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190.33 - Hepatitis Panel/Acute Hepatitis Panel
Description
This panel consists of the following tests:
• Hepatitis A antibody (HAAb), IgM antibody;
• Hepatitis B core antibody (HBcAb), IgM antibody;
• Hepatitis B surface antigen (HBsAg); and
• Hepatitis C antibody.
Hepatitis is an inflammation of the liver resulting from viruses, drugs, toxins, and other
etiologies. Viral hepatitis can be due to one of at least five different viruses, designated hepatitis
A, B, C, and E. Most cases are caused by hepatitis A virus (HAV), hepatitis B virus (HBV), or
hepatitis C virus (HCV).
HAV is the most common cause of hepatitis in children and adolescents in the United States.
Prior exposure is indicated by a positive IgG anti-HAV. Acute HAV is diagnosed by IgM antiHAV, which typically appears within four weeks of exposure, and which disappears within three
months of its appearance. IgG anti-HAV is similar in the timing of its appearance, but it persists
indefinitely. Its detection indicates prior effective immunization or recovery from infection.
Although HAV is spread most commonly by fecal-oral exposure, standard immune globulin may
be effective as a prophylaxis.
HBV produces three separate antigens (surface, core, and e (envelope) antigens) when it
infects the liver, although only hepatitis B surface antigen (HBsAg) is included as part of this
panel. Following exposure, the body normally responds by producing antibodies to each of
these antigens; one of which is included in this panel: hepatitis B surface antibody (HBsAb)-IgM
antibody. HBsAg is the earlier marker, appearing in serum four to eight weeks after exposure,
and typically disappearing within six months after its appearance. If HBsAg remains detectable
for greater than six months, this indicates chronic HBV infection. HBcAb, in the form of both IgG
and IgM antibodies, are next to appear in serum, typically becoming detectable two to three
months following exposure. The IgM antibody gradually declines or disappears entirely one to
two years following exposure, but the IgG usually remains detectable for life. Because HBsAg is
present for a relatively short period and usually displays a low titer, a negative result does not
exclude an HBV diagnosis. HBcAb, on the other hand, rises to a much higher titer and remains
elevated for a longer period of time, but a positive result is not diagnostic of acute disease, since
it may be the result of a prior infection. The last marker to appear in the course of a typical
infection is HBsAb, which appears in serum four to six months following exposure to infected
blood or body fluids; in the U.S., sexual transmission accounts for 30% to 60% of new cases of
HBV infection.
The diagnosis of acute HBV infection is best established by documentation of positive IgM
antibody against the core antigen (HBcAb-IgM) and by identification of a positive hepatitis B
surface antigen (HBsAg). The diagnosis of chronic HBV infection is established primarily by
identifying a positive hepatitis B surface antigen (HBsAg) and demonstrating positive IgG
NCD 190.33
*October 14 Changes – Red

Fu Associates, Ltd.

138

October 2014

Medicare National Coverage Determinations (NCD)
Coding Policy Manual and Change Report
This is CMS Logo.

antibody directed against the core antigen (HBcAb-IgG). Additional tests such as hepatitis B e
antigen (HBeAg) and hepatitis B e antibody (HBeAb), the envelope antigen and antibody, are
not included in the hepatitis panel, but may be of importance in assessing the infectivity of
patients with HBV. Following completion of a HBV vaccination series, HBsAb alone may be
used monthly for up to six months, or until a positive result is obtained, to verify an adequate
antibody response.
HCV is the most common cause of post-transfusion hepatitis; overall HCV is responsible for
15% to 20% of all cases of acute hepatitis, and is the most common cause of chronic liver
disease. The test most commonly used to identify HCV measures HCV antibodies, which
appear in blood two to four months after infection. False positive HCV results can occur. For
example, a patient with a recent yeast infection may produce a false positive anti-HCV result.
For this reason, at present positive results usually are confirmed by a more specific technique.
Like HBV, HCV is spread exclusively through exposure to infected blood or body fluids.
This panel of tests is used for differential diagnosis in a patient with symptoms of liver disease
or injury. When the time of exposure or the stage of the disease is not known, a patient with
continued symptoms of liver disease despite a completely negative hepatitis panel may need a
repeat panel approximately two weeks to two months later to exclude the possibility of hepatitis.
Once a diagnosis is established, specific tests can be used to monitor the course of the disease.

HCPCS Codes (Alphanumeric, CPT AMA)
Code
80074

Description
Acute Hepatitis Panel

ICD-9-CM Codes Covered by Medicare Program
The individual ICD-9-CM codes included in code ranges in the table below can be viewed on CMS’ website under
Downloads: Lab Code List. The link is: http://www.cms.gov/Medicare/Coverage/CoverageGenInfo/LabNCDsICD9.html

Code
070.0-070.9
456.0-456.21
570
571.5
572.0
572.1
572.2
572.3
572.4
572.8
573.3
573.5
780.31
780.32
780.33

Description
Viral hepatitis
Esophageal varices with or without mention of bleeding
Acute and subacute necrosis of liver
Cirrhosis of liver without mention of alcohol
Abscess of liver
Portal pyemia
Hepatic encephalopathy
Portal hypertension
Hepatorenal syndrome
Other sequelae of chronic liver disease
Hepatitis, unspecified
Hepatopulmonary syndrome
Febrile convulsions (simple), unspecified
Complex febrile convulsions
Post traumatic seizures
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780.71
780.72
780.79
782.4
783.0-783.6
787.01-787.03
787.04
789.00-789.09
789.1
789.61
789.7
790.4
794.8
996.82
V72.85

Description
Chronic fatigue syndrome
Functional quadriplegia
Other malaise and fatigue
Jaundice, unspecified, not of newborn
Symptoms concerning nutrition, metabolism, and development
Nausea and vomiting
Bilious emesis
Abdominal pain
Hepatomegaly
Localized abdominal tenderness (RUQ)
Colic
Nonspecific elevation of levels of transaminase or lactic acid
dehydrogenase (LDH)
Nonspecific abnormal results of function studies, liver
Complications of transplanted organ, liver
Liver transplant recipient evaluation

Indications
1.

To detect viral hepatitis infection when there are abnormal liver function test results, with or
without signs or symptoms of hepatitis.

2.

Prior to and subsequent to liver transplantation.

Limitations
After a hepatitis diagnosis is established, only individual tests are needed.

ICD-9-CM Codes That Do Not Support Medical Necessity
Any ICD-9-CM code not listed in either of the ICD-9-CM covered or non-covered sections.

Sources of Information
Ockner, R.K., “Approaches to the diagnosis of jaundice,” in Wyngaarden, J.B., and Smith, L.H. (eds.),
Cecil Textbook of Medicine (18th ed.), 1988, W.B. Saunders, pp. 817-818.
Ockner, R.K., “Acute viral hepatitis,” in Wyngaarden, J.B., and Smith, L.H. (eds.), Cecil Textbook of
Medicine (18th ed.), 1988, W.B. Saunders, pp. 818-826.
Ockner, R.K., “Chronic hepatitis,” in Wyngaarden, J.B., and Smith, L.H. (eds.), Cecil Textbook of Medicine
(18th ed.), 1988, W.B. Saunders, pp. 830-834.
Arvan, D.A., “Acute viral hepatitis,” in Panzer, R.J., Black, E.R., & Griner, P.F. (eds.), Diagnostic
Strategies for Common Medical Problems, 1991, American College of Physicians, pp. 141-151.
Goldberg, D.M., “Diagnostic Enzymology,” in Gornall, A.G. (ed.), Applied Biochemistry of Clinical
Disorders (2nd ed.), 1986, J.B. Lippincott, pp. 33-51.
Pincus, M.R.,& Schaffner, J.A., “Assessment of liver function,” in Henry J.B.(ed.), Clinical Diagnosis &
th
Management by Laboratory Methods (19 ed.), 1996, W.B. Saunders, pp 253-267.
Tietz, N.W. (ed.), Clinical Guide to Laboratory Tests (3rd ed.), 1995, pp. 320-327.
Zakim, D., and Boyer, T.D., Hepatology (2nd ed.), 1990, W.B. Saunders.
Harrison’s Principles of Internal Medicine (14th ed.), 1998, McGraw Hill.
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Wallach, J., Interpretation of Diagnostic Tests, 1996, Little Brown and Co.
Illustrated Guide to Diagnostic Tests (2nd ed.), 1997, Springhouse Corporation.
Sleisenger and Fordtrans’s Gastrointestinal and Liver Disease (6th ed.), 1997, W.B. Saunders.
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