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Acute Viral Hepatitis
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In hepatitis B, among previously healthy adults who present with
clinically apparent acute hepatitis, recovery occurs in ~99%; therefore, antiviral therapy is not likely to improve the rate of recovery
and is not required. In rare instances of severe acute hepatitis B,
treatment with a nucleoside analogue at oral doses used to treat
chronic hepatitis B (Chap. 362) has been attempted successfully.
Although clinical trials have not been done to establish the efficacy
or duration of this approach, most authorities would recommend
institution of antiviral therapy with a nucleoside analogue (entecavir
or tenofovir, the most potent and least resistance-prone agents) for
severe, but not mild–moderate, acute hepatitis B. Treatment should
continue until 3 months after HBsAg seroconversion or 6 months
after HBeAg seroconversion.
In typical cases of acute hepatitis C, recovery is rare, progression
to chronic hepatitis is the rule, and meta-analyses of small clinical
trials suggest that antiviral therapy with interferon α monotherapy
(3 million units SC three times a week) is beneficial, reducing the
rate of chronicity considerably by inducing sustained responses in
30–70% of patients. In a German multicenter study of 44 patients
with acute symptomatic hepatitis C, initiation of intensive interferon α therapy (5 million units SC daily for 4 weeks, then three
times a week for another 20 weeks) within an average of 3 months
after infection resulted in a sustained virologic response rate of
98%. Although treatment of acute hepatitis C is recommended,
the optimum regimen, duration of therapy, and time to initiate
therapy remain to be determined. Many authorities now opt for
a 24-week course (beginning within 2–3 months after onset) of
long-acting pegylated interferon plus the nucleoside analogue
ribavirin, although the value of adding ribavirin has not been
demonstrated (see Chap. 362 for doses). Patients with jaundice
and women are more likely to recover from acute hepatitis C, and
now that genetic markers associated with spontaneous recovery
(IL28B CC haplotype) versus persistence (non-CC haplotypes) have
been defined, such genetic testing can help determine the need for
and immediacy of treating acute hepatitis C—maintaining a high
threshold for treating patients with CC and a very low threshold
for early intervention in patients with non-CC genotypes. Protease
inhibitor–based antiviral therapy with telaprevir or boceprevir,
now approved for chronic hepatitis C, genotype 1 (Chap. 362), has
not been approved for acute hepatitis C. Moreover, given the high
efficacy of pegylated interferon–based therapy for acute hepatitis
C, in all likelihood, the addition of a protease inhibitor would add
costs and side effects without incremental efficacy. When, however,
after 2014, all-oral, brief-duration, low-resistance antiviral regimens
replace the current standard of care, the new approaches will be
applied to acute hepatitis C and, potentially (pending the outcome
of clinical trials), could even be used immediately after exposure
(e.g., occupational) to prevent infection and the onset of hepatitis.
Because of the marked reduction over the past two decades in the
frequency of acute hepatitis C, opportunities to identify and treat
patients with acute hepatitis C are rare, except in injection drug
users and health workers who sustain hepatitis C–contaminated
needle sticks. After such occupational accidents, when monitoring
for ALT elevations and the presence of HCV RNA identifies acute
hepatitis C (risk only ~3%), therapy should be initiated.
Notwithstanding these specific therapeutic considerations, in
most cases of typical acute viral hepatitis, specific treatment generally is not necessary. Although hospitalization may be required for
clinically severe illness, most patients do not require hospital care.
Forced and prolonged bed rest is not essential for full recovery,
but many patients will feel better with restricted physical activity. A
high-calorie diet is desirable, and because many patients may experience nausea late in the day, the major caloric intake is best tolerated in the morning. Intravenous feeding is necessary in the acute
stage if the patient has persistent vomiting and cannot maintain
oral intake. Drugs capable of producing adverse reactions such as
cholestasis and drugs metabolized by the liver should be avoided. If
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severe pruritus is present, the use of the bile salt-sequestering resin
cholestyramine is helpful. Glucocorticoid therapy has no value in
acute viral hepatitis, even in severe cases associated with bridging
necrosis, and may be deleterious, even increasing the risk of chronicity (e.g., of acute hepatitis B).
Physical isolation of patients with hepatitis to a single room and
bathroom is rarely necessary except in the case of fecal incontinence
for hepatitis A and E or uncontrolled, voluminous bleeding for hepatitis B (with or without concomitant hepatitis D) and hepatitis C. Because
most patients hospitalized with hepatitis A excrete little, if any, HAV,
the likelihood of HAV transmission from these patients during their
hospitalization is low. Therefore, burdensome enteric precautions are
no longer recommended. Although gloves should be worn when the
bed pans or fecal material of patients with hepatitis A are handled,
these precautions do not represent a departure from sensible procedure and contemporary universal precautions for all hospitalized
patients. For patients with hepatitis B and hepatitis C, emphasis should
be placed on blood precautions (i.e., avoiding direct, ungloved hand
contact with blood and other body fluids). Enteric precautions are
unnecessary. The importance of simple hygienic precautions such
as hand washing cannot be overemphasized. Universal precautions
that have been adopted for all patients apply to patients with viral
hepatitis. Hospitalized patients may be discharged following substantial symptomatic improvement, a significant downward trend in the
serum aminotransferase and bilirubin values, and a return to normal
of the PT. Mild aminotransferase elevations should not be considered
contraindications to the gradual resumption of normal activity.
In fulminant hepatitis, the goal of therapy is to support the patient
by maintenance of fluid balance, support of circulation and respiration, control of bleeding, correction of hypoglycemia, and treatment
of other complications of the comatose state in anticipation of liver
regeneration and repair. Protein intake should be restricted, and
oral lactulose or neomycin administered. Glucocorticoid therapy has
been shown in controlled trials to be ineffective. Likewise, exchange
transfusion, plasmapheresis, human cross-circulation, porcine liver
cross-perfusion, hemoperfusion, and extracorporeal liver-assist
devices have not been proven to enhance survival. Meticulous
intensive care that includes prophylactic antibiotic coverage is the
one factor that does appear to improve survival. Orthotopic liver
transplantation is resorted to with increasing frequency, with excellent results, in patients with fulminant hepatitis (Chap. 368).
PROPHYLAXIS
Because application of therapy for acute viral hepatitis is limited and
because antiviral therapy for chronic viral hepatitis is cumbersome,
costly, and not effective in all patients (Chap. 362), emphasis is placed on
prevention through immunization. The prophylactic approach differs for
each of the types of viral hepatitis. In the past, immunoprophylaxis relied
exclusively on passive immunization with antibody-containing globulin
preparations purified by cold ethanol fractionation from the plasma of
hundreds of normal donors. Currently, for hepatitis A, B, and E, active
immunization with vaccines is the preferable approach to prevention.
Hepatitis A Both passive immunization with IG and active immunization with killed vaccines are available. All preparations of IG contain
anti-HAV concentrations sufficient to be protective. When administered before exposure or during the early incubation period, IG is
effective in preventing clinically apparent hepatitis A. For postexposure prophylaxis of intimate contacts (household, sexual, institutional)
of persons with hepatitis A, the administration of 0.02 mL/kg is recommended as early after exposure as possible; it may be effective even
when administered as late as 2 weeks after exposure. Prophylaxis is not
necessary for those who have already received hepatitis A vaccine, for
casual contacts (office, factory, school, or hospital), for most elderly
persons, who are very likely to be immune, or for those known to have
anti-HAV in their serum. In day care centers, recognition of hepatitis
A in children or staff should provide a stimulus for immunoprophylaxis in the center and in the children’s family members. By the time
most common-source outbreaks of hepatitis A are recognized, it is
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