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SUMMARY OF PRODUCT CHARACTERISTICS 
 

This medicinal product is subject to additional monitoring. This will allow quick identification of 
new safety information. Healthcare professionals are asked to report any suspected adverse reactions. 
See section 4.8 for how to report adverse reactions. 

 

1. NAME OF THE MEDICINAL PRODUCT 

Monofer 100 mg/mL solution for injection/infusion 

2. QUALITATIVE AND QUANTITATIVE COMPOSITION 

One millilitre of solution contains 100 mg iron as ferric derisomaltose  
1 mL vial/ampoule contains 100 mg iron as ferric derisomaltose 
2 mL vial/ampoule contains 200 mg iron as ferric derisomaltose  
5 mL vial/ampoule contains 500 mg iron as ferric derisomaltose 
10 mL vial/ampoule contains 1000 mg iron as ferric derisomaltose  
For the full list of excipients, see section 6.1. 

3. PHARMACEUTICAL FORM 

Solution for injection/infusion. 
Dark brown, non-transparent solution. 

4. CLINICAL PARTICULARS 

4.1 Therapeutic indications 

Monofer is indicated for the treatment of iron deficiency in the following conditions: 

When oral iron preparations are ineffective or cannot be used 

Where there is a clinical need to deliver iron rapidly  
The diagnosis must be based on laboratory tests. 

4.2 Posology and method of administration 

Monitor carefully patients for signs and symptoms of hypersensitivity reactions during and following 
each administration of Monofer. Monofer should only be administered when staff trained to evaluate 
and manage anaphylactic reactions is immediately available, in an environment where full resuscitation 
facilities can be assured. The patient should be observed for adverse effects for at least 30 minutes 
following each Monofer injection (see section 4.4). 
Each IV iron administration is associated with a risk of a hypersensitivity reaction. Thus, to minimise 
risk the number of single IV iron administrations should be kept to a minimum. 

Posology 
The posology of Monofer follows a stepwise approach: [1] determination of the individual iron need 
and [2] calculation and administration of the iron dose(s). The steps can be repeated after [3] post-iron 
repletion assessments. 
  



2  

 
Iron need = Body weight(A) x (Target Hb(D) – Actual Hb)(B) x 2.4 + Iron for iron stores(C)  
[mg iron] [kg] [g/dL] [mg iron] 

Step 1: Determination of the iron need: 
The iron need can be determined using either the Simplified Table (i) or the Ganzoni formula below (ii).  
The iron need is expressed in mg elemental iron. 

 
i. Simplified Table: 
 Table 1. Simplified Table 

 
 
 
 

 
ii. Ganzoni formula:  
Table 2. Ganzoni formula 

 
 
 
 

(A) It is recommended to use the patient’s ideal body weight for obese patients or pre-pregnancy weight for pregnant 
women.  
For all other patients use actual body weight. Ideal body weight may be calculated in a number of ways e.g. by 
calculating weight at BMI 25 i.e. ideal body weight = 25 * (height in m)2 

(B) To convert Hb [mM] to Hb [g/dL] you should multiply Hb [mM] by factor 1.61145 

(C) For a person with a body weight above 35 kg, the iron stores are 500 mg or above. Iron stores of 500 mg are at the 
lower limit normal for small women. Some guidelines suggest using 10-15 mg iron /kg body weight. 

(D) Default Hb target is 15 g/dL in the Ganzoni formula. In special cases such as pregnancy consider using a lower 
haemoglobin target. 

 

iii. Fixed iron need: 
A fixed dose of 1000 mg is given and the patient is re-evaluated for further iron need according to “Step 
3: Post-iron repletion assessments”. For patients weighing less than 50 kg use the Simplified table or 
Ganzoni formula for iron need calculation. 

Step 2: Calculation and administration of the maximum individual iron dose(s): 
Based on the iron need determined above the appropriate dose(s) of Monofer should be administered 
taking into consideration the following: 
The total dose per week should not exceed 20 mg iron/kg bodyweight. 
A single Monofer infusion should not exceed 20 mg iron/kg body weight.  
A single Monofer bolus injection should not exceed 500 mg iron. 

Step 3: Post-iron repletion assessments: 
Re-assessment including blood tests should be performed by the clinician based on the individual 
patient's condition. To evaluate the effect of IV iron treatment, the Hb level should be re-assessed no 
earlier than 4 weeks post final Monofer administration to allow adequate time for erythropoiesis and 
iron utilisation. In the event the patient requires further iron repletion, the iron need should be 
recalculated.  

Hb  
(g/dL) 

Hb 
(mmol/L) 

Patients with bodyweight 
<50 kg 

Patients with bodyweight 
50 kg to <70 kg 

Patients with bodyweight 
 

  500 mg 1000 mg 1500 mg 
<10 <6.2 500 mg 1500 mg 2000 mg 
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Children and adolescents: 
Monofer is not recommended for use in children and adolescents < 18 years due to insufficient data on 
safety and efficacy. 

Method of administration: 
Monofer must be administered by the intravenous route either by injection or by infusion. 
Monofer should not be administered concomitantly with oral iron preparations, since the absorption of 
oral iron might be decreased (see section 4.5). 

Intravenous bolus injection: 
Monofer may be administered as an intravenous bolus injection up to 500 mg up to three times a week 
at an administration rate of up to 250 mg iron/minute. It may be administered undiluted or diluted in 
maximum 20 mL sterile 0.9% sodium chloride. 

 
Table 3: Administration rates for intravenous bolus injection 

Volume of Monofer Equivalent iron dose Administration rate/  
Minimum administration time Frequency 

mL  250 mg iron/minute 1-3 times a week 

Intravenous infusion: 
The iron need required may be administered in a single Monofer infusion up to 20 mg iron/kg body 
weight or as weekly infusions until the cumulative iron need has been administered. 
If the iron need exceeds 20 mg iron/kg body weight, the dose must be split in two administrations with 
an interval of at least one week. It is recommended whenever possible to give 20 mg iron/kg body 
weight in the first administration. Dependent on clinical judgement the second administration could 
await follow-up laboratory tests. 

 
Table 4: Administration rates for intravenous infusion 
Iron dose Minimum administration time 

 mg 
>1000 mg 

More than 15 minutes  
30 minutes or more 

 
Monofer should be infused undiluted or diluted in sterile 0.9% sodium chloride. For stability reasons, 
Monofer should not be diluted to concentrations less than 1 mg iron/mL (not including the volume of 
the ferric derisomaltose solution) and never diluted in more than 500 mL. Please refer to section 6.3 and 
6.6. 

Injection into dialyser: 
Monofer may be administered during a haemodialysis session directly into the venous limb of the 
dialyser under the same procedures as outlined for intravenous bolus injection.  

4.3 Contraindications 
 Hypersensitivity to the active substance, to Monofer or any of its excipients listed in section 6.1 
 Known serious hypersensitivity to other parenteral iron products 
 Non-iron deficiency anaemia (e.g. haemolytic anaemia) 
 Iron overload or disturbances in utilisation of iron (e.g. haemochromatosis, haemosiderosis) 
 Decompensated liver disease 

4.4 Special warnings and precautions for use 

Parenterally administered iron preparations can cause hypersensitivity reactions including serious and 
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potentially fatal anaphylactic/anaphylactoid reactions. Hypersensitivity reactions have also been 
reported after previously uneventful doses of parenteral iron complexes. There have been reports of 
hypersensitivity reactions which progressed to Kounis syndrome (acute allergic coronary arteriospasm 
that can result in myocardial infarction, see section 4.8). 
The risk is enhanced for patients with known allergies including drug allergies, including patients with a 
history of severe asthma, eczema or other atopic allergy. 
There is also an increased risk of hypersensitivity reactions to parenteral iron complexes in patients with 
immune or inflammatory conditions (e.g. systemic lupus erythematosus, rheumatoid arthritis). 
Monofer should only be administered when staff trained to evaluate and manage anaphylactic reactions 
is immediately available, in an environment where full resuscitation facilities can be assured. Each 
patient should be observed for adverse effects for at least 30 minutes following each Monofer injection. 
If hypersensitivity reactions or signs of intolerance occur during administration, the treatment must be 
stopped immediately. Facilities for cardio respiratory resuscitation and equipment for handling acute 
anaphylactic/anaphylactoid reactions should be available, including an injectable 1:1000 adrenaline 
solution. Additional treatment with antihistamines and/or corticosteroids should be given as appropriate. 
In patients with compensated liver dysfunction, parenteral iron should only be administered after careful 
benefit/risk assessment. Parenteral iron administration should be avoided in patients with hepatic 
dysfunction (alanine aminotransferase and/or aspartate aminotransferase > 3 times upper limit of 
normal) where iron overload is a precipitating factor, in particular Porphyria Cutanea Tarda (PCT). 
Careful monitoring of iron status is recommended to avoid iron overload. 
Parenteral iron should be used with caution in case of acute or chronic infection.  
Monofer should not be used in patients with ongoing bacteraemia. 
Hypotensive episodes may occur if intravenous injection is administered too rapidly. 
Caution should be exercised to avoid paravenous leakage when administrating Monofer. Paravenous 
leakage of Monofer at the injection site may lead to irritation of the skin and potentially long lasting 
brown discolouration at the site of injection. In case of paravenous leakage, the administration of 
Monofer must be stopped immediately. 

4.5 Interaction with other medicinal products and other forms of interaction 

As with all parenteral iron preparations the absorption of oral iron is reduced when administered 
concomitantly. 
Large doses of parenteral iron (5 mL or more) have been reported to give a brown colour to serum from 
a blood sample drawn four hours after administration. 
Parenteral iron may cause falsely elevated values of serum bilirubin and falsely decreased values of 
serum calcium. 

4.6 Fertility, pregnancy and lactation 

Pregnancy 
There are no adequate and well-controlled trials of Monofer in pregnant women. A careful risk/benefit 
evaluation is therefore required before use during pregnancy and Monofer should not be used during 
pregnancy unless clearly necessary. 
Iron deficiency anaemia occurring in the first trimester of pregnancy can in many cases be treated with 
oral iron. Treatment with Monofer should be confined to second and third trimester if the benefit is 
judged to outweigh the potential risk for both the mother and the foetus.  
Foetal bradycardia may occur following administration of parenteral irons. It is usually transient and a 
consequence of a hypersensitivity reaction in the mother. The unborn baby should be carefully 
monitored during intravenous administration of parenteral irons to pregnant women. 
Breast-feeding 
A clinical study showed that transfer of iron from Monofer to human milk was very low. At therapeutic 
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doses of Monofer no effects on the breastfeed newborns/infants are anticipated. 
Fertility 
There are no data on the effect of Monofer on human fertility. Fertility was unaffected following 
Monofer treatment in animal studies (see section 5.3). 

4.7 Effects on ability to drive and use machines 

No studies on the effects on the ability to drive and use machines have been performed. 

4.8 Undesirable effects 

The table presents the adverse drug reactions (ADRs) reported during Monofer treatment in clinical 
trials and in-market experience. 
Acute severe hypersensitivity reactions may occur with parenteral iron preparations. They usually occur 
within the first few minutes of administration and are generally characterised by the sudden onset of 
respiratory difficulty and/or cardiovascular collapse; fatalities have been reported. Other less severe 
manifestations of immediate hypersensitivity, such as urticaria and itching may also occur. In 
pregnancy, associated foetal bradycardia may occur with parenteral iron preparations. 
Fishbane reaction characterised by flushing in the face, acute chest and/or back pain and tightness 
sometimes with dyspnea in association with IV iron treatment may occur (frequency uncommon). This 
may mimic the early symptoms of an anaphylactoid/anaphylactic reaction. The infusion should be 
stopped and the patient's vital signs should be assessed. These symptoms disappear shortly after the iron 
administration is stopped. They typically do not reoccur if the administration is restarted at a lower 
infusion rate. 
Distant skin discolouration has also been reported post marketing following IV iron administration. 

 
Adverse drug reactions observed during clinical trials and post-marketing experience 

System Organ Class 
Common  

  
Uncommon 

 
Rare  

  
Not known 

Immune system disorders  Hypersensitivity, including 
severe reactions 

Anaphylactoid/ 
anaphylactic reactions 

 

Nervous system disorders  Headache, paraesthesia, 
dysgeusia, blurred vision, 
loss of consciousness, 
dizziness, fatigue 

Dysphonia, seizure, 
tremor, altered mental 
status, 

 

Cardiac disorders  Tachycardia Arrhythmia Kounis syndrome 
Vascular disorders  Hypotension, hypertension   
Respiratory, thoracic and 
mediastinal disorders 

 Chest pain, dyspnoea, 
bronchospasm 

  

Gastrointestinal 
disorders 

Nausea Abdominal pain, vomiting, 
dyspepsia, constipation, 
diarrhoea 

  

Skin and subcutaneous 
tissue disorders 

Rash Pruritus, urticaria, 
flushing, sweating, 
dermatitis 

Angioedema Distant skin 
discolouration 

Metabolism and 
nutritional disorders 

 Hypophosphataemia   

Musculoskeletal and 
connective tissue 
disorders 

 Back pain, myalgia, 
arthralgia, muscle spasms 

  

General disorders and 
administration site 
conditions 

Injection site 
reactions* 

Pyrexia, chills/shivering, 
infection, local phlebitic 
reaction, skin exfoliation 

Malaise, influenza like 
illness** 

 

Investigations  Hepatic enzyme increased   
* Includes the following preferred terms, i.e. injection site erythema, -swelling, -burning, -pain, -bruising, - discolouration,  
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-extravasation, -irritation, -reaction. 
** Influenza like illness whose onset may vary from a few hours to several days 

Description of selected adverse reactions 
Delayed reactions may also occur with parenteral iron preparations and can be severe. They are 
characterised by arthralgia, myalgia and sometimes fever. The onset varies from several hours up to four 
days after administration. Symptoms usually last two to four days and settle spontaneously or following 
the use of simple analgesics. 
Reporting of suspected adverse reactions 
Reporting suspected adverse reactions after authorisation of the medicinal product is important. It 
allows continued monitoring of the benefit/risk balance of the medicinal product. Healthcare 
professionals are asked to report any suspected adverse reactions via the national reporting system. 

4.9 Overdose 

The ferric derisomaltose in Monofer has a low toxicity. The preparation is well tolerated and has a 
minimal risk of accidental overdosing. 
Overdose may lead to accumulation of iron in storage sites eventually leading to haemosiderosis. 
Monitoring of iron parameters such as serum ferritin may assist in recognising iron accumulation. 
Supportive measures such as chelating agents can be used 

5. PHARMACOLOGICAL PROPERTIES 

5.1 Pharmacodynamic properties 

Pharmacotherapeutic group: Iron parenteral preparation, ATC code: B03AC 
Monofer solution for injection is a colloid with strongly bound iron in spheroidal iron-carbohydrate 
particles. 
The Monofer formulation contains iron in a complex that enables a controlled and slow release of 
bioavailable iron to iron-binding proteins with little risk of free iron. 
Each particle consists of a matrix of iron (III) atoms and derisomaltose with an average molecular 
weight of 1000 Da and a narrow molecular weight distribution that is almost devoid of mono- and 
disaccharides. 
INN name: Ferric derisomaltose (also known as iron (III) isomaltoside 1000). 
The chelation of iron (III) with carbohydrate confers to the particles a structure resembling ferritin that 
is suggested to protect against the toxicity of unbound inorganic iron (III). 
The iron is available in a non-ionic water-soluble form in an aqueous solution with pH between 5.0 and 
7.0. 
Evidence of a therapeutic response can be seen within a few days of administration of Monofer as an 
increase in the reticulocyte count. Due to the slow release of bioavailable iron serum ferritin peaks 
within days after an intravenous dose of Monofer and slowly returns to baseline after weeks. 
Clinical efficacy 
The efficacy of Monofer has been studied in the different therapeutic areas necessitating IV iron to 
correct iron deficiency. The main trials are described in more detail below.  
Iron deficiency anaemia outside CKD 
The P-Monofer-IDA-01 trial was an open-label, comparative, randomised, multi-centre, non-inferiority 
trial conducted in 511 patients with IDA randomised 2:1 to either Monofer or iron sucrose. 90% of 
recruited patients were females. The dosing of Monofer was performed according to the Simplified 
Table as described in section 4.2 above and dosing of iron sucrose was calculated according to Ganzoni 
and administered as 200 mg infusions. The primary endpoint was the proportion of patients with an Hb 

dL from baseline at any time between weeks 1 to 5. A higher proportion of patients 
treated with Monofer compared to iron sucrose reached the primary endpoint, 68.5% vs 51.6%, 
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respectively (FAS, p <0.0001). 
The P-Monofer-IDA-03 trial was an open-label, comparative, randomised, multi-centre trial conducted 
in 1512 patients with IDA randomised 2:1 to either Monofer 1000 mg infused over 20 min (1009 
subjects) or iron sucrose administered as 200 mg IV injections repeated up to a cumulative dose of 1000 
mg (503 subjects). For the co-primary efficacy endpoint the change from baseline to week 8 in Hb was 
2.49 g/dL in the Monofer group and 2.49 g/dL in the iron sucrose group. The estimated treatment 
difference [95% CI] of iron isomaltoside - iron sucrose was 0.00 g/dL [-0.13; 0.13]. Since the lower 
bound of the 95% CI for the treatment difference was above -0.5 g/dL, non-inferiority was concluded. 
For the co-primary safety endpoint, a total of 3 treatment emergent serious or severe hypersensitivity 
reactions in 989 subjects (0.3%) were adjudicated and confirmed by the adjudication committee in the 
iron isomaltoside group. The 95% CI was [0.06%; 0.88%] and as the upper bound was <3%, the 
primary safety objective was considered met. In the iron sucrose group 2 treatment emergent serious or 
severe hypersensitivity reactions in 494 subjects (0.4%) were adjudicated and confirmed by the 
adjudication committee. The risk difference between iron isomaltoside and iron sucrose was estimated 
to -0.10% [95% CI: -0.91; 0.71]. 
Nephrology 
Non-dialysis-dependent chronic kidney disease 
The P-Monofer-CKD-02 trial was an open-label, comparative, randomised, multi-centre, non-inferiority 
trial conducted in 351 iron deficient non-dialysis dependent (NDD) chronic kidney disease (CKD) 
patients, randomised 2:1 to either Monofer or oral iron sulphate administered as 100 mg elemental oral 
iron twice daily (200 mg daily) for 8 weeks. The patients in the Monofer group were randomised to 
infusion of 1000 mg single dose or bolus injections of 500 mg. Monofer was non-inferior to oral iron at 
week 4 (p<0.001) and also sustained a superior increase in Hb compared to oral iron from week 3 until 
the end of trial at week 8 (p=0.009 at week 3). 
The P-Monofer-CKD-04 trial was an open-label, comparative, randomised, multi-centre trial conducted 
in 1538 NDD-CKD patients with IDA randomised 2:1 to either Monofer 1000 mg infused over 20 min 
(1027 subjects) or iron sucrose administered as 200 mg IV injections repeated up to a cumulative dose 
of 1000 mg (511 subjects). For the co-primary efficacy endpoint, the change from baseline to week 8 in 
Hb was 1.22 g/dL in the Monofer group and 1.14 g/dL in the iron sucrose group. The estimated 
treatment difference was 0.08 g/dL [95% CI: -0.06; 0.23]. Since the lower bound of the 95% CI was 
above -0.5 g/dL, non-inferiority was concluded. For the co-primary safety endpoint, a total of 3 
treatment emergent serious or severe hypersensitivity reactions in 1019 subjects (0.3%) were 
adjudicated and confirmed by the adjudication committee in the iron isomaltoside group. The 95% CI 
was [0.06%; 0.86%] and as the upper bound was <3%, the primary safety objective was considered met. 
No treatment emergent serious or severe hypersensitivity reactions were adjudicated and confirmed by 
the adjudication committee in the iron sucrose group. The risk difference between iron isomaltoside and 
iron sucrose was estimated to 0.29% [95% CI: - 0.19; 0.77]. 
Haemodialysis-dependent chronic kidney disease 
The P-Monofer-CKD-03 trial was an open-label, comparative, randomised, multi-centre, non-inferiority 
trial conducted in 351 haemodialysis patients randomised 2:1 to either Monofer or iron sucrose. Patients 
were randomised to either a single injection of 500 mg or 500 mg in split doses of Monofer or 500 mg 
iron sucrose in split doses. Both treatments showed similar efficacy with more than 82% of patients with 
Hb in the target range (non-inferiority, p=0.01). 
Oncology 
Cancer related anaemia 
The P-Monofer-CIA-01 trial was an open-label, comparative, randomised, multi-centre, non-inferiority 
trial conducted in 350 cancer patients with anaemia randomised 2:1 to either Monofer or oral iron 
sulphate administered as 100 mg elemental oral iron twice daily (200 mg daily) for 12 weeks. The 
patients in the Monofer group were randomised to either an infusion of max 1000 mg single doses over 
15 min or bolus injections of 500 mg over 2 min. The primary endpoint was change in Hb 
concentrations from baseline to week 4. Monofer was non-inferior to oral iron at week 4 (p<0.001) and 
a faster onset of the Hb response was observed with infusion of Monofer.  
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Gastroenterology 
Inflammatory bowel disease 
The P-Monofer-IBD-01 trial was an open-label, comparative, randomised, multi-centre, non-inferiority 
trial conducted in 338 inflammatory bowel disease (IBD) patients randomised 2:1 to receive either 
Monofer or oral iron sulphate administered as 100 mg elemental oral iron twice daily for 8 weeks (200 
mg daily). The patients in the Monofer group were randomised to either an infusion of max 1000 mg 
single doses over 15 min or bolus injections of 500 mg over 2 min. A modified Ganzoni formula was 
used to calculate the IV iron need with a target Hb of only 13 g/dL resulting in an average iron dose of 
884 mg elemental iron compared to oral iron administered as 200 mg oral iron sulfate once daily for 8 
weeks (11,200 mg elemental oral iron in total). The primary endpoint was change in Hb concentrations 
from baseline to week 8. The patients had mild to moderate disease activity. Non-inferiority in change 
of Hb to week 8 could not be demonstrated. The dose-response relationship observed with Monofer 
suggests that the true iron demand of IV iron was underestimated by the modified Ganzoni formula. The 

dL) rate was 93% for patients receiving >1000 mg Monofer. 
Women's health 
Postpartum 
The P-Monofer-PP-01 trial was an open-label, comparative, randomised, single-centre trial conducted in 

mL or PPH >1000 mL 
and Hb >6.5 g/dL measured >12 hours after delivery. The women were randomised 1:1 to receive either 
a single dose of 1200 mg Monofer or standard medical care. The primary endpoint was the aggregated 
change in physical fatigue within 12 weeks postpartum. The difference in aggregated change in physical 
fatigue score within 12 weeks postpartum was -0.97 (p=0.006), in favour of Monofer. 

5.2 Pharmacokinetic properties 

The Monofer formulation contains iron in a strongly bound complex that enables a controlled and slow 
release of bioavailable iron to iron-binding proteins with little risk of free iron toxicity. After 
administration of a single dose of Monofer of 100 to 1000 mg of iron in pharmacokinetic studies, the 
iron injected or infused was cleared from the plasma with a half-life that ranged from 1 to 4 days. Renal 
elimination of iron was negligible. 
Following intravenous administration, ferric derisomaltose is rapidly taken up by the cells in the 
reticuloendothelial system (RES), particularly in the liver and spleen from where iron is slowly released. 
Circulating iron is removed from the plasma by cells of the reticuloendothelial system which split the 
complex into its components of iron and derisomaltose. The iron is immediately bound to the available 
protein moieties to form hemosiderin or ferritin, the physiological storage forms of iron, or to a lesser 
extent, to the transport molecule transferrin. This iron, which is subject to physiological control, 
replenishes haemoglobin and depleted iron stores. 
Iron is not easily eliminated from the body and accumulation can be toxic. Due to the size of the 
complex, Monofer is not eliminated via the kidneys. Small quantities of iron are eliminated in urine and 
faeces.  
Derisomaltoseis either metabolised or excreted. 

5.3 Preclinical safety data 

Iron complexes have been reported to be teratogenic and embryocidal in non-anaemic pregnant animals 
at high single doses above 125 mg iron/kg body weight. The highest recommended dose in clinical use 
is 20 mg iron/kg body weight. 
In a fertility study with Monofer in rats no effects on male reproductive performance and spermatogenic 
parameters were found at dose level tested.  
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6. PHARMACEUTICAL PARTICULARS 

6.1 List of excipients 

Water for injections 
Sodium hydroxide (for pH adjustment)  
Hydrochloric acid (for pH adjustment) 

6.2 Incompatibilities 

This medicinal product must not be mixed with other medicinal products except those mentioned in 
section 6.6 

6.3 Shelf life 

Shelf life of ampoules as packaged for sale 
3 years 
Shelf life of vials as packaged for sale 
3 years 
Shelf life after first opening of the container (undiluted): 
From a microbiological point of view, unless the method of opening precludes the risk of microbial 
contamination, the product should be used immediately. 
If not used immediately, in-use storage times and conditions are the responsibility of the user. 
Shelf life after dilution with sterile 0.9% sodium chloride: 
From a microbiological point of view, the product should be used immediately. 

6.4 Special precautions for storage 

This medicinal product does not require any special storage conditions. 
For storage conditions of the reconstituted and diluted solution, see section 6.3. 

6.5 Nature and contents of container 

Type 1 glass ampoule. 
Pack sizes: 5 x 1 mL, 10 x 1 mL, 5 x 2 mL, 10 x 2 mL, 2 x 5 mL, 5 x 5 mL, 2 x 10 mL, 5 x 10 mL 
Type 1 glass vial with chlorobutyl rubber stopper and aluminium cap. 
Pack sizes: 1 x 1 mL, 5 x 1 mL, 10 x 1 mL, 5 x 2 mL, 10 x 2 mL, 1 x 5 mL, 2 x 5 mL, 5 x 5 mL,  

1 x 10 mL, 2 x 10 mL, 5 x 10 mL 
Not all pack sizes may be marketed. 

6.6 Special precautions for disposal and other handling 

Inspect vials/ampoules visually for sediment and damage before use. Use only those containing 
sediment-free, homogeneous solution. 
Monofer is for single use only and any unused solution should be disposed of in accordance with local 
requirements. 
Monofer must only be mixed with sterile 0.9% sodium chloride. No other intravenous dilution solutions 
should be used. No other therapeutic agents should be added. For dilution instructions, see section 4.2. 
The reconstituted solution for injection should be visually inspected prior to use. Use only clear 
solutions without sediment. 
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－1－

2．禁忌（次の患者には投与しないこと）
2．1 鉄欠乏状態にない患者［鉄過剰を来すおそれがある］
2．2 本剤に対し過敏症の既往歴のある患者

3．組成・性状
3．1 組成
販　売　名 フェインジェクト静注500mg

有 効 成 分 1 バイアル（10mL）中にカルボキシマルトース第二
鉄を鉄として500mg含有する

添　加　剤 pH調整剤

3．2 製剤の性状
販　売　名 フェインジェクト静注500mg

性　　　状 暗褐色の不透明な液

pH 5.0～7.0

浸 透 圧 比 1.0～1.3（生理食塩液に対する比）

4．効能又は効果
鉄欠乏性貧血

5．効能又は効果に関連する注意
本剤は経口鉄剤の投与が困難又は不適当な場合に限り使用す
ること。

6．用法及び用量
通常、成人に鉄として 1回あたり500mgを週 1回、緩徐に静
注又は点滴静注する。総投与量は、患者の血中ヘモグロビン
値及び体重に応じるが、上限は鉄として1,500mgとする。

7．用法及び用量に関連する注意
7．1 本剤の投与に際しては、以下を参考に、過量投与にならな
いよう、総投与量（投与回数）に注意すること。なお、本剤
の投与は週 1回、 1回あたり鉄として500mg（ 1 バイアル）
とする。

本剤の鉄としての総投与量（投与回数）

体重

25kg以上
35kg未満

35kg以上
70kg未満 70kg以上

血
中
ヘ
モ
グ
ロ
ビ
ン
値

10.0g/dL未満
500mg

（ 500mgを 1 回
投与）

1,500mg
（ 週 1回、1回あ
たり500mgを計
3回投与）

1,500mg
（ 週 1回、1回あ
たり500mgを計
3回投与）

10.0g/dL以上

1,000mg
（ 週 1回、1回あ
たり500mgを計
2回投与）

7．2 本剤を希釈しないで使用する場合、 5分以上かけて緩徐に
静注すること。本剤を希釈して使用する場合は、 6分以上か
けて点滴静注すること。
7．3 35kg未満の患者には点滴静注とすること。
7．4 血中ヘモグロビン値は本剤投与終了後 4週程度まで上昇す
るため、再治療の必要性は、投与終了後 4週以降を目安に血
中ヘモグロビン値、血清フェリチン値、患者の状態等から、
鉄過剰に留意して慎重に判断すること。［12．2、17．1．1、17．1．2
参照］

9．特定の背景を有する患者に関する注意
9．1 合併症・既往歴等のある患者
9．1．1 発作性夜間ヘモグロビン尿症を合併している患者
溶血を誘発するおそれがある。

9．3 肝機能障害患者
本剤投与による肝機能の悪化に注意すること。鉄過剰により
肝機能障害が悪化する可能性がある。肝機能障害患者を対象
とした臨床試験は実施していない。［16．3．1 参照］

9．5 妊婦
妊婦又は妊娠している可能性のある女性には、治療上の有益
性が危険性を上回ると判断される場合にのみ投与すること。
ラット及びウサギを用いた生殖発生毒性試験において過量投
与で胎児の奇形が報告されており、母動物における鉄過剰に
伴う毒性の二次的影響と考えられている1），2）。また、ラットで
胎盤通過性が報告されている3）。
9．6 授乳婦
治療上の有益性及び母乳栄養の有益性を考慮し、授乳の継続
又は中止を検討すること。ヒトの乳汁中への移行が認められ
ている4）。

9．7 小児等
小児を対象とした臨床試験は実施していない。

11．副作用
次の副作用があらわれることがあるので、観察を十分に行い、
異常が認められた場合には投与を中止するなど適切な処置を
行うこと。

11．1 重大な副作用
11．1．1 過敏症（頻度不明）
ショック、アナフィラキシー等の重篤な過敏症があらわれ
ることがある。

11．2 その他の副作用
10%以上 1 %以上 0.1%～ 1 %未満 頻度不明

精神神経系 頭痛（4.3%） 倦怠感

肝臓 γGTP増加、肝
機能検査値上昇

消化器 上腹部痛、悪心

皮膚 蕁麻疹

その他 血中リン減
少（20.1%）

発熱、月経過多 背部痛、投与
部位疼痛

12．臨床検査結果に及ぼす影響
12．1 血清リン値
血清リン値は本剤投与後に低下する傾向があるため、低リン
血症の発現に注意すること。［17．1．1、17．1．2 参照］
12．2 血清フェリチン値
血清フェリチン値は本剤投与後に高値を示すことから、本剤
投与終了後 4週程度は貯蔵鉄量を正確に反映しない可能性が
あることに注意すること。［7．4 参照］

13．過量投与
13．1 症状
鉄過剰症があらわれることがある。また、長期的な低リン血
症により骨軟化症に至ることがある5）。
13．2 処置
鉄排泄剤の投与等、症状に応じて適切な処置を行うこと。

＊＊

＊＊

＊＊

＊＊2021年 7 月改訂（第 4版）
　＊2020年 9 月改訂

貯　　法： 室温保存（凍結を避けて保存）
有効期間： 3 年

鉄欠乏性貧血治療剤
カルボキシマルトース第二鉄注射液

日本標準商品分類番号

873222

承認番号 23100AMX00290000

販売開始 2020年 9 月処方箋医薬品注）

注）注意－医師等の処方箋により使用すること
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14．適用上の注意
14．1 薬剤調製時の注意
14．1．1 希釈方法
他の薬剤と配合しないこと。希釈する場合は、 1バイアル
あたり100mLの生理食塩液で用時希釈し、生理食塩液以外
の輸液は使用しないこと。鉄として 2 mg/mL未満に希釈し
てはならない。未使用分は廃棄し、分割使用は避けること。

14．2 薬剤投与時の注意
注射に際しては血管外に漏出しないよう十分注意すること。
血管外に漏出した場合には、漏出部位周辺に皮膚の炎症及び
長期にわたる色素沈着を起こすことがある。血管外漏出が認
められた場合は、適切な処置を行うこと。

16．薬物動態
16．1 血中濃度
18歳以上65歳未満で体重40kg以上（1,000mg群は50kg以上）
の鉄欠乏性貧血患者24例に、本剤を鉄として100～1,000mgを
1 回、緩徐に静注又は点滴静注したときの血清鉄（カルボキ
シマルトース、生体内の鉄結合性タンパク質と結合した鉄及
び遊離鉄）の薬物動態パラメータは以下の表のとおりであっ
た6）。

本剤単回静脈内投与時の血清鉄注1）の薬物動態パラメータ

本剤投与量注2）

（mg） 例数 AUC0-168h
（μg・h/mL）

t1/ 2
（h）

100 6 465±88注3） 62.7注4）

500 6 3,400±570 89.1±93.0

800 6 6,560±1,190 70.5±28.0

1,000 6 8,680±1,200 42.2±24.2

平均値±標準偏差
注1） 血清中のカルボキシマルトースと結合した鉄、生体内の鉄結合性

タンパク質と結合した鉄及び遊離鉄
注2）鉄としての投与量
注3）AUC0-144h
注4） 1 例の値

1000mg
800mg
500mg
100mg

1000

100

10

1

0.1

0.01
0 24 48 72 96 120 144 168

時間（h）

血
清
鉄
※
濃
度（
µg
/m
L）

※ 血清鉄：カルボキシマルトースと結合した鉄、生体内の鉄結合
性タンパク質と結合した鉄及び遊離鉄

本剤100～1,000mgを静脈内投与後の血清鉄の推移（各群 6例の平均値）

16．3 分布
16．3．1 正常ラット及び鉄欠乏性貧血ラット
正常ラット及び鉄欠乏性貧血ラットに本剤の59Fe標識体を鉄
として 5 mg単回静脈内投与したとき、いずれのラットにお
いても、静脈内投与後の放射能は主に血球、肝臓及び脾臓
に認められ、肝臓及び脾臓においては経時的に減少し、血
球では経時的に上昇した7），8）。［9．3 参照］

16．3．2 妊娠ラット
妊娠ラットに、本剤の59Fe標識体を鉄として 5 mgを妊娠12
日目に単回静脈内投与したとき、投与後72時間までの胎児
の放射能濃度は胎盤中放射能濃度よりも低かった。投与後
7日では胎児及び胎盤それぞれに投与放射能の9.2%及び
3.1%が移行した3）。

16．3．3 ヒト胎盤灌流モデル
In vitroヒト胎盤灌流モデルにおいて、本剤の59Fe標識体を
鉄として約0.6mg/mL（ヒトに 1回あたり500mgを投与した
ときの最高血清中鉄濃度の約 3倍）及びトランスフェリン
を母体側回路へ添加した結果、胎児側回路から放射能は検
出されなかった9）。

16．4 代謝
血中でカルボキシマルトースがα-アミラーゼにより部分的に
分解される。本剤及びカルボキシマルトースが部分的に分解
された本剤は、細網内皮系の細胞に取り込まれた後、エンド
リソソーム内で鉄が分離される10）。

16．5 排泄
尿中に鉄はほとんど排泄されなかった6）。

17．臨床成績
17．1 有効性及び安全性に関する試験
17．1．1 国内第Ⅲ相試験（検証的試験）
18歳以上50歳未満で体重35kg以上の過多月経を伴う鉄欠乏
性貧血患者（血中ヘモグロビン値：6.0g/dL以上11.0g/dL未
満、血清フェリチン値：12ng/mL未満）238例を対象に、本
剤又は含糖酸化鉄を、下記の基準に基づく総投与鉄量（鉄
として1,000mg又は1,500mg）まで静脈内投与する無作為化
非盲検並行群間比較試験を実施した。本剤群は、 1回あた
り鉄として500mgを週に 1回、緩徐に静注又は点滴静注す
ることとされた。

本剤及び含糖酸化鉄の総投与鉄量

・ 観察期（投与開始前）の血中ヘモグロビン値が
10.0g/dL以上11.0g/dL未満かつ投与開始日の体重
が70kg未満の場合

1,000mg

・ 観察期（投与開始前）の血中ヘモグロビン値が
6.0g/dL以上10.0g/dL未満かつ投与開始日の体重が
70kg未満の場合

・ 観察期（投与開始前）の血中ヘモグロビン値が
6.0g/dL以上11.0g/dL未満かつ投与開始日の体重が
70kg以上の場合

1,500mg

投与開始12週後までの血中ヘモグロビン値の最大変化量（調
整済み平均値）の群間差（本剤群-含糖酸化鉄群）［95%信頼
区間］は-0.15g/dL［-0.35,0.04］であり、本剤群の含糖酸化
鉄群に対する非劣性が検証された（非劣性限界値-1.0g/dL）。

12週時までの血中ヘモグロビン値の最大変化量

本剤群
（119例）

含糖酸化鉄群
（119例）

血中ヘモグロビン値の最大変化量の
調整済み平均値注）

［95%信頼区間］

3.90g/dL
［3.77,4.04］

4.05g/dL
［3.92,4.19］

群間差
［95%信頼区間］

-0.15g/dL
［-0.35,0.04］

注） 投与群を因子、ベースラインの血中ヘモグロビン値及び体重を
共変量とした共分散分析

投与開始12週後までの血中ヘモグロビン値の推移図は以下
のとおりであった。

平均値±標準偏差

：本剤群
：含糖酸化鉄群
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副作用の発現率は、本剤群37.8%（45/119例）、含糖酸化鉄
群32.8%（39/119例）であった。本剤群での主な副作用は、
血中リン減少18.5%（22/119例）、頭痛5.9%（ 7 /119例）であっ
た11）。［7．4、12．1 参照］

17．1．2 国内第Ⅲ相試験（一般臨床試験）
16歳以上で体重35kg以上の消化器障害に伴う鉄欠乏性貧血
患者（血中ヘモグロビン値が、男性：6.0g/dL以上13.0g/dL
未満、女性：6.0g/dL以上12.0g/dL未満、血清フェリチン値
12ng/mL未満〈CRP値が基準値上限超の場合100ng/mL未
満〉）39例を対象に、本剤を 1回あたり鉄として500mgを週
に 1回、下記の基準に基づく総投与鉄量（鉄として1,000mg
又は1,500mg）まで静脈内投与する非対照非盲検試験を実施
した。本剤は、 1回あたり鉄として500mgを週に 1回、緩
徐に静注又は点滴静注することとされた。

本剤の総投与鉄量

・ 観察期（投与開始前）の血中ヘモグロビン値が
10.0g/dL以上13.0g/dL未満（男性）又は10.0g/dL以
上12.0g/dL未満（女性）かつ投与開始日の体重が
70kg未満の場合

1,000mg

・ 観察期（投与開始前）の血中ヘモグロビン値が
6.0g/dL以上10.0g/dL未満かつ投与開始日の体重が
70kg未満の場合
・ 観察期（投与開始前）の血中ヘモグロビン値が
6.0g/dL以上13.0g/dL未満（男性）又は6.0g/dL以上
12.0g/dL未満（女性）かつ投与開始日の体重が
70kg以上の場合

1,500mg

投与開始12週後までの血中ヘモグロビン値の推移図は以下
のとおりであった。

平均値±標準偏差
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副作用の発現率は、48.7%（19/39例）で、主な副作用は、
血中リン減少23.1%（ 9 /39例）、蕁麻疹5.1%（ 2 /39例）、発
熱5.1%（ 2 /39例）、肝機能検査値上昇5.1%（ 2 /39例）であっ
た12）。［7．4、12．1 参照］

18．薬効薬理
18．1 作用機序
本剤は、マクロファージに取り込まれて分解された後、鉄は
血漿トランスフェリンと結合して体内を循環する。トランス
フェリンに結合した鉄は骨髄にて赤芽球に取り込まれ、ヘモ
グロビン合成に利用される13）。

18．2 造血作用
鉄欠乏食で飼育した貧血ラットに本剤を鉄として 5 mgを単回
静脈内投与した結果、血中ヘモグロビン値が上昇した8）。
18．3 ヒトでの作用
18歳以上65歳未満で体重40kg以上（1,000mg群は50kg以上）
の鉄欠乏性貧血患者24例に、本剤を鉄として100～1,000mgを
1 回、緩徐に静注又は点滴静注したとき、血清フェリチン値
は用量依存的な増加が認められた。また、全ての群において、
不飽和鉄結合能の低下傾向、血清トランスフェリンの緩やか
な低下傾向が認められた。また、網状赤血球数の増加が認め
られた6）。

19．有効成分に関する理化学的知見
一般的名称： カルボキシマルトース第二鉄

（Ferric carboxymaltose）
化　学　名： 水和された酸化第二鉄とポリ［D-グルコピラノ

シル（1→4）］-D-グルコン酸との複合体
（Poly [D-glucopyranosyl(1→4)] -D-gluconic 
acid complex of hydrated iron(Ⅲ) oxide）

分　子　式：Few([C6H10O5]aC6H11O7)x(OH)yOz・nH2O
分　子　量：130,000～200,000
性　　　状： カルボキシマルトース第二鉄は褐色の粉末であ

る。水に溶けやすい。

21．承認条件
医薬品リスク管理計画を策定の上、適切に実施すること。

22．包装
〈フェインジェクト静注500mg〉
10mL× 1 バイアル、10mL× 5バイアル
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24．文献請求先及び問い合わせ先
ゼリア新薬工業株式会社　お客様相談室
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26．製造販売業者等
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ゼリア新薬工業株式会社
〒103-8351　東京都中央区日本橋小舟町10-11
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