Uc ché mign dich
- CICLOSPORIN (1)

Khéng sinh nhém macrolid
- CLARITHROMYCIN

- ERYTHROMYGIN

Thubc khang virus

- CAC THUOC UC CHE Hiv-
PROTEASE (2) (3)

Thuc ting cudng duge dang

hoe

- COBICISTAT

Thugc Gc ché mign dich Ca chdt clia CYP3A4 | Cdc chat 1a cd chdt clia CYP3A4 - NEu cb céc chat
- CYCLOPHOSPHAMID 14 cg cht clia CYP3A4, qua trinh thanh thai qua
- TACROLIMUS gan clia methylprednisolon c6 thé bi anh huting, do

d6 cdn ¢6 sy diéu chinh tuang (ng liéu dung clia
methylprednisolon. C6 thé céc tdc dung khong
mong mudn khi diing riéng mai thudc s& d& xay ra
han khi diing d8ng thdi cac thuic vai nhau,

Thudc khang viém non-steroid | Nhitng thuSc khong cd | (4) T¢ I8 xust huy8t tiéu hoa va loét da day 6 thé
NSAIDs (4) hiéu {ing qua trung ting khi diing methyiprednisolon ciing véi cac
- Li6u cao ASPIRIN (5) gian CYP3A4 thugc NSAID. )

(acetylsalicylic acid) (5) Methylprednisolon ¢4 the [am tang do thanh
thai clia aspirin liéu cao, dan d&n giam ndng 4o
salicylat huygt thanh. Nging didu tri bing
methylprednisolon cé thé lam ting néng db
salicylat trong huy&t thanh, din dén ting nguy cd
ngd dgc salicylat.

Thutic khang cholinergic (6)

g (6) DA ¢6 bao cdo vé bénh co cdp tinh ki sit dung
- CHEN THAN KINH €O (7)

ligu cao cac corticosteroid déng that véi cac thufc
khang cholinergic nhu cde thudc chen than kinh cg
(xem phn Cdnh bdo va than trong khi ding
thudt, G xuong d8 c6 thém thang tin)

(7) D 6 bdo cao vé tinh ddi khéng cla tac dung
fic ché thdn kinh co clia pancuronium vi
vecuronium trén bénh nhan diing corticosteroid.
Tuong téc nay cb thé xay ra vdi tdt cd cdc chat
chen than kinh co c6 tinh canh tranh,

Steroid c6 thé [Am gidm cdc tac dung cla thubc
(ic ch& enzym cholinesterase ding trong didu tr
bénh nhudc co.

Vi corticosteroid ¢6 thé 1am ting néng do glucose
trong mdu, nén cdn didu chinh liu clia cdc thudc
i déi théo duding.

Thudc Gc ché enzym
cholinesterases

Thudc tri déi thao dudng

Thudic khang dang (duong Tac dung clia thudc chdng dong méu coumarin ¢6 thé
ubng) dudc ting cuding bing ligu phap corticosteroid ddng
thii va cdn thidt phai theo dbi chit ché chi sd INR
hodc thoi gian prothrombin d# tranh chay mau W
phat.

Thude tam gidm kali Khi sif dung corticosteroid déng thai voi cac loal thudc
Jam gidm kali (nhu thudc igi tiéu), bénh nhan cin
dugc theo dBi chit ché sy xudt hign clia chiing ha kali
fuydt. Nguy co ha kali huy8t eling tang khi sif dung
déng thdi corticosteroid voi amphotericin B, cac
xanthen hodc thuc chil van beta - 2.

(¢ ché thugng than do aminoglutethimid c6 thé
Jam trdm trong thém nhitng thay ddi vé ndi tigt
phat sinh tif ligu phdp glucocorticoid kéo dai.

Thufc (¢ ché aromatase
- AMINOGLUTETHIMID

TAC DUNG KHONG MONG WMUON clia THUGC: Cac tac dyng khang mong mudn diglc phan foai theo 4n s6 theo quy ubc sau: R&t thudng gdp (= 1/ 10);

thudng gap (= 17100, < 1/10); khong thubng gap (= 1/1000, < 1/ 100); higm gap (= 1/ 10000, < 1/ 1000); 8t higm gdp (< 1/ 10060), khdng rd {khdng i

e lugng tif cde dr iBu hidn cd).

Nhifm khudh v3 nhifm kj sinh tring

Thiting gap: Nhim khudn (bao gbm ting 9 nhay cim vi mic 3 nghidm trong cla nhidm khudn vi sy ifc ché céc trigu ching va ddu higy lam sang).

Khdng rd: Nhigm khun co hdi, tai phat bénh lao khang hoat dong, viem phic mact.

RG7 foan mdu va hé bach huysl

Khang ré; Tang bach cdu.

Rl loan hé thing mién dich

Khéng rd: Qua min thudc; phan dng phan v§; phin ing dang phin vé.

R&T loan ngi tigt

Thuing gap: Hoi ching Cushing. Khang rd: Suy tuyén yén.

U 1anh tinh, dc tinh va khing xéc dinh (bac gdm cd u nang va polyp)

Khéng rd: Ung thu Kapost.

A5t loan chuyén hoa va dinh dudng

Thubng gap: Gt natri, gilt nudc. Khong ro: Nhidm toan chuyén hoa, ha kali mau do nhiém ki, rdi loan md mdu, gidm dung nap glucose, ting nhu cdu

insufin (hodic thudc ha duting huyét duding uGng & benh nhn dai thao dubing), ching tich ma, tng c&m gidc thém n (c6 thé dlin dén ting cn), tich Iy ma

ngodi mang cting.

R& logn tam thin

Thuiing gap: Rai logn cam xiic (bao gbm tam trang trém cdm va tm trang hung phén). Khong rd: R loan tam than (bao gdm ching dign cudng, hoang

tuéing, &0 gidc va t&m than phan igt), hanh vi tim thén, rdi toan c&m xic (bao gbm &nh hubing d&n khd nang chiu dyng, | thude tam iy, y tudng ty tix}, di

foan tam than, thay ddi tinh cach, trang thai nhdm {&n, lo 4w, 1&m trang ling lng, hanh vi bat thudng, mat ngl, céu git.

R oan hié than kinh

Khdng 18: Tang dp e ngi o (kém phil gai {Tang &p e ni s lanh tinh]), dong kinh, mét tri nhé, 1o} foan nhén thitc, chong mt, dau ddu.

R& lpgn mét

Thiting gip: Buc thily tinh the. Higm gap: Tam nhin bj md (xem thém phin Cdnh bdo va than trong khi ding thudc). Khong r3: Bgnh ting nhin 4p, I6i

i, gidc mac méng, cling mac méng, hic vong mac.

Héiloan tai va tai frong

Khdng ra: Chang mét,

A&l toan tim

Khéng rd: Suy tim sung huy8t (& banh nhan o6 nguy co}, v8 ca tim sau ahi méu oo tim.

Rélloan mach

Thuing gap: Tang huygt dp. Khong rd: huyét dp thép, thuyén tdc dgng mach, huyst khdi.

A& logn hé hap, ngue va trung thit

Knong r: Thuyén tdc phdi, ndc cut.

Rd}loan ligu hia

Thifing gap: Loét da day 14 trang (00 thé thiing foét da day va xudt huy€t do loét da day). Kndng rS: Thiig rudt, xult huy&t da day, vigm tyy, viém loét thiic

quan, vigm thye quin, ddy bung, dau byng, tidu chay, khd tiéu, budn ndn.

R&7 logn gan mat

Khoing rd: Téng men gan {vi dy ting alanin

A&7 loan da va mé dudi da

Thuiing gap: Tec da, myn. Khdng r: Phi: mach, rim 1dng, d6m xuat huyét, bim mdu, ban dd, ting tiét mé hoi, van trén da, phat ban, nglta, may day, gidn

tinh mach.

Ri loan co xong va sdc md lién ket

Thuting gap: Y&ucd, cham phat trign. Khdng ro: Dau cd, bénh co, teo od, lodng xudng, hoai i xudng, gdy xuong bank Iy, bénh khdp do thin kink, dau kihop.

737 loan hé sinh sn va vit; Khang r5: Kinh nguyt khong déu.

R’ Ioan chung vé ré Ioan tai ché ding thude

Thuing gap: Cham ianh vét thuong. Khéng r: Phii ngoai bign, mat mdi, khé chiu, cdc trigu chifng cai - gidm qud nhanh Hi8u corticosteraid sau khi didu trj

ko dai 6 thé dAin dén suy thugng than cip, ha huy8t p va tlivong (xem phdn Canh bdo va than trong kit ding thusi)

Xétnghigm

Thuing gap: Gidm kali mau, Khéing rd: Téng dp e adi nhan, gidm dung nap carbohydrat, tang calci trong nudc tiéu, phosphatase kiém trong mdu ting,

ting uré trong mAu, ¢c ché phan tng vii cdc xét nghiém trén da”.

Céc bign chitng do thi thugt, chén thuong va ng§ djc

Knong rd: Bt gan (ddc bigt ta gdn Achilies), gy xuong do chén ép 6ot song.

* Khong phai 1a thuat ngi dugc wu tién sif dyng clia MedDRA

+Vigm philc mae cd thé 1 déu higu hodc trigu chilng chinh clia ching réi loan tigu hoa nhu thing, tic dubing tiu héa hodc viem tuy (xem phdn Cdnh bdo

vé thin trong khi ding thuéc)

¥ I¢ tc dyng khang mong mudn c6 thé dy doan duge lign gquan dén viéc st dyng corticosteroid, bao gém dc ché tryc ving ha dbi - tuyén yén - tuyén

thigng thin tuong quan véi higu lyc tuang d6i cha thude, lidu ligng, thist gian ding va thi gian diéu tri (xem phin Cdnh bdo va than trgng khi ding thudt).

Thong béo cho bac ST nhiing tc dyng khdng mong mudn gip phéi khi s dyng thudc.

QUA LIEU VA CACH XU TRI: Khong nén ngung s ding methylprednisolon dt ngét ma phai gidm lidu trong mt khoang thai gian, Bidu tri thich hop aén

dugc thyc hign dé 1am giam bét cac trigu chiing rd rang do cdc tac dung phy gdy ra, Co h€ cn phai hd trg banh nhan vdi corticosteraid trong bat ky giai

doan chan thudng ndo xdy ra trong véng hai ndm sau khi dung qua lidu.

Khong 66 tridu chiing 1am sang véi truing hgp qud fidu c&p tinh methylprednisolon. Higm cd cic bae cdo vé ngd dfc cdp tinh va/ hofic tlr vong sau khi sif

dyng qud lidu glucocorticoid. Trong trudng hop qué liéu, khdng 6 thudc gidi 6o dac higu; didu tri h8 g va tridu ching, C6 thé thdm tach

methylprednisolon.

DAC TINH DUGC LYC HOC

Nhom duge 1y: Glucocorticosteroid. M3 ATC: HO2A B04

Methylprednisolon i mt glucocorticoid ting hop va 12 din xuat methyl clia prednison.

Methylprednisolon & m@t chat ching viem manh véi knd nang (ic ché manh hé thing mién dich.

Glucocarticaid hoat dgng chil yéu biing cach fign két va kich hoat cdc thy thé glucocorticoid ndi bas. Cac thy thé glucocorticoid dugc kich hoat lign ket vdi

cdc vling khi dong chia DNA (c6 thé kich hoat hodc ngan chin qud trinh phién ma) va kich hoat cac y&u td phién ma din ddn bat hoat gen thdng qua khit

acetyl hoa histon. Sau khi diing corticosteroid, c4c tic dung 1Am sang do nhiing thay ddi trong bifu hign gen dudc nhin thdy cham tré mot vai git.. Cac tic

ddng khac khong Han quan dén bidu hign gen cd thé thiy ngay 1ap tirc.

Corticosteroid anh huling d&n than, nutic vi can biing dign gidi, chuyén héa lipid, protein va carbohydrat, cd xuong, hg tim mach, h§ mién dich, hg thin

kirth va hé ndi 81, Corticosteroid cling rat quan trong trong vige duy tri chifc nang khi bi cng thing.

PAC TINH DUGC BONG HOC: Duge dong hoc methylprednisclon 12 tuyén tinh, khdng phy thube vao duing diing.

Hap thu

Methyiprednisolon duge hdp thu nhanh va dat néng 69 dinh trong huy8t tuong khodng 1,5 dén 2,3 gigr & moi fidu lugng sau khi udng & ngudi trubng thanh

khée manh binh thuing. Sinh kha dyng tuyét ddi ciia methylpredaisolon & nhitag ngudi binh thuing, khde manh thuing cao (82% dgn 89%} sau khi udng.

Phan b6 Methyiprednisolon phan b6 rgng trong cdc md, qua dugc hang rao mau ndo va tigt vo trong sGa me. Thé tich phan bd bidu kign clia thudc 1

khodng 1,4 L/ kg. Methylprednisolon fién ket protein huyét tuung & ngudi véi tf 16 khodng 77%.

Chuygn héa: Corticostercid duge chuydn héa chil yud gan mé cdn & than va duge bai 18t qua nude tidu,

& ngusi, methylprednisolon dugc chuydn héa B gan thanh cdc chdt chuyfn hoa khdng hoat ddng; cdc chdt chuydn hoa chli yéu 1A 20a-
i 3 208 i

tang aspartat

Qué trinh chuyén hoa  gan chil y8u qua enzym CYP3A4, (Xem danh sdch cdc tuong téc thudc do chuyén hoa qua trung gian CYP3A4, xem phin Tudng tdc,
Wong ky cila thust).

Gifing nhy nhidu loai ¢d chit cla CYP3A4, methylprednisolon c6 thé i cd chat cho protein van chuyén p-glycoprotein phan ho ABC gin ATP, Aah tubng
d&n sy phan b3 trong md va tuang tac vdi cic logi thudc khac.

Thai tei¥: Thisi gian ban thai trung binh clia methylprednisolon vao khong 1,8 dén 5,2 gid.

Téc dg ban thii tdng thé 12 khodng 5 d&n 6 mL/ phit/ kg.

QUY CACH BONG 60K Hop 3vIx10vign.  Hop 10vix10vign.

HAN DUNG: 24 thang k8 tif ngay sn xuit.

BIEY KIEN BA0 QUAN: Nai khd, nhigt dg khong qud 30°C, tranh 4nh séng.

TIEW CHUAN: TCCS.

Cd s& san xudt:

CONG TY CO PHAN DUGC HAU GIANG - Chi nhanh nha may duge phdm DHG tai Hau Giang
L6 B2 - B3, Khu cong nghiép Tan Ph Thanh - giai doan 1, x& Tan Phii Thanh, huyén Chdu Thanh A, tinh H4u Giang

DT: (0293) 3953454 @ Fax: (0293) 3953555

Mol thic méc vé san pham,
xin vui long lién hé
0292.3899000
E-mail; dhgpharma@dhgpharma.com.vn
www.dhgpharma.com.vn




