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Original Effective Date: 12/6/2007 

Policy Number: MCP-042 Revision Date: 4/2012, 6/29/2012, Q4 2019 
Review Date:  12/16/2015; 6/15/2016; 3/21/2017; 9/13/2018; Q3 2020 
MCPC Approval Date: 9/13/2018 
P&T Approval Date: Q4 2019, Q3 2020 

DISCLAIMER 

This Molina Clinical Policy (MCP) is intended to facilitate the Utilization Management process.  It expresses 
Molina's determination as to whether certain services or supplies are medically necessary, experimental, 
investigational, or cosmetic for purposes of determining appropriateness of payment.   The conclusion that a 
particular service or supply is medically necessary does not constitute a representation or warranty that this 
service or supply is covered (i.e., will be paid for by Molina) for a particular member. The member's benefit 
plan determines coverage.  Each benefit plan defines which services are covered, which are excluded, and 
which are subject to dollar caps or other limits. Members and their providers will need to consult the member's 
benefit plan to determine if there are any exclusion(s) or other benefit limitations applicable to this service or 
supply.  If there is a discrepancy between this policy and a member's plan of benefits, the benefits plan will 
govern. In addition, coverage may be mandated by applicable legal requirements of a State, the Federal 
government or CMS for Medicare and Medicaid members. CMS's Coverage Database can be found on the CMS 
website. The coverage directive(s) and criteria from an existing National Coverage Determination (NCD) or 
Local Coverage Determination (LCD) will supersede the contents of this MCP document and provide the 
directive for all Medicare members. Molina Healthcare reserves the right to update this Policy and revise 
coverage criteria to include or omit any off-label condition(s) as necessary based on medical literature and 
clinical studies that may become available. 
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SUMMARY OF EVIDENCE/POSITION
This policy addresses alpha1-proteinase inhibitor products (Prolastin, Glassia, Aralast NP,  Zemaira) for 
the treatment of long-term augmentation and maintenance therapy in adults with severe hereditary 
deficiency of alpha1-antitrypsin (AAT) with clinically evident emphysema when appropriate criteria are 
met. 
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Alpha-1 Antitrypsin (AAT) Deficiency 
• An autosomal recessive genetic disorder that results in decreased levels of the protease inhibitor alpha-1 

antitrypsin. ATT deficiency is a chronic, hereditary, usually fatal, autosomal recessive disorder in which a 
low concentration of A1-PI (or ATT) is associated with slow progressive, severe panacinar emphysema that 
most often manifests itself in the third to fourth decades of life. AAT, produced by the liver, is a "lung 
protector." In the absence of AAT, emphysema is almost inevitable. There are many genetic variants of A1-
PI deficiency, only some of which result in very low levels of A1-PI. The more severe types are the PiZZ, 
PiZ(null) and Pi(null)(null) phenotypes. 

• Condition is characterized by inappropriately low levels of AAT, which inhibits neutrophil elastase––a 
protease with elastolytic properties that can attack lung elastin and other structural components of the 
alveolar wall, leading to lung injury and parenchyma destruction. The disorder can affect multiple organ 
systems, but primarily affects the lungs and liver. Liver disease in patients with AATD is caused by an 
alternative mechanism, and is not related to active destruction as in lung disease.  

• Treatment of AAT deficiency AATD is based on an individual’s symptoms. There is currently no cure. The 
major goal of AATD management is preventing or slowing the progression of lung disease. Preventing or 
slowing the progression of lung disease is the major goal of AAT deficiency management. Decreasing any 
proinflammatory stimuli in the alveolus, including smoking, asthma, or respiratory infection, facilitates this 
goal. Alternatively, augmenting or replacing the deficient enzyme, and thereby moderating inflammatory 
stimuli, is also important. Most patients are identified only after they develop lung disease, and the goals of 
treating AATD emphysema are similar to those for treating all forms of emphysema. 

• Treatment involves smoking cessation, bronchodilation, and physical rehabilitation in a program similar to 
that designed for patients with smoking-related COPD. Organ transplantation is another option for patients 
with end-stage lung or liver disease. Lung transplantation is reserved for patients with advanced 
emphysema due to severe AAT deficiency. Similarly, liver transplantation is reserved for patients with end-
stage hepatic disease. After liver transplantation, the AAT deficiency is corrected, because the normal 
phenotype donor liver produces and secretes AAT. 

• Intravenous augmentation therapy is the only FDA-approved treatment specific for alpha1-antitrypsin 
deficiency. It is most clearly indicated for patients with moderate degrees of airflow obstruction (FEV1 35-
65% of predicted).  Currently available alpha-1 proteinase inhibitor products include Aralast NP, Glassia, 
Prolastin C and Zemaira. 

• Augmentation or replacement therapy involves the restoration of normal levels of AAT by administering 
alpha1-PI purified from pooled human plasma through an intravenous infusion. The drug is given at a dose 
of 60 mg/kg every week, and appears to work best for those with a moderate decline in lung function, rather 
than those with severe or only mild symptoms. Treatment is given at home, or in outpatient centers. 

• Alpha1-proteinase inhibitors are indicated for chronic augmentation and maintenance therapy in individuals 
with A1-PI deficiency (also referred to as alpha1-antitrypsin deficiency) and clinical evidence of 
emphysema. 

Alpha1-proteinase Inhibitors 
• There are four augmentation therapy products FDA approved: Aralast NP, Prolastin-C, Zemaira, and 

Glassia.  
• Prolastin has been marketed since 1988 and with an excellent safety record. Aralast NP and Zemaira were 

introduced to the marketplace in 2003 and Glassia was introduced in 2010. Each was approved by 
demonstrating that they were comparable to Prolastin in their safety and in augmenting blood and lung 
alpha-1 levels.  

• Alpha1-proteinase inhibitors are not indicated for treatment of lung disease in patients whom congenital A1-
PI deficiency has not been established. 

https://www.dynamed.com/condition/alpha-1-antitrypsin-aat-deficiency#GUID-5B66AAAE-EF11-49A3-B340-A84E11621192
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• Effects on pulmonary exacerbations and on the progression of emphysema in AAT deficiency has not been 
demonstrated in randomized, controlled clinical trials. 

• Clinical data demonstrating the long-term effects of chronic augmentation or replacement therapy of 
individuals treated with alpha1-proteinase inhibitors are not available. 

• Weekly IV infusions of alpha1-antitrypsin protein concentrates restore serum and alveolar alpha1-
antitrypsin concentrations to protective levels. Although other dosing regimens have been used, only the 
weekly infusion schedule has US FDA approval. 

• Alpha1-proteinase inhibitors are derived from pooled human plasma and may carry a risk of transmitting 
infectious agents, e.g., viruses and theoretically, the Creutzfeldt-Jakob disease (CJD) agent. 
 

FDA INDICATIONS  
 
 Alpha1-proteinase inhibitor deficiency Long-term augmentation and maintenance therapy in adults with 

severe hereditary deficiency of alpha1-antitrypsin (AAT) with clinically evident emphysema 
 

Limitations of use 
Not indicated as therapy for patients with lung disease in whom hereditary AAT deficiency has not been 
established; the long-term effects of chronic augmentation or maintenance therapy of individuals with 
alpha1-proteinase inhibitors are not available. The effect of augmentation therapy with any alpha1-proteinase 
inhibitor on pulmonary exacerbations has not been demonstrated in clinical trials. However, one randomized 
controlled trial showed a reduction in emphysema progression with alpha1-proteinase inhibitor 
augmentation therapy when CT lung density was measured at total lung capacity. 

 
Drug Name Availability 

Alpha1-proteinase inhibitor, human (Aralast NP) 
FDA Approved:  Aralast NP: May 4, 2007; Aralast: 
Discontinued 

Single-use vial: 500 mg, 1,000 mg 

Alpha1-proteinase inhibitor, human (Glassia)  
 FDA Approved:  July 1, 2010 

Single-use vial: 1,000 mg/50 mL 

Alpha1-proteinase inhibitor, human (Prolastin-C) 
Alpha1-proteinase inhibitor, human (Prolastin-C) 
FDA Approved::  December 1987 

Single-use vial: 1,000 mg (Powder) 
Single-use vial: 1,000 mg/20 mL (Liquid) 

Alpha1-proteinase inhibitor, human (Zemaira) 
FDA Approved:  July 8, 2003 

Single-use vial: 1,000 mg, 4,000 mg, 5,000 mg 

rug Name                                            Availability 
Pharmacologic Category: Antitrypsin Deficiency Agent; Blood Product Derivative 
 
 
 
 
 
 
 
 
 
 
 
 

https://fco.factsandcomparisons.com/lco/action/search/pharmacat/fc_dfc?q=Antitrypsin+Deficiency+Agent
https://fco.factsandcomparisons.com/lco/action/search/pharmacat/fc_dfc?q=Blood+Product+Derivative
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COVERAGE CRITERIA FOR INITIAL AUTHORIZATION 
 
Initiation of alpha1-proteinase inhibitor (human) [Aralast NPTM , Glassia®, Prolastin®, Zemaira®] therapy 
may be authorized for members who meet ALL of the following criteria [ALL]  
 
1. Prescriber specialty [ONE] 
 

 Prescribed by, or in consultation with, a board-certified Pulmonologist, Thoracic Surgeon, or 
physician experienced in the treatment of alpha-1 antitrypsin (AAT) deficiency. Submit consultation 
notes if applicable.  
 
NOTE: Consultation notes must be submitted for initial request and for continuation of treatment 
requests at least ONCE annually.    

 
 
2. Diagnosis/Indication [ALL] 

 
 Diagnosis of emphysema due to alpha1 antitrypsin (AAT) deficiency  

 
 Severe AAT deficiency is confirmed by serum concentration AAT level below 11 micromol/L 

[which corresponds to 57 mg/dl (nephelometry) or 80 mg/dl (radial immunodiffusion)] 
 

 Confirmation of a severe, increased-risk alpha 1-antitrypsin deficient homozygous phenotype as 
determined by a isoelectric focusing lab test [ONE] 
 PiZZ 
 PiZ(null) 
 Pi(null)(null)  

 
 Clinical evidence of emphysema  as defined by one of the following: [ONE]  

 A forced expiratory volume in one second (FEV1) of 35% to 65% of predicted value, post-
bronchodilator  
 Global Initiative for Chronic Obstructive Lung Disease (GOLD, 2020) considers never or ex-

smokers with forced expiratory volume in 1 second (FEV1) 35%-60% as candidates for AAT 
augmentation therapy for slowing progression of emphysema (GOLD Evidence B). GOLD 
guidelines suggest that the most suitable patients for augmentation have severe AAT 
deficiency and an FEV1 of 35 to 65% of predicted. The rationale for selecting this range of 
FEV1 is that AAT deficient patients with a higher FEV1 may not develop clinically evident 
emphysema. The American Thoracic Society suggests weekly augmentation therapy with 
human pooled AAT for individuals who have serum levels of AAT less than 11 micromol/L 
and established airflow obstruction, defined as an FEV1 <80% predicted (ATS 2003)].  

OR 
 FEV1 from > 65% to < 80% of predicted, post-bronchodilator, and a rapid decline in lung 

function showing a change in FEV1 > 100 mL/year 
 Stoller, JK; UpToDate 2020 
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 Symptomatic panacinar/panlobular emphysema as evidenced by one or more of the following: [AT 
LEAST ONE] 
 Chronic productive cough  
 Unusual frequency of lower respiratory infection 
 Airflow obstruction 
 Accelerated decline of FEV1  
 Chest radiograph  
 CT scan evidence of emphysema 

 
Informational Note: 
 Augmentation therapy is not recommended for patients who are heterozygous and whose plasma 

AAT level exceeds 11 micromol/L or 57 mg/dL or those with emphysema in the absence of 
documented AAT deficiency. 

 Heterozygous individuals with the PiMZ or PiMS genetic variants are generally not candidates for 
AAT augmentation, as they are not at increased risk for panacinar emphysema in the absence of 
smoking. 

 Current guidelines recommend augmentation therapy for individuals with abnormal alpha1-
antitrypsin genotypes who have alpha1-antitrypsin levels below 11 μM and documented evidence of 
airflow obstruction in pulmonary function tests.  [Campos MA, et a1. 2014; American Thoracic 
Society; European Respiratory Society.]  

 Replacement therapy with AAT inhibitor has no proven value for affected individuals without 
clinical evidence of emphysema since panacinar emphysema does not develop in some individuals 
who have AAT deficiency,. There is insufficient evidence in the published, peer-reviewed medical 
literature of any proven value in initiating alpha 1-antitrypsin inhibitor replacement therapy in 
affected individuals who lack clinical evidence of emphysema. 
 
 

3. Age/Gender/Other restrictions [ALL] 
 
 18 years of age or older 

 Safety and effectiveness in the pediatric population have not been established. 
 

 Non-smoker or smoker who has completed a smoking cessation program  
 Cessation of cigarette smoking is of key importance for individuals with AAT deficiency who 

smoke.  
 

 No evidence of alpha1-proteinase-associated liver disease and has not undergone a liver transplant 
 The COPD Foundation does not recommend management of AAT deficiency associated liver 

disease OR use in patients who have undergone a liver transplant (Strong Recommendation; 
COPD Foundation 2016). 

 Alpha1-proteinase inhibitor therapy does not confer benefit in, and is not recommended for, 
patients who have alpha1-proteinase-associated liver disease (ATS/ERS). 

 
 Member does not have antibodies to IgA. Confirmation by Prescriber required. 
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4. Step/Conservative Therapy/Other condition Requirements [ALL] 
 
 Member is receiving optimal pharmacological and non-pharmacological management for obstructive 

lung disease, including ONE of the following [AT LEAST ONE] 
 Inhaled bronchodilators, inhaled steroids  
 Inhaled or oral corticosteroids (for asthmatic components or acute exacerbations)  
 Early treatment with antibiotics if there is evidence of purulent exacerbations, bronchitis, or 

respiratory infections  
 Preventive vaccines (influenza, pneumococcus)  
 Supplemental oxygen, as indicated and during air travel 
 Pulmonary rehabilitation (cardiovascular fitness, self-confidence, and stress control)  
 Treatment, when necessary, of depression, panic disorder, weight loss, and malnutrition  

 
Informational Note: Global Initiative for Chronic Obstructive Lung Disease (GOLD) and Canadian 
Thoracic Society (CTS), guidelines state that AAT augmentation therapy may be considered in non-
smokers or previous smokers with AAT deficiency with COPD who are receiving optimal 
pharmacological and non-pharmacological management. 
 

 For post-lung transplant and lung volume reduction patients ONLY: Refer to ‘Coverage 
Exclusions’ section. Exceptions on a case-by-case basis only. Peer Review and additional supporting 
information may be required. 
 Evidence for the use of AAT augmentation in patients after lung transplantation for AAT 

deficiency is insufficient. Refer to ‘Coverage Exclusions’ section for additional discussion.  
 

 
5. Contraindications/Exclusions to Alpha-1 Antitrypsin (AAT) Deficiency therapy [ANY] 

Authorization will not be granted if ANY of the following conditions apply [ANY] 
 Non-FDA approved indications 
 Known hypersensitivity to alpha-1 proteinase inhibitors or any ingredient in the formulation 
 IgA deficient patients with antibodies against IgA 
 18 years of age or younger  
 PiMZ or PiMS phenotypes 

 PiMZ or PiMS phenotypes of alpha 1-antitrypsin deficiency are not covered because these 
individuals appear to be at small risk of developing panacinar emphysema. 

 Emphysema not due to AAT deficiency  
 Active smokers 
 Associated liver disease; members who have undergone a liver transplant (COPD Foundation 2016) 
 Treatment of cystic fibrosis 
 PiMZ heterozygotes or other AAT deficiencies (i.e. PiMM) 
 Dosing exceeding package labeling, Frequency exceeding once weekly infusions  
 Non-compliance with therapy  
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6. Labs/Reports/Documentation required [ALL] 
All documentation for determination of medical necessity must be submitted for review. Prescriber to 
submit medical records and specific labs, chart notes, and documentation as indicated in the criteria above. 
Letters of support and/or explanation are often useful, but are not sufficient documentation unless ALL 
specific information required by this MCP is included. 
 
NOTE: Additional documentation, rationale, and/or supporting evidence may be requested for review as 
deemed necessary or appropriate by Molina Medical/Pharmacy staff. 

 

REAUTHORIZATION /CONTINUATION OF THERAPY 

Continuation of therapy may be authorized for members who meet ALL of the following criteria [ALL]  
 

1. Initial Coverage Criteria [ALL] 
 

 Member continues to meet applicable initial coverage criteria  
 

 Prescribed by, or in consultation with, a board-certified Pulmonologist, Thoracic Surgeon, or 
physician experienced in the treatment of alpha-1 antitrypsin (AAT) deficiency. Submit recent 
consultation notes if applicable. NOTE: Consultation notes must be submitted for initial request and 
for continuation of treatment requests at least ONCE annually.    
 
 

2. Compliance/Clinical Tolerance [ALL] 
 

 Compliance with therapy as verified by Prescriber and review of member’s treatment/infusion 
history 
 
NOTE: Therapy may be discontinued due to compliance issues or poor adherence with agreement 
between treating physician, member, and Medical Director.   

 
 No severe adverse reactions or severe drug toxicity  

 
 
3. Labs/Reports/Documentation required [ALL] 

 
 Positive clinical and therapeutic response in slowing progression of lung function indicated by ALL 

of the following documumentation [ALL] 
 Assessment of therapeutic efficacy:  Follow-up evaluations from specialist indicating disease 

stability or improvement 
 Positive response to treatment as evidenced by: 

o Elevation of AAT levels  
o Reduction in rate of deterioration of lung function: reduction in FEV1 rate of decline  

 Pulmonary function test to evaluate the member’s pulmonary function status—required every 
6 months 

 
 Continued non-smoking status 
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4. Discontinuation of Treatment 
Member should be assessed for discontinuation of therapy if ANY of the following are applicable: [ANY] 
 Starts or resumes smoking 
 Intolerance or unacceptable toxicity from the drug 
 Progression of disease or no improvement  
 FEV1 improves to > 50% of predicted  

 

ADMINISTRATION, QUANTITY LIMITATIONS, AND AUTHORIZATION PERIOD 

Consult the manufacturer's labeling for more detailed information on dosage and administration of this drug, 
cautions, precautions, contraindications, potential drug interactions, laboratory test interferences, and 
monitoring. 
 
1. Recommended Dosing Regimen [ALL] 

 Alpha1-proteinase inhibitor deficiency: 60 mg/kg IV infusion once weekly 

 
2. Authorization Limit [ALL] 

 

 Quantity limit: Dose does not exceed 60 mg/kg/week 
 

 May authorize up to 6 months of initial and continuation of therapy  
3. Route of Administration [ALL] 
 

 Alpha1-proteinase inhibitor (Aralast NP, Glassia, Prolastin, Zemaira] therapy is IV infusion only and 
provider-administered 

*Glassia received FDA approval for self-infusion in 2016. Self-infusion may be an option after 
receiving appropriate instruction from a healthcare professional and with the approval of the 
Prescribing physician. 

 
 Refer to MHI Policy & Procedure (P&P): Specialty Medication Administration Site of Care Policy: 

MHI Pharm 11 

COVERAGE EXCLUSIONS 

All other uses of the mentioned drugs  [Prolastin®, Glassia®, Aralast NPTM,  Zemaira®] that are not an FDA-
approved indication or included in ‘Coverage Criteria’ section above are considered 
experimental/investigational and is not a covered benefit. The following list may not be all-inclusive and is 
subject to change based on research and medical literature. 
 
 Cystic fibrosis 

 
 COPD [Chronic Obstructive Pulmonary Disease] without alpha1-antitrypsin deficiency 

 
 Alpha1-antitrypsin deficiency without lung disease (even if deficiency-induced hepatic disease is present) 
 
 Bronchiectasis (without alpha1-antitrypsin deficiency 
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 Liver disease associated with alpha1 globulin deficiency 
 
 Systemic vascular diseases  
 
 Glomerulonephritis 
 
 Aerosolized Inhalation AAT The inhalation form of alpha1-proteinase inhibitor (human) is considered 

experimental, investigational, or unproven and therefore will not authorized by Molina Healthcare. 
 
Inhalation of alpha-1 antitrypsin represents an alternative to the intravenous (IV) administration, offering a 
more convenient delivery of the Alpha-1 protein directly to the lungs. However, there is limited information 
regarding the efficacy of aerosolized inhalation of AAT.   

 
There have been a number of short-term studies examining inhaled AAT and its effect on lung 
inflammation, there has only been 1 long-term study to date in AATD looking at clinical outcomes, however 
it has not been published at the time of this review.  

• The few available studies of aerosolized AAT have used either human pooled AAT (pAAT) or 
recombinant AAT (rAAT). Both human and animal studies have shown that pAAT can be 
aerosolized to a particle size sufficiently small to enter the lower respiratory tract [Brand P, et al. 
2009; Vogelmeier C, et al. 1997; Siekmeier R. 2010] 

• Aerosolized rAAT, with its direct delivery to the lung, avoids the problem of the short plasma half-
life of the intravenous formulation. Using the same approach as with pAAT, rAAT has been shown 
to be safe for human use without clinical or immunologic side effects. It reaches the ELF as a 
structurally and functionally intact molecule and raises the AAT levels in the lung in a manner 
similar to pAAT (Hubbard RC, 1989). However, concerns remain regarding the distribution of the 
aerosolized medication to all alveoli. 

 
 Alpha1-antitrypsin Augmentation after Lung Transplantation 

Evidence for the use of alpha1-antitrypsin augmentation in patients after lung transplantation for alpha1-
antitrypsin deficiency is insufficient (Stoller, JK UpToDate 2020) 

• Continuation of AAT augmentation therapy following lung transplantation is controversial because 
it is costly and lacks proven efficacy (European Respiratory Society statement: diagnosis and 
treatment of pulmonary disease in α1-antitrypsin deficiency, 2017).  

• Augmentation therapy is generally not given to AAT deficient lung transplant recipients by most 
transplant centers since it is unknown whether it would improve outcomes or longevity during the 
patient's lifetime, and recurrent emphysema is unlikely to occur for 30 to 40 years in the absence of 
smoking (Banga A, et al. 2014). 

• Cases have been reported of AAT augmentation being initiated if characteristic radiologic changes 
of emphysema were to develop in the absence of lung function decline, or if the patient has 
persistent lung function decline after transplant. This practice is supported by a report that two of 
four lung transplant recipients responded to weekly augmentation therapy after experiencing lung 
function decline refractory to the usual therapies for bronchiolitis obliterans syndrome (Teschler H. 
2015). 
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DEFINITIONS 
Alpha1-antitrypsin: a plasma α1-globulin produced primarily in the liver; it inhibits the activity of elastase, 
cathepsin G, trypsin, and other proteolytic enzymes. Deficiency is associated with development of emphysema. 
 
Alpha-1 protease inhibitor deficiency may also be refered to as:  

• AAT  
• AATD  
• alpha-1 related emphysema  
• genetic emphysema  
• hereditary pulmonary emphysema  
• inherited emphysema  

Forced Expiratory Volume in One Second (FEV1): Represents the volume of air forcibly exhaled from the 
lungs in the first second of a forced expiratory effort. This important measure of obstruction is measured by 
spirometry during pulmonary function testing. 
 
Panacinar emphysema refers to enlargement or destruction of all parts of the acinus. Diffuse panacinar 
emphysema is most commonly associated with alpha-1 antitrypsin deficiency, although it can be seen in 
combination with proximal emphysema in smokers. Panacinar emphysema generally is observed in patients 
with homozygous alpha1-antitrypsin (AAT) deficiency. In people who smoke, focal panacinar emphysema at 
the lung bases may accompany centriacinar emphysema 
 
APPENDIX 
 
N/A 
 
CODING INFORMATION: THE CODES LISTED IN THIS CLINICAL POLICY ARE FOR INFORMATIONAL PURPOSES ONLY. 
LISTING OF A SERVICE OR DEVICE CODE IN THIS POLICY DOES NOT IMPLY THAT THE SERVICE DESCRIBED BY THIS 
CODE IS A COVERED OR NON-COVERED. COVERAGE IS DETERMINED BY THE BENEFIT DOCUMENT. THIS LIST OF 
CODES MAY NOT BE ALL INCLUSIVE AND INCLUSION OR EXCLUSION OF ANY CODES DOES NOT GUARANTEE 
COVERAGE. PROVIDERS SHOULD REFERENCE THE MOST UP-TO-DATE SOURCES OF PROFESSIONAL CODING 
GUIDANCE PRIOR TO THE SUBMISSION OF CLAIMS FOR REIMBURSEMENT OF COVERED SERVICES. 
 
HCPCS Description 
J0256 Injection, alpha 1 proteinase inhibitor (human), not otherwise specified, 10 mg 
J0257 Injection, alpha 1 proteinase inhibitor (human), (Glassia), 10 mg 
S9346 Home infusion therapy, alpha-hyphen1-hyphenproteinase inhibitor (e.g., Prolastin); 

administrative services, professional pharmacy services, care coordination, and all necessary 
supplies and equipment (drugs and nursing visits coded separately), per diem 

 
 
 
 
 
 
 

http://emedicine.medscape.com/article/295686-overview
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