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HBV and HCV: Infection Control/Exposure  
Control Issues for Oral Healthcare Workers 

This continuing education course is intended for dentists, dental hygienists, and dental assistants.  This 
course presents the essential elements of an infection control/exposure control plan for the oral healthcare 
setting with emphasis on hepatitis B and C infections.
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Overview
There are seven recognized hepatotropic viruses.  Of these, by virtue of their parenteral mode of 
transmission, the hepatitis B and C viruses are of particular concern for oral healthcare workers (OHCWs).  
This course presents (1) the etiology, epidemiology, clinical manifestations, diagnosis and management 
of hepatitis B and hepatitis C viral infections, (2) a hierarchy of preventive strategies to reduce the risk of 
occupational exposure to hepatitis B and C viruses, and (3) management protocols for OHCWs potentially 
exposed to these viruses.

Michaell A. Huber, DDS; Géza T. Terézhalmy, DDS, MA 
This course is no longer offered for Continuing Education credit.
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Learning Objectives
Upon completion of this course, the dental professional should be able to: 
• Discuss to the etiology, epidemiology, clinical manifestations, diagnosis and management of hepatitis B 

and hepatitis C viral infections.
• Create an infection control/exposure control plan for the oral healthcare setting with emphasis on 

hepatitis B and C viral infections.
  Plan for the management and follow-up of oral healthcare workers potentially exposed to hepatitis B 

and C viruses.
• Discuss administrative controls for hepatitis B- or C-positive oral healthcare workers.
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to HBV and HCV
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Introduction
The predominant causes of viral hepatitis are 
hepatitis A (HAV), hepatitis B (HBV), hepatitis 
C (HCV), hepatitis D (HDV), hepatitis E 
(HEV), hepatitis G (HGV), and the transfusion 
transmissible virus (TTV).1-4  The main 
characteristics of these hepatotropic viruses 
are listed in Table 1.  Of these, viral hepatitis 
associated with the hepatitis B has been 
identified as a hazard in healthcare settings.5  
Since blood is also the major reservoir for the 
HCV and the increasing prevalence of HCV 
infections worldwide, the risk of healthcare-
associated exposure to this hepatotropic virus 
has also become a significant concern.5  Factors 
that influence the risk of occupational exposure 
in healthcare settings include (1) the prevalence 
of infection among the population served, (2) the 
infection status of the source patient (i.e., the 
circulating viral burden) to whom the healthcare 
worker is exposed to, (3) the type and frequency 
of parenteral or mucosal exposure to blood and 

other potentially infectious body fluids, and (4) 
the immunization status of the healthcare workers 
(HCW).5

Etiology and Epidemiology

Hepatitis B
The HBV is a structurally complex double-
stranded DNA virus.12  It is classified in the 
Orthohepadnavirus genus of the Hepadnaviridae 
family.3  There are at least eight genetic genotypes 
(A-H) and numerous subgenotypes and HBsAg 
subtypes.  The predominant genotypes observed 
in the United States are A, D, and G.13  The 
HBV is transmitted through contact with infected 
blood and other potentially infectious body fluids 
(saliva, semen, and vaginal secretions).  Table 2 
reflects the populations at risk for infection with 
HB and HC viruses.14-16  Worldwide, the most 
common mode of transmission is perinatal vertical 
transmission.  For adults, the most relevant 
modes of transmission are via sexual contact 
and intravenous drug use.12  In 23-51% of the 
cases the route of transmission is unidentified.17  
The rate of new HBV infections in the U.S. has 
declined by approximately 82% since 1991, when 
a national strategy to eliminate HBV infection was 
implemented.18  In 2009, 3,374 cases of acute 
HBV infections in the U.S. were reported to the 
CDC; the overall incidence of reported acute HBV 
infections was 1.5 per 100,000 population, the 
lowest ever recorded.18  However, because many 
cases of HBV infection are either asymptomatic 
or never reported, the actual number of new 
infections is estimated to be approximately tenfold 
higher (i.e., an estimated 38,000 newly infected 
persons in 2009).18  An estimated 800,000-1.4 
million persons in the U.S. have chronic HBV 
infection.18
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Table 1. Predominant hepatocellular viruses.

Table 2. Persons at risk for hepatitis B and hepatitis C viral infection.
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Hepatitis C
The HCV is a single-stranded RNA virus of the 
Flaviviridae family.13  There are six recognized 
genotypes (1-6) with several different subtypes 
and a distinct geographic distribution.9  Its 
relatively small size, propensity to replicate 
rapidly, and high mutation rate contribute 
further to its genetic heterogeneity and ability 
to escape the host’s immune response.  The 
predominant HCV genotype present in the 
United States is type 1.  The HCV is transmitted 
primarily through large or repeated percutaneous 
exposure to infected blood and other potentially 
infectious body fluids (saliva, semen, and vaginal 
secretions).19  Table 2 reflects the populations 
at risk for infection with HB and HC viruses.  By 
far the most important mode of transmission 
is needle sharing among intravenous drug 
users.9,19,20  Vertical perinatal transmission can 
occur and may account for many new cases 
of infection.9  The risk of sexual transmission 
appears to be less than that for HBV.  In 2007, 
only 849 cases of confirmed acute HCV infections 
were reported in the U.S.21  However, CDC 
estimates that after adjusting for asymptomatic 
infection and underreporting, approximately 
17,000 new HCV infections occurred that year.  
An estimated 3.2 million persons in the U.S. have 
chronic HCV infection.21

Clinical Manifestations of Viral Hepatitis
Hepatotropic viruses cause acute inflammatory 
disease of the liver.  Clinical manifestation of 
infection varies from asymptomatic or mild flu-
like illness without jaundice (anicteric hepatitis) 
to fatal liver failure predicated on the patient’s 
immune response, the etiologic agent involved, 
and other poorly understood virus-host factors.

Acute viral hepatitis is characterized by a 
prodromal phase of profound anorexia, nausea, 
vomiting, malaise, and fever.  Urticaria and 
arthralgia occur occasionally.  After 3 to 10 
days the urine darkens and, in some patients, 
the icteric phase begins.  Jaundice, if present, 
usually peaks in 1-2 weeks and fades during a 2 
to 4-week recovery phase.  Fulminant hepatitis, 
a rare acute syndrome characterized by rapid 
clinical deterioration with the onset of hepatic 
encephalopathy and coma may develop in some 
patients.  An ominous sign of massive liver 
necrosis associated with fulminant hepatitis is 

spontaneous, extensive hemorrhage.  Survival in 
adults is uncommon.

The clinical features of chronic viral hepatitis 
vary widely and reflect the dynamic interaction 
between the various etiologic agents and the 
patient’s immune response.  In some patients, 
chronic hepatitis will remain asymptomatic for 
years, decades, or even for life.  Others will 
experience alternating periods of asymptomatic 
calm interrupted by symptomatic flares of 
chronic active hepatitis.  Still others experience 
a relentless progression of chronic hepatitis to 
cirrhosis of the liver, and, finally, to hepatocellular 
carcinoma.  Characteristic signs and symptoms 
of chronic liver disease include nonspecific 
malaise, anorexia, fatigue, low-grade fever, 
and nondescript upper abdominal discomfort.  
Jaundice is variable and is often absent.

Hepatitis B Infection
About 90% of the patients with acute HBV 
infection experience complete recovery, with 
persistent immunity.  A discussion of the 
complexity of HBV serologic assessment is 
presented in Table 3.18  The HBV may persist 
at very low levels for extended periods, as 
evidenced by the fact that reactivation may occur 
during periods of severe immunosuppression.  
The risk of developing chronic HBV infection 
correlates well with the patient’s age at the time 
of initial infection.  Neonates, whose immune 
systems are immature, have a 90% chance of 
developing chronic HBV infection, compared to 
a 30% chance for children aged 1 to 5 years, 
and a 5% chance for adults.22  Chronic carriers 
of the virus are at increased risk of developing 
chronic liver disease (e.g., chronic active 
hepatitis, cirrhosis, and hepatocellular carcinoma).  
The overall risk of developing hepatocellular 
carcinoma is estimated to be about 2% per year.18

Hepatitis C Infection
Most patients (60-75%) with acute HCV infection 
are asymptomatic and the risk of developing 
fulminant disease is remote.23

However, about 85% of persons with acute HCV 
infection become chronic carriers of the virus and 
chronic hepatitis develops, on average, in 70% of 
all HCV-infected persons.24-26
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Factors thought to contribute to viral persistence 
include viral heterogeneity, suppressive effects 
of HCV antigens on host innate and adaptive 
immune responses, and functional T cell 
depletion or dysregulation.27,28

About 50% of the children and 25% of the adults 
with chronic HCV infection may experience 
spontaneous recovery.27  Persistent carriage 
of the HCV increases the risk of chronic liver 
disease (e.g., chronic active hepatitis, cirrhosis, 
and hepatocellular carcinoma).  Two to 20% of 
chronically infected patients develop cirrhosis, 
typically over a period of 20 to 30 years, 
and 1-4% of patients with cirrhosis develop 
hepatocellular carcinoma annually.23

Diagnosis
Many patients with acute or chronic viral hepatitis 
either have no symptoms or have symptoms 
so mild that they are easily overlooked (fatigue, 
nausea, fever, abdominal pain, loss of appetite).  
Consequently, evidence of viral hepatitis is often 
discovered during routine laboratory screening as 
part of a physical examination or voluntary blood 
donation.  Serologic panels (antigens, antibodies) 
are available to determine exposure to HBV 
and HCV.  Common interpretations of specific 
serologic patterns are summarized in Table 4.18,21

In recent years, HBV isolates defective in 
their ability to make “e” antigen (i.e., precore 
mutants of hepatitis B) have been detected 
and such strains often produce infections 

associated with very high circulating viral burdens.5  
Identification of such strains underscores the 
importance of measuring the virus directly (i.e., 
viral load testing), as opposed to assaying for 
viral surrogate markers.  In addition, viral load 
testing and liver biopsy are useful in assessing 
disease status and liver function tests (alanine 
aminotransferase (ALT), alkaline phosphatase 
(ALP), aspartate aminotransferase (AST), 
albumin, and total protein) are useful in monitoring 
disease progression and the effects of therapeutic 
interventions.

Prevention and Treatment

Hepatitis B Infections
There are no antiviral agents available to treat 
acute HBV infections and, although there are 
a number of antiviral agents available to treat 
chronic HBV infection, primary intervention is 
focused on active immunization.

Active and Passive Immunization
Hepatitis B vaccines contain hepatitis B surface 
antigen (HBsAg) protein grown in baker’s yeast 
using recombinant DNA technology.  Primary 
immunization with hepatitis B vaccine consists of 
three intramuscular doses at 0, 1, and 6 months.  
Immunizing agents for the HBV, their indications 
for use, their dosages, and associated adverse 
effects are listed in Table 5.29  The deltoid muscle 
is the preferred site because injections given 
into the buttocks yield lower seroconversion 
rates.30  The vaccine confers long-term protection 

Table 3. HBV-related serologic markers.
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against clinical illness and chronic HBV infection 
among persons with normal immune status and 
boosters are not recommended.  Booster doses of 
HBV vaccine are recommended for hemodialysis 
patients and other immunocompromised persons 
when anti-HBs levels decline to <10mIU/mL.

Adults who either declined HBV vaccination or 
who failed to seroconvert following vaccination 
are at risk of HBV infection after percutaneous or 
permucosal exposure.  In such cases, hepatitis 
B immune globulin (HBIG), if administered within 
1 week of exposure (ideally within 24 hours), is 
75% effective in preventing infection.31,32  In people 

who initially declined HBV vaccination, HBIG 
prophylaxis should be followed by a complete 
course of the hepatitis B vaccine.  The first dose 
of vaccine may be given at the same time as 
the HBIG, if administered at a different site, and 
the remaining two doses given according to the 
recommended schedule for the vaccine.  If the 
person chooses not to take the hepatitis B vaccine, 
a second dose for HBIG should be administered 30 
days after the first dose.31

Antiviral Chemotherapy
Antiviral agents available to treat chronic 
HBV infections are listed in Table 6.33  Some 

Table 4. Interpretation of HBV and HCV serologic test results.

Table 5. Immunizing agents: hepatitis B virus.
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formulations of interferon-α are pegylated, 
modified with polyethylene glycol, to improve 
their pharmacokinetic profile following injection.  
Treatment with various interferon-α formulations 
leads to variably sustained loss of HBeAg, return 
to normal aminotransferase activity, histological 
improvement, and lower risk of progressive liver 
disease.

Anti-HBV nucleoside analogues are 
phosphorylated by cellular enzymes into 
nucleotides, which mimic deoxyribonucleoside 
triphosphate the natural substrate for viral DNA 
polymerase.  As they become incorporated 
into the growing DNA chain, they terminate 
elongation.  Nucleoside analogs induce variably 
sustained suppression of HBV DNA, normalization 
of aminotransferase activity, histological 
improvement, seroconversion to anti-HBeAg, 
and reduced risk of progressive liver disease and 
development of hepatocellular carcinoma.34-41

HCV Infection
There is no vaccine available against the HCV and 
immune globulin has not been shown to prevent 
acute HCV infection.  Antiviral agents available 
to treat acute and chronic HCV infections are 
listed in Table 7.42  The treatment of acute HCV 
infection with interferon alfa-2b prevented chronic 
HCV infection in most patients.  Peginterferon-α 
plus ribavirin, an RNA polymerase inhibitor, is the 
treatment of choice for chronic HCV infection.42

Healthcare-associated Transmission of 
Hepatitis B and Hepatitis C

Patient-to-provider Transmission
Exposure to the HBV is the major occupational 
hazard for HCWs.5  Exposure to patients with 
circulating hepatitis B “e” antigen and HBV 
isolates defective in their ability to make “e” 
antigen (i.e., precore mutants of hepatitis B) that 
produce infections associated with very high 
circulating viral burden increases the risk for 
occupational exposure.5  Percutaneous exposures 
to blood and other potentially infectious material 
associated with needlestick injuries have been the 
most common mode of occupational exposure to 
the HBV.  The risk for transmission of the HBV 
following a percutaneous exposure from a patient 
known to be infected with the HBV varies from 6 
to 37% per exposure.5

Since blood is also the major reservoir for the 
HCV, HCWs are at risk of occupational exposure, 
particularly in association with needlestick 
injuries.5  It is reasonable to speculate that as with 
the HBV, exposure to higher circulating levels of 
HCV would also be associated with increased 
risk of occupational exposure.5  Transmission 
associated with other body fluids has not yet 
been documented, presumably because viral 
titers in other potentially infectious material are 
lower than those found in blood.  The risk for 
transmission of the HCV following a percutaneous 

Table 6. Antiviral chemotherapy: chronic HBV infections.

Table 7. Antiviral chemotherapy: HCV infections.
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of hepatitis B transmission from providers-to-
patients, one of which was associated with an 
infected dentist.45  As of 1992, more than 90% 
of the dentists in the United States have been 
vaccinated and serologic evidence of past HBV 
infection decreased from prevaccine levels (1972) 
of 14% to approximately 9% in 1992.46  Based on 
available data, the prevalence of HCV infection 
among U.S. dentists appears to be similar to that 
among the general population (1-2%).47-50  There 
are no documented cases HCV transmission 
from OHCW to patients and, to date, only 4 
instances of HCV transmission by physicians 
has been documented in the United States.5  The 
circumstances surrounding several of these cases 
suggest percutaneous transmission associated 
with diversion of patients’ drugs to healthcare 
providers.45

Exposure Prevention in the Oral 
Healthcare Setting
Historically, infection control/exposure control 
guidelines focused primarily on the risk of 
transmission of bloodborne pathogens among 
healthcare workers and patients and the use 
of universal precautions to reduce the risk.51  
Universal precautions were based on the 
concept that patients with bloodborne infections 
can be asymptomatic and unaware that they 
are infectious; therefore all blood and body 
fluids contaminated with blood were treated 
as infectious.  In 1996, the CDC expanded 
universal precautions into the concept of standard 
precautions.52  Standard precautions apply 

exposure from a patient known to be infected 
with the HCV is between 1 to 2% per exposure.5  
The risk of acquiring hepatitis C infection is likely 
to be approximately 10-fold less than the risk 
associated with an exposure to an HBV-infected 
source.

Patient-to-patient Transmission
In the Unites States, despite universal vaccination 
of infants (1991) and routine vaccination of 
adolescents (1996), HBV remains the most 
commonly transmitted bloodborne pathogen in 
healthcare settings.  Because there is no hepatitis 
C vaccine available and the increased prevalence 
of HCV infection worldwide, the HCV is likely 
to become the most frequently transmitted 
bloodborne pathogen in healthcare settings 
in years to come.  A review of data from 1998 
to 2008 revealed 33 outbreaks in nonhospital 
healthcare settings in the United States, resulting 
in 448 persons acquiring HBV or HCV infection.43  
One case of patient-to-patient transmission of 
HBV in an oral healthcare setting (oral surgery) 
has been reported.44  In each setting, the putative 
mechanism of infection was patient-to-patient 
transmission through failure of healthcare 
personnel to adhere to fundamental principles of 
infection control and aseptic technique.

Provider-to-patient Transmission
Provider-to-patient transmission of HBV and HCV 
is the least common mechanism of transmission 
of these pathogens in healthcare settings.5  
Since 1996, there have been only 10 reports 

Table 8. Standard precautions: a hierarchy of preventive strategies.
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appropriate for the oral healthcare setting 
(Table 9).55

Data about susceptibility, i.e., hepatitis B vaccine 
and vaccine response status, and HBV and HCV 
immune status, may be available from the exposed 
person’s confidential medical record and should 
be included in the report.  Similarly, information 
about the source person may be available from the 
medical (dental) records.  All of the data collected 
is to be carried by the exposed OHCW to the 
healthcare facility or physician providing the post-
exposure evaluation, treatment, and follow-up.

Clinical Evaluation of the Source Person
If the HBV and HCV infectious status of the source 
person is unknown, he/she should be informed 
of the incident and tested for serologic evidence 
of infection.55  If the exposure source is unknown, 
the likelihood of exposure to a source at high risk 
for infection is based on a determination of the 
likelihood of bloodborne pathogen infection among 
patients in the exposure setting.55  The collection 
and release of HBV and HCV status information on 
a source person should follow all local and state 
laws.

Clinical Evaluation of Exposed OHCW
The consultant (the healthcare facility or physician) 
responsible for the post-exposure management of 
OHCW should determine:

1. The potential for the transmission of HBV and 
HCV based on the type of body substance 
involved and the route and severity of the 
exposure.

2. The HBV and HCV status of the source.
3. The susceptibility of the exposed person (the 

hepatitis B vaccination and vaccine-response 
status of the exposed person).

Management of Exposures to HBV
HCWs who either declined HBV vaccination or 
failed to seroconvert are at risk of HBV infection 
after percutaneous or permucosal exposure.  In 
such cases, hepatitis B immune globulin (HBIG), 
if administered within 1 week of exposure (ideally 
within 24 hours), is 75% effective in preventing 
infection.56-58

HBIG prophylaxis should be followed by a 
complete series of the hepatitis B vaccine.  The 

not only to contact with blood and body fluids 
contaminated with blood; but also to contact with 
all body fluids and secretions and excretions, 
nonintact skin, and mucous membranes.  
Standard precautions are a hierarchy of 
preventive strategies, designed to prevent or 
reduce the transmission of pathogenic organisms 
in healthcare settings, including the transmission 
of hepatitis B and C viruses.5,45,53  Table 8 reflects 
the essential elements of a practical infection 
control/exposure control program for oral 
healthcare settings.54

Management of OHCWs Potentially 
Exposed to HBV and HCV
Oral healthcare facilities should have, as part of 
their infection control/exposure control protocol, 
the organizational infrastructure that promotes 
a seamless response following occupational 
exposure.  It should include clear written 
procedures for prompt reporting, evaluation, 
treatment, and follow-up.55

Access to clinicians who are familiar with post-
exposure evaluation and treatment protocols 
should be made available during all working hours 
(including nights and weekends).  OHCWs should 
be familiar with the principles of post-exposure 
management, in particular with the importance 
of reporting exposures immediately after they 
occur, because post-exposure prophylaxis is most 
likely to be effective if administered as soon after 
exposure as possible.

Treatment of the Exposure Site
The injured area contaminated with blood or 
OPIM should immediately be washed with 
soap and water.  Exposed mucous membranes 
should be flushed with water.  While the use of 
an antiseptic is not contraindicated, using an 
antiseptic for wound care or squeezing the wound 
to express fluid has not been shown to reduce the 
risk of infection.  The application of caustic agents 
or the injection of antiseptics into the wound is not 
recommended.55

Exposure Report
The recording and reporting of occupational 
injuries and exposures should be in accordance 
with all federal and state mandates.  When an 
occupational exposure occurs, the circumstances 
of the incident should be recorded on a form 
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and available data does not support the use of IG 
as post-exposure prophylaxis (PEP) for hepatitis 
C.59  In one study, the treatment of acute HCV 
infection with interferon alfa-2b prevented chronic 
HCV infection in most patients.60  In the absence of 
PEP for HCV, recommendations for postexposure 
management are intended to achieve early 
identification of chronic disease (Table 10) and 
the subsequent initiation of antiviral chemotherapy 
(Table 7).55

first dose of vaccine may be given at the same 
time as the HBIG, if administered at a different 
site, and the remaining two doses given according 
to the recommended schedule for the vaccine.  
If the person chooses not to take the hepatitis 
B vaccine, a second dose for HBIG should be 
administered 30 days after the first dose.31

Management of Exposures to HCV
There is no vaccine available against the HCV 

Table 10. Recommendations for follow-up of occupational HCV exposures.

Table 9. Recommendations for the content of the occupational exposure report.32
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oral healthcare-associated procedures according 
to the level of risk for bloodborne pathogen 
transmission.45,62

Healthcare providers have the duty to ensure 
patient safety.  Routine voluntary, confidential 
testing of providers is encouraged, emphasizing 
that providers who perform Category III procedures 
should know their immune or infection status 
with respect to the hepatitis B and hepatitis C 
viruses.45  A clinician who is institutionally based 
and who develops one of these infections is 
ethically bound to report it to the institution’s 
occupational medicine department.  A clinician in 
private practice and who develops one of these 
infections is ethically bound to report it to the local 
public health department.  Healthcare providers 
infected with HBV and/or HCV should have their 
clinical status and laboratory data reviewed by an 
Expert Review Panel convened in congruence with 
state and local laws.45  Table 12 lists recommended 
clinical privileges for healthcare providers with 
HBV or HCV infection.45

Conclusion
Although the transmission of the hepatitis B and 
hepatitis C viruses in the oral healthcare setting 
is rare, the consequences can be serious and the 
emotional impact of an occupational exposure 
can be substantial.  Consequently, OHCWs must 
be knowledgeable about the potential risks of 
occupational exposure, preventive strategies, and 
the importance of post-exposure management 
strategies for those potentially exposed to HBV 
and HCV.  Clear, written procedures related to 
prompt reporting, evaluation, treatment, follow-
up and administrative controls should promote a 
seamless response to an incident of occupational 
exposure.

Administrative Controls for HBV- and HCV-
positive OHCWs
In 1991, the U.S. Public Health Service published 
guidelines for HBV-infected and HIV-infected 
healthcare providers.61  These guidelines 
made no recommendations regarding practice 
restrictions for HCV-infected HCWs and have 
never been revised.  The recommendations 
articulated here are based on the latest 
revision of a guideline for the management 
of healthcare workers who are infected with 
the HBV, HCV, and/or HIV developed by the 
Society of Healthcare Epidemiology of America 
(SHEA).45  The revised recommendations take 
into consideration recent evidence that (1) 
the HBeAg is not a sensitive marker for HBV 
infectivity (several instances of provider-to-patient 
transmission of HBV have involved “pre-core” 
mutants, which do not produce HBeAg), (2) the 
availability of molecular tests that measure a 
patient’s viral burden with precision, and (3) the 
availability of antiviral agents for the treatment 
of chronic HBV infections.  Similarly, the viral 
burden of patients with the HCV can now be 
measured with greater precision and new antiviral 
agents and combination chemotherapy have 
been used with success to treat both acute and 
chronic HCV infections.

The SHEA guideline emphasizes the importance 
of Standard Precautions to minimize cross-
infection with HBV and HCV in healthcare 
settings and recommends that infected healthcare 
providers should not be totally prohibited from 
patient care solely on the basis of an infection 
with a bloodborne pathogen.  Recommended 
clinical privileges are graduated according to the 
likelihood of procedure-related provider-to-patient 
transmission of these pathogens and the relative 
viral load of the infected provider.  Table 11 lists 
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Table 11. Oral healthcare-associated procedures according  
to the level of risk for bloodborne pathogen transmission.



13

Crest® Oral-B®
 at dentalcare.com

Table 12. Recommended clinical privileges for  
healthcare providers with HBV or HCV infection.
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Course Test Preview
To receive Continuing Education credit for this course, you must complete the online test.  Please go to 
www.dentalcare.com and find this course in the Continuing Education section. 

1. Because of their mode of transmission which of the following hepatotropic viruses are of 
concern in healthcare settings?
a. HAV
b. HBV
c. HCV
d. b and c are correct

2. All of the following statements apply to chronic viral hepatitis except which one?
a. In some patients, chronic hepatitis will remain asymptomatic for years, decades, or even life.
b. Some patients experience a relentless progression of chronic hepatitis to cirrhosis and 

hepatocellular carcinoma.
c. A rare syndrome, fulminant hepatitis characterized by rapid clinical deterioration with the onset 

of hepatic encephalopathy and coma may develop in some patients.
d. Characteristic signs and symptoms of chronic liver disease include nonspecific malaise, 

anorexia, fatigue, low-grade fever, and nondescript upper abdominal pain; jaundice is variable 
and is often absent.

3. Which of the following is a protein on the surface of the HBV that can be detected in high 
levels in serum during acute or chronic inception?
a. HBsAg
b. HBcAg
c. HBeAg
d. Anti-HBs

4. All of the following statements related to the diagnosis of viral hepatitis are correct except 
which one?
a. Many patients with acute or chronic viral hepatitis either have no symptoms or have symptoms 

so mild that they are easily overlooked.
b. Evidence of viral hepatitis is often discovered during routine laboratory screening as part of a 

physical examination or voluntary blood donation.
c. HBV isolates defective in their ability to make “e” antigen are best detected by assaying for viral 

surrogate markers.
d. Liver function tests are useful in monitoring disease progression and the effects of therapeutic 

interventions.

5. All of the following statements a correct in relation to the availability of therapeutic agents 
to treat of HBV infection except which one?
a. There are a number of antiviral agents available to treat acute HBV infections.
b. Primary intervention is focused on active and passive immunization
c. There are a number of antiviral agents available to treat chronic HBV infection.
d. Most adults who failed to seroconvert following vaccination will benefit from the administration 

of HBIG.



15

Crest® Oral-B®
 at dentalcare.com

6. All of the following statements relative to patient-to-provider transmission of the HB or HC 
viruses are correct except which one?
a. Exposure to the HBV is the major occupational hazard for healthcare workers.
b. The risk of transmission of HBV following a percutaneous exposure form a patient known to be 

infected with the HBV varies from 6 to 37% per exposure.
c. The risk of transmission of HCV following a percutaneous exposure form a patient known to be 

infected with the HCV is between 1 to 2% per exposure.
d. The risk of acquiring HCV infection is likely to be about 10-fold greater than the risk associated 

with an exposure to an HBV-infected patient.

7. All of the following statements relative to patient-to-patient transmission of the HB or HC 
viruses are correct except which one?
a. In the United States, because of universal vaccination of infants and adolescents, HBV is the 

least likely bloodborne pathogen to be transmitted in healthcare settings.
b. Because there is no vaccine against the HCV, the HCV is likely to become the most frequently 

transmitted bloodborne pathogen in healthcare settings in years to come.
c. Patient-to-patient transmission of the HBV in oral healthcare settings has been reported, but it is 

very rear.
d. Outbreaks of HB and HC viral infections in nonhospital settings have been reported, the 

putative mechanism of infection from patient-to-patient is the failure of HCWs to adhere to the 
fundamental principles of infection control and aseptic techniques.

8. All of the following statements relative to provider-to-patient transmission of the HB or HC 
viruses are correct except which one?
a. Provider-to-patient transmission of the HB and HC viruses is the most common mechanism of 

transmission of these viruses in healthcare settings.
b. There are no documented cases of HBV transmission from oral healthcare providers-to-patients 

in the U.S. since 1996.
c. There are only 4 instances of HCV transmission by providers-to-patients in the U.S.
d. The circumstances surrounding the transmission of the HCV from providers-to-patients suggest 

percutaneous transmission associated with diverting of patients’ drugs to providers.

9. Exposure prevention remains the primary strategy for reducing occupational exposure to 
HBV and HCV and includes all of the following hierarchy of preventive strategies except 
which one?
a. The use of personal protective equipment to prevent the risk of exposure.
b. Engineering and work-practice controls to eliminate or isolate the hazard and promote safer 

behavior.
c. Administrative controls, e.g., work restrictions of OHCWs with HBV or HCV infection.
d. Transmission-based precautions, e.g., respiratory precautions in patients with HBV and HCV 

infection.

10. Oral healthcare facilities should have the organizational infrastructure that promotes 
a seamless response following occupational exposure, as reflected in clear written 
procedures for prompt __________.
a. reporting
b. evaluation and treatment
c. follow-up
d. All of the above.
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11. All of the following statements related to the treatment of the exposure site are correct except 
which one?
a. The injured area contaminated with blood or OPIM should be immediately washed with soap and 

water.
b. While the use of an antiseptic soap is not contraindicated, using an antiseptic soap for wound 

care or squeezing the wound to express fluid has not been shown to reduce the risk of infection.
c. Exposed mucous membranes should be flushed with water.
d. The application of caustic agents or the injection of antiseptics into the wound is highly 

recommended.

12. Which of the following statements are correct in relation to post-exposure management of an 
OHCW who has not been vaccinated against the HBV?
a. OHCW who declined HBV vaccination or failed to seroconvert should have hepatitis B immune 

globulin (HBIG) administered within 1 week of exposure (ideally within 24 hours).
b. OHCW who declined HBV vaccination and still chooses not to take the hepatitis B vaccine or 

failed to seroconvert should be administered a second dose of HBIG 30 days.
c. OHCW who declined the HBV vaccination but now chooses to take the hepatitis B vaccine should 

have the first dose of the HBV vaccine administered at the same time as the HBIG, administered 
at a different site.

d. All of the above are correct.

13. Which of the following statements are correct in relation to the management of exposure to 
HCV?
a. There is no vaccine against HCV and data does not support the use of IG as PEP for hepatitis C.
b. Although not approved by the FDA, in one study, the treatment of acute HCV infection with 

interferon alfa-2b prevented chronic HCV infection in most patients.
c. In the absence of PEP for HCV infection, recommendations for post-exposure management are 

intended to achieve early identification of chronic disease.
d. All of the above are correct.

14. Which of the following statements is correct with respect of SHEA guidelines to minimize 
provider-to-patient transmission of the HB and HC viruses in healthcare settings?
a. Infected healthcare providers should not be totally prohibited from patient care solely on the basis 

of an infection with the HB or HC virus.
b. Clinical privileges should be graduated according to the likelihood of procedure-related provider-

to-patient transmission of these pathogens.
c. Clinical privileges should be graduated according to the relative viral load of the infected provider.
d. All of the above are correct.

15. Which of the following statements is correct relative to the responsibilities of an infected 
healthcare provider?
a. Routine voluntary, confidential testing of providers is encouraged.
b. A clinician in private practice who develops HB or HC viral infection is ethically bound to report it 

to the local health department.
c. Healthcare providers infected with the HB or HC virus should have their clinical status and 

laboratory data evaluated by an Expert Review Panel convened in congruence with state and 
local laws.

d. All of thee above are correct.
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