
By Jennifer Eliasi, MS, RD

Introduction and 
epidemiology

Since the early 1980s, a great deal
of focus has been given to the
rise and spread of HIV, the virus

that causes AIDS. Now another virus
has taken the lead in the pandemic race.
Hepatitis C virus (HCV) has spread
throughout the world at an alarming
rate. Whereas there are approximately
900,000 cases of HIV in the United
States and 36.1 million cases in the
world, HCV has infected 3.9 million
people in the United States and 170
million people worldwide. The number
of estimated cases in Canada is 49,000
(1).

Though the incidence of HCV has
decreased by 80% during the past
decade, there are still approximately
36,000 new infections every year.
Between 2010 and 2019, predictions
estimate that 193,000 people will die of
HCV, and that rates of cirrhosis and
liver-related deaths will increase by
528% and 223%, respectively, by the
year 2008 (2). The projected mortality
rates result in $11 billion in direct med-
ical care costs and societal costs of
$21.3 billion from premature disability
and $54 billion from mortality (3).

First identified in 1989, HCV was
previously categorized as as “non-A,
non-B” hepatitis. HCV is considered the
most common chronic blood-borne
infection and the most common chronic
viral infection, and is also the leading

cause of liver transplantation. From a
virological standpoint, HCV is a muta-
ble virus that does not integrate into the
host genome. Like HIV, HCV is a
blood-borne viral disease; unlike HIV,
HCV is not present in reservoirs in the
body and is curable. There are at least
six genotypes of HCV worldwide and it
replicates at a rate of trillions of virion
copies per day. (For comparison, HIV
replicates at a rate of billions of virion
copies per day.)

There are six genotypes, or cate-
gories, of HCV. Genotypes 1, 2 and 3
are most commonly found in North
America, Europe, Australia and Japan.
Type 3 is most common in injecting
drug users in Europe and Australia, type
4 in Egypt and the Middle East, and
type 5 in South Africa. Generally speak-
ing, HCV genotypes 2 and 3 respond to
therapy better than genotype 1.

HCV transmission
HCV is transmitted through blood.
Once transmission occurs, the incuba-
tion period can last from two to 26
weeks, but the average incubation peri-
od is between six and seven weeks. The
most common mode of infection, intra-
venous drug use (IVDU), constitutes
about 60% of infections. Sharing of
drug paraphernalia including needles,
syringes, cookers, tourniquets, other
instruments, cotton, and cocaine straws
increase the risk of transmission
because remnants of blood may remain
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on them. But drug use is not the only
mode of transmission. HCV cases have
been documented in people who
received contaminated blood transfu-
sions before July 1992 or clotting fac-
tors before 1987. Hemodialysis could
be another transmission route. 

At any point that there is chance to
be exposed to HCV-infected blood, 
contamination is possible. Razors, nail
clippers, scissors, water pics and tooth-
brushes can transmit HCV if there are
blood traces on them. Equipment used
at manicure salons can transmit HCV if
proper cleaning techniques are not used.
Infected needles used in acupuncture or
body piercing and tattoo needles can
transmit HCV as well. Furthermore, in
tattoo parlors, a new inkwell should be
used for each individual because infect-
ed blood can pool and be transmitted
through the ink. 

In the health-care setting, there are
occupational exposures and nosocomial
exposure. Occupational exposures
include instances such as needle stick
injuries and blood splashes. Current rate
of transmission of HCV due to needle
stick exposure is 3%, as opposed to
0.3% for HIV and 30% for hepatitis B
virus. This higher transmission rate is
due to the ability of HCV to survive
longer in the outside air. Nosocomial
transmissions are infections or diseases
that heath-care professionals give
clients, and occur in areas where uni-
versal precautions are not practiced
(i.e., lack of clean needles, multidose
vials, use of medical devices for more
than one patient without sterilization
between use). 

Vertical transmission, or mother-to-
child transmission from an infected
mother, is possible as well; the rate is
less than 6.7%, but the rate is as high as
20% if the mother is co-infected with

either HIV or hepatitis B (4–7). Risk of
mother-to-child transmission is higher
with the use of forceps during delivery
because of the possibility of cuts and
scrapes on the newborn. Furthermore,
breastfeeding may transmit HCV.
Studies have analyzed the content of
HCV in breast milk, and while colostral
samples were positive for HCV–RNA,
it is debated whether HCV is transmit-
ted in breast milk itself or if breastfeed-
ing can be a mode of transmission if the
mother has cracked or bleeding nipples
(8–21). Mahajan et al concluded that
larger studies with longer spans of
breastfeeding are needed so that health-
care providers can decide whether rec-
ommending breastfeeding is safe (22).

Unprotected sexual intercourse may
transmit HCV if there is HCV-infected
blood present. The risk of HCV trans-
mission in sexually monogamous part-
ners in long-term relationships is low,
but presents at about 4%. Transmission
in high-risk sex practices such as unpro-
tected sex with multiple partners, men
who have sex with men or history of
sexually transmitted diseases can ele-
vate the risk of transmission to as high
as 20%. 

HCV testing and diagnosis
Diagnosing HCV can be difficult
because carriers can often be asympto-
matic for many years. At times, symp-
toms can present as mild and be con-
fused as the flu or poor health. Fatigue
is often one of the most common com-
plaints. Lack of appetite, weakness,
nausea and joint or muscle pain may be
common. Others may present with jaun-
dice or abdominal discomfort in the
right upper quadrant. People with HCV
may notice pale stools and dark urine.
Patients may notice a change in their
eating habits and a distaste for ciga-
rettes, even if their smoking habit has
been hard to break.

(HCV, from page 1)



There are several reasons for testing
an individual for HCV. Testing may fol-
low a diagnosis in the clinical setting.
This would occur with either acute or
chronic disease. Screening may occur in
a nonclinical setting, such as a health
fair or health screening. At-risk popula-
tions may seek out testing. 

Blood work can test for the HCV
antibody, which can be detected six to
26 weeks following infection, but it
cannot differentiate between acute or
chronic infection. In acute infection the
HCV is present in the blood and anti-
bodies are present, but it does not infil-
trate the liver. Antibodies will remain in
the blood, but the person will not have a
detectable viral load. 

In acute cases of HCV that clear on
their own, antibody would still be pres-
ent, offering a false-positive test result.
In these cases, a confirmatory test can
be performed for clarification.
Recombinant immunoblot assays,
RIBA, can be drawn, but they are sel-
dom used. A nucleic acid assay is a
qualitative and quantitative test that can
confirm active HCV infection. RIBA
can also help the practitioner assess the
effectiveness of and the response to
treatment. The RIBA can be ordered in
the event of a patient with strong risk
factors and a negative antibody or with
a person who does not have any risk
factors and has a positive antibody
result. Genotype testing is available to
determine which genotype of HCV an
individual is infected with. This is use-
ful to predict treatment response. 

After HCV diagnosis, a liver biopsy is
done to assess fibrosis and determine the
need for treatment. Although many indi-
viduals fear biopsy, it is relatively pain-
less. Fibrosis is scored from grade zero,
no damage, to grade four, presence of cir-
rhosis, which is often irreversible. 

Of those who develop chronic HCV
infection, 80% will have stable HCV
while the other 20% will develop cir-
rhosis. Seventy-five percent of these
people will exhibit a slowly progressive
disease and 25% will develop hepato-
cellular carcinoma, obtain a liver trans-
plant or die from disease (23).

HCV treatment
The primary goal of HCV treatment is
eradication of the virus or for the virus to
become undetectable within six months
of treatment. Other reasons to offer treat-
ment include reduction of hepatic
inflammation, slower disease progres-
sion, reduced risk of cancer, and reduced
risk of infecting another individual.
Additionally, treatment can be used to
improve the patient’s quality of life. 

Patients respond better to HCV treat-
ment if they do not have cirrhosis or
fibrosis, and if they have a genotype
other than genotype 1. Individuals who
are white, female and younger than 40
years of age respond best to the treat-
ment. HCV treatment is not offered to
those who have contraindications to the
treatment, which include autoimmune
disease, pregnancy or nursing, blood
disorders, poorly controlled diabetes,
uncontrolled cardiovascular disease,
decompensated cirrhosis or significant
alcohol use. Severe unstable psychiatric
disease, severe pulmonary disease, and
retinal abnormalities can also preclude
patients from treatment. Patients who
are unwilling to use contraception may
not be treated because the treatment for
HCV is teratogenic, meaning that the
medication can cause malformations of
an embryo or fetus. 

There are several strategies for HCV
treatment. The main goal of the treat-
ment is to eradicate the virus. There are
two kinds of drugs for anti-HCV treat-
ment: interferon (INF) and ribavirin
(RBV). INF, when naturally occurring
in the body, is a protein that is made by
T-cells in response to a viral attack. It
inhibits entry of viruses into cells. As a
treatment for HCV, INF prevents the
binding of HCV to hepatocyte plasma
and suppresses the proliferation of viral
cells. INF, which is injectable, was the
standard treatment for HCV in the past.
It has a short half-life due to rapid
clearance of the drug in vivo; there is
limited efficacy in obtaining a sustained
response and sustained viral response
with INF alone is low. Rebetrol or rib-
avirin (RBV) alone has no impact on
the clearance of HCV RNA, but is
effective when used in combination

with INF. Combination therapy, INF
and RBV, increases the sustained viral
response, reduces the rate of relapse and
is now considered the standard of care.
Treatment was three INF injections per
week and daily oral RBV.

Pegylated INF, a newer formulation
of INF in now available that has a pro-
longed half-life, is available. Because
pegylation increases the half-life of the
medication, once-weekly dosing is pos-
sible and therefore provides constant
blood levels. Two forms of pegylated
INF are currently available for use: a
linear form called Peg-intron and a
branched form called Pegasys. Current
treatment guidelines for HCV are pegy-
lated INF with or without RBV. Doses
are weight-based. 

As with any pharmaceutical, the
medication works only when the patient
is compliant with taking the medication.
With HCV treatment, response to med-
ication is more likely when following a
general guideline: the 80–80–80 rule.
This means that the patients must be
compliant with at least 80% of the INF
and 80% of the RBV at least 80% of the
time. Adherence is necessary for the
treatment to be effective. Adherence to
treatment is more likely when the
patient believes in the treatment, the
provider is more experienced, and the
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Table 1. Ribavirin’s
psychiatric side effects

■ depression
■ insomnia
■ anxiety
■ delirium/psychosis
■ panic attacks
■ irritability
■ moodiness
■ impaired concentration 
■ anger
■ impaired memory
■ suicidal ideation

Source: Rebetron (Ribavirin) product
information. Schering Corporation.
Kenilworth, N.J.



patient has social supports and has a
history of keeping medical appoint-
ments. A patient may be less likely to
be compliant if he or she is battling cur-
rent drug use, has psychiatric disease, or
would have difficulties managing side
effects (24,25).

Treatment side effects 
There are plenty of side effects. RBV
can cause dyspnea, cough, pruritis, rash,
insomnia and hemolysis. Some RBV
users may experience psychiatric symp-
toms. Psychiatric symptoms and side
effects are further detailed in Table 1.
Ribavirin is teratogenic. Because birth
defects have been documented in ani-
mal models, patients should avoid preg-
nancy or impregnation for the duration
of treatment and for six months after-
wards. Clinicians should discuss contra-
ception and encourage the use of two
forms of birth control. 

Interferon can cause flu-like symp-
toms, nausea and diarrhea. Injection site
reactions, hematologic abnormalities
and psychiatric symptoms are also listed
as adverse events. Pegylated interferon
can cause the side effects associated
with non-pegylated interferon, but there
are further adverse events including
nausea, taste disturbances, weight loss
and pancreatitis. Table 2 has a complete
list of possible adverse events with
pegylated interferon. 

Multidisciplinary care 
Treatment generally lasts 48 weeks for
people who have HCV genotypes 1 and
4, and for 24 weeks for those infected
with HCV genotypes 2 and 3. Checking
HCV viral load at weeks 4 and 12 is a
good prognostic indicator of treatment
outcome. Indicators of poor outcome of
treatment include co-infection with HIV,
being male, high body mass index
(BMI), an HCV viral load of more than
1 million, and alcohol intake of more
than 50 g., or five standard drinks per
day. (One drink is equivalent to 25 mL.
of spirits, 125 mL. of wine, or 284 mL.
of beer or cider.) 

HCV treatment is most effective

under a multidisciplinary approach. The
primary-care provider might be a gas-
troenterologist or hepatologist skilled in
the specialized needs of HCV, or it
might be an infectious disease special-
ist. The team should include a nurse,
social worker, psychiatrist and regis-
tered dietitian (RD). A medical practice
that treats all aspects of the body’s
needs helps the patient achieve compli-
ance despite possible side effects. 

Clinicians who offer services for
people who are HCV-positive will have
many tests to order, both laboratory
assessments and diagnostic. Screenings
by various health-care professionals will
be needed as well. Patients should have
an abdominal sonogram to rule out can-
cer, an alcohol and depression screen-
ing, and an eye exam. RDs should track
patients’ height, weight and BIA (bio-
electrical impedance analysis) trends.
Blood work ordered by the health-care
practitioner (Table 3) can also be useful
in tracking changes in patients’ nutrient
intake and dietary changes. 

Nutrition and HCV
Hepatitis C is a disease of the liver. The
liver is involved in many of the body’s
processes and functions that affect nutri-
tion; therefore, when the liver is diseased,
these processes can malfunction. The
liver makes bile to digest food, filters
toxic substances, and produces and dis-
tributes cholesterol and triglycerides. The

liver is also responsible for the metabo-
lism of sugar, protein and fat for energy
and glycogen storage. Vitamins and min-
erals such as vitamins A and D, iron and
copper are stored in this organ.
Conversion of beta-carotene to vitamin A
and vitamin K to prothrombin occur in
the liver as well. 

RDs who have had experience pro-
viding nutrition care for people with
HIV/AIDS will find that many of the
approaches to care will be similar. HCV
affects nutrition by causing:

■ increased energy needs
■ catabolism of lean body mass
■ high blood sugar
■ altered amino acid metabolism
■ changes in carbohydrate metabolism

and transport of fat and cholesterol
■ malabsorption, which modifies the

use of macro- and micronutrients
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■ flu-like symptoms
■ headache
■ fatigue
■ Myalgia, arthralgia
■ Fever, chills
■ Depression
■ platelets
■ WBCs
■ absolute CD4 count
■ neuropathy
■ pancreatitis
■ taste disturbances 

■ hair loss/changes
■ diarrhea
■ rash
■ renal toxicity
■ hepatotoxicity
■ injection site irritation
■ nausea
■ retinopathy
■ hearing loss
■ bronchospasms
■ thyroid disorders
■ weight loss

Sources: Peg-Intron package insert. Schering Corporation. Kenilworth, N.J; 
Pegasys package insert. Hoffman-La Roche incorporation. Nutley, N.J.

Table 2. Adverse events associated with pegylated
interferon

Table 3. Monitoring
lab work

■ CD4 count, HIV viral load 
(if patient is HIV-positive)

■ AST, ALT, alk phos
■ platelets
■ direct and total bilirubin
■ Albumin
■ PT/PTT
■ TSH, CBC 
■ fasting lipids
■ pregnancy test



Basic nutrition guidelines that are sug-
gested for people with HCV include fol-
lowing a diet that is conducive to general
health. Patients should maintain an ideal
body weight, minimize fat intake, avoid
alcohol and drugs, and get regular exer-
cise. Health-care practitioners should
monitor patients’ intake of herbs, supple-
ments and over-the-counter remedies.
Herbs and remedies should be considered
with caution because some may be toxic,
and others may interact with medications. 

Nutrition guidelines have been set in
the past for liver health. These sugges-
tions can be applied to HCV care. A diet
high in complex carbohydrates is rec-
ommended. Because of the inability for
the liver to store glycogen and metabo-
lize sugars, high-fiber foods can pro-
mote blood-sugar control. There is a
better ability to maintain a healthy, sus-
tained level of energy from complex
carbohydrates and starches rather than
simple carbohydrates or sugars. 

Protein intake is adjusted for body
weight and degree of liver damage. (See
also Table 4.) Protein suggestions are as
follows: for someone with stable liver
disease, 0.8 g. of protein per kg. body
weight; for someone with unstable liver
disease or decompensated cirrhosis, a
lower percentage of protein may be need-
ed. People with cirrhosis tend to better
tolerate protein from dairy and plant
sources rather than from meat sources
(26). 

Food has a role in supporting the
body’s cells, tissues and organs. It pro-
motes an immune response to infection.
HCV presence means that the immune
system is constantly responding to it. An
active immune system requires energy,
and a steady nutrient intake provides that
energy. 

In Hepatitis C: Nutrition Care,
Canadian Guidelines for Health Care
Providers, the Dietitians of Canada sug-
gest that patients consume a variety of
foods from all food groups. The guide-
lines recommend eating foods with ade-
quate protein for fighting infection and
for liver regeneration, and fruits and veg-
etables to maximize the effects of antioxi-
dants. Limiting high-fat and high-sugar
foods and eliminating alcohol to protect

the liver are suggested as well. 
The nutrition professional can also

work with patients on weight manage-
ment. Research has shown that individ-
uals with a BMI more than 30 have an
independent risk factor for nonresponse
to antiviral treatment. This finding is
independent of genotype and presence
of cirrhosis. Obese patients also have an
80% lower chance of attaining a sus-
tained viral response (27). The heavier
the patient, the higher the dose of med-
ication needed. A larger dose of medica-
tion can cause a higher chance of side
effects and toxicity. Encouragement of
weight loss can rectify these issues. 

Weight management is needed for
fatty liver, or NASH (non-alcoholic
steatohepatitis). NASH is associated with
an elevation of ALT and AST, accumula-
tion of fat in the liver, inflammation of
the liver and, perhaps, elevated triglyc-
erides. Fatty liver treatment is usually
related to the cause. If the patient is
obese, gradual weight loss is best because
rapid weight loss can accelerate disease.
A 1% weight loss can cause on average
an 8% decrease of ALT (28). Diabetes
mellitus control will decrease the fat in
the liver. If the patient has poor nutrition-
al intake, recommend a well-balanced
diet of carbohydrates, protein and fat.
Alcohol avoidance can decrease symp-
toms, too. 

If liver disease progresses to cirrho-
sis or hepatic encephalopathy, dietary

management can diminish some of the
symptoms. People with cirrhosis often
begin to experience difficulty digesting
and absorbing fat. Reduction of fat
intake is recommended. When symp-
toms of cirrhosis present, diet becomes
necessary. If fluid begins to collect in
the abdomen, a sodium-restricted diet is
suggested. Patient education about
sources of sodium and label-reading
techniques should be taught. 

Hepatic encephalopathy will cause
alterations of mental status. When the
patient presents with signs of mental
confusion, lactulose will be prescribed
to clear out the protein in the bowels.
There is debate about when a low-pro-
tein diet should be prescribed. While
some practitioners believe that the lac-
tulose alone will reverse the condition,
others use a low-protein diet concur-
rently to assure reversal of symptoms.
Protein may be reduced or eliminated
until symptoms reverse and then
branched chain amino acids and pro-
teins derived mostly from plant sources
are recomemended (29,30).  There is
concern that malnutrition can occur dur-
ing this low-protein period. Newer
research has shown that diets with nor-
mal protein content can be prescribed
for encephalopathy without change in
treatment outcome (31–33).
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Source: Hepatitis C and Diet. HIV nutrition education nutrition fact sheet. AIDS Project Los
Angeles. www.apla.org. Accessed May 10, 2004.

Table 4. Recommended protein intake by disease
state and weight

Weight
(pounds)

Max intake when
risk for 
encephelopathy (g.)

Recommended protein intake 
of non-cirrhotic

grams meat equivalent (oz)

100

130

150

170

200

45–68

59–87

68–103

77–116

77–116

6–9

8–12

9.7–14

11–16

13–19

35

40

46

54

27



In the event of advanced liver disease,
edema or ascites, sodium intake should
be limited. Sodium intake causes accu-
mulation of ascitic fluid. For every 1,000
mg. of sodium consumed, 1 cup of fluid
accumulates. When fluid accumulation
resolves, appetite improves (34).

Nutritional supplements
The decision for supplemental vitamins
and minerals is individualized, and
should be determined on a case-by-case
basis. Generally, liver disease can reduce
vitamin absorption or cause a vitamin and
mineral overload, as with hemochromato-
sis or even iron deficiency, as is common
with esophageal varices (35).

A study done on patients taking RBV
found that supplementing food intake
with high doses of vitamins C and E can
reduce the risk of red blood cell loss.
This would give patients a better chance
to be able to continue taking the recom-
mended dosage of RBV. Another study
indicated that vitamin E does not have an
effect of RBV-induced anemia (36–38).
Yet another study was done on subjects
taking INF and 544 I.U. of vitamin E
daily. Study results found that those
patients taking the vitamin E had a signif-
icantly greater response to treatment, with
a greater drop in viral load. And yet
another study indicated that vitamin E
may slow the process of liver fibrosis
(39). Further research is needed to deter-
mine the role of these vitamins in anemia. 

A B-complex may be suggested as it
may promote an anti-inflammatory and
hepatoprotective response. The 
B-vitamins support the cytochrome 
P-450 system and can therefore regulate
the detoxification of the liver, decrease
fatigue, improve appetite and aid in the
metabolism of fat. The suggested dose
is one or two B-complex per day. 

Zinc supplementation has been gain-
ing popularity with individuals with
impaired immune function as it promotes
healthy thymus function. Liver disease
has been associated with low zinc levels
as well. A dose of zinc at 20 to 25 mg.
per day is the suggested dose for
improved immune function and blood

sugar regulation. Practice caution when
zinc is prescribed. High doses can cause
nausea, reduce HDL, increase total cho-
lesterol and cause depression or impaired
immunity. 

Additional supplements being used for
people with HCV include alpha lipoic
acid and N-acetylcysteine, or NAC.
Alpha lipoic acid works both as an
antioxidant and antiviral. Its uses include
protection of the liver, regenerating liver
cells, normalizing blood-sugar levels and
easing nerve pain. A dose of 50 to 100
mg. is suggested. NAC is hepatoprotec-
tive and acts as an immunomodulator. It
is synergistic with interferon and is
enhanced by co-supplementation of vita-
min C, zinc and selenium. In a study
done in Spain, subjects who were non-
responsders to treatment were retreated
with NAC added to the regimen.
Decreased liver enzymes were observed
and researchers believe that further
research with NAC is warranted. 

Anemia management must be han-
dled with extra caution. Iron can act as
a source of free radicals and lead to
inflammation and scarring. This is a
concern, especially with HCV-positive
individuals whose liver biopsies show
abnormal iron accumulation. Iron does
not need to be fully eliminated from the
diet, but large portions of iron-
containing sources should be monitored. 

Anemia may also be managed with
the use of epoetin alpha. Practitioners
should opt to prescribe epoetin alpha
before hemoglobin drops below 11 g./dL.
Once the hemoglobin level increases to
13 g./dL. for a woman and 14 g./dL. for a
man, epoetin alpha can be discontinued. 

In the event that treatment is not
recommended or available for an indi-
vidual with HCV, or the patient choos-
es to follow a naturopathic path, some
options are available. Milk thistle, a
plant-derived herb antioxidant that
contains an active chemical called sily-
marin, is most commonly used to treat
liver disease. Silymarin has been
shown to protect intact liver cells and
to stimulate protein synthesis, which
accounts for new cell growth.
Silymarin reduces the activity of cells
that produce fibrosis and may improve
survival in people with severe alcohol-
related cirrhosis. Use of milk thistle or
silymarin may interfere with HIV med-
ications. This should be discussed with
the client. 

Glycyrrhizia, from the licorice root, is
potentially beneficial. Benefits of gly-
cyrrhizia are an increased function of
lymphocytes, dropped levels of transami-
nase, and a possible reduction in infectiv-
ity of HBV and HCV. On a negative note,
it can cause water retention and adversely
affect blood pressure. Studies are in
progress to determine the effects of picro-
liv, picrorhiza kurroa, an herb used main-
ly in India and studied in rats for its pos-
sible effects as an antioxidant and in
reducing liver damage. Studies must be
done to determine the safety of picroliv
in humans and its efficacy. Several herbs
have been used for holistic medicine and
have been documented as hepatotoxic.
These herbs are listed in Table 5. 

HCV is a preventable disease. It is
also manageable and curable.
Medications are available to decrease
viral load and possibly eliminate the
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■ kava
■ chaparral
■ dandelion root
■ skullcap
■ ephedra (ma huang)
■ mistletoe
■ yerba tea
■ sassafras
■ valerian
■ cascada sagrada bark

■ comfrey (bush tea)
■ pennyroyal

■ coltsfoot

■ kompocha mushroom

■ apiol

■ mate tea

■ tonka beans

■ woodruff

■ thread-leafed groundsel

Table 5. Herbs with reported hepatotoxicity
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virus. Drugs with fewer side effects
and less frequent injections are in
development.

Whether an individual with HCV
undergoes treatment, opts to pursue the
holistic route, or foregoes any form of
treatment, the RD’s role is imperative.
The RD will provide nutrition care for
symptom management and side-effect
management. Assessment is needed for
any changes in the diet due to illness or
intolerance. Interactions among food,
drugs and herbs should be observed.
Overall, it is best to keep a positive
outlook. 

Part 2 of this article will appear in the
fall Pos Com. 

Jennifer Eliasi, MS, RD, is clinical nutrition
manager at the Program for AIDS Treatment
and Health at Brooklyn Hospital Center. She
is also co-chair of Nutritionists in AIDS
Care (NIAC) and chair of the HIV/AIDS
Dietetic Practice Group. 
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Viewing the past and planning the future—the history of medical
nutrition therapy in HIV/AIDS care
By Victoria A. Warren-Mears, PhD, RD,
LD

“An incurable disease ... Fatal to near-
ly all who contract it. ... Its victims
shunned by society, even by some mem-
bers of the medical community. ... Its
cause unknown ... The death toll rising”
(1).

The latest statistics suggest that 40
million people worldwide are
infected with HIV. The total

number of people lost to this epidemic
is nearly 32 million, the size of
Canada’s population (2). In the United
States, more people have lost their lives
to HIV than died in World Wars I and II
combined. Almost since the first multi-
ple occurrences of Pneumocystis carinii
pneumonia were first described in the
Morbidity and Mortality Weekly Review
(MMWR) in June of 1981 (3), medical
nutrition therapy (MNT) has been part
of the management of HIV/AIDS. 

HIV-infected patients may be at
nutritional risk at any point during their
illness. The Ryan White Comprehensive
AIDS Resources Emergency Act of
1990 (S2240) included support for serv-
ices including “nutrition services” (4).
Additionally, in the 1997-1998 member-
ship year, the HIV/AIDS Dietetic
Practice Group (DPG) was formed to
address the unique issues of HIV/AIDS
care to dietetics professionals. During
the past 23 years, dietetics professionals
have seen profound changes in manage-
ment of nutrition issues and the need for
nutrition professionals with expertise in
HIV/AIDS.

In the early 1980s, before the discov-
ery of the HIV–1 immunodeficiency
virus, most patients with AIDS died
within two years. As clinical descrip-
tions of AIDS widened, the dramatic
reduction in T lymphocytes and a
decrease in the ratio of helper T cells to
suppressor T cells became the focus of
medical investigators searching for a
cause. According to Cade Fields-

Gardner, MS, RD, LD, CD, director of
services, The Cutting Edge and HIV
specialist since 1987, “During the 1980s
medical nutrition therapy was primarily
used to keep people from losing more
ground and as comfort care for HIV-
infected hospice patients” (5). 

Dietetics professionals who did early
work with people living with HIV/AIDS
simply stepped in and began working
with these patients. “In such situations,
you jump in and do what needs to be
done without the luxury of adjustment
time. The biggest difficulty during that
time was to be able to insist that there
could be long-term and normal life-span
survival, so that short-term solutions
didn’t muck up the long-term survival
possibilities. While we had much infor-
mation on the nutritional response of the
body during infection and the contribu-
tion of malnutrition to immune dysfunc-
tion, we faced many unfamiliar situa-
tions without a good base of research
and evidence to guide our way. Practice
preceded evidence” (5).

In 1988 when Gastroenterology
Clinics of North America published
Nutrition Therapy for the
Malnourished AIDS Related Complex
(ARC)/AIDS patient, investigators were
predicting that 75% to 80% of HIV-
positive patients would develop AIDS
and that the majority would experience
progressive weight loss and malnutri-
tion prior to their death (6). The pri-
mary goal (see Table 1) of nutritional
therapy was “to maintain nutritional
homeostasis (normal nutritional
indices, positive nitrogen balance, and
weight stability).” 

Much of the evidence for these clin-
ical guidelines was based on practical
experience and on research into nutri-
tion and immunity. Primary recommen-
dations focused around increasing
caloric intake and protein intake, while
avoiding lactose, due to the high
prevalence of secondary lactase defi-
ciency related to diarrhea. Just one
year later in 1989, Kotler indicated that

most with AIDS would experience pro-
gressive weight loss and malnutrition
prior to death (7,8).

Dietary recommendations for mal-
nourished ARC or AIDS patients of the
early ’90s focused on the criteria present-
ed in Table 2. Patients were selected
based on weight loss in comparison to
usual weight. A thorough nutritional
assessment was recommended including
laboratory assessment, anthropometric
measures and 24-hour urine urea nitrogen
(UUN) for nitrogen balance determina-
tion. Although UUN was considered opti-
mal for estimation of nitrogen balance, it
was rarely used due to the practical issues
surrounding a 24-hour urine collection. 

Estimated caloric needs were based
on 35 to 40 kcal./kg. and 2.0 to 2.5 g.
protein/kg. Diets were selected based
on gastrointestinal function and
absorption (6). Elemental supplements
were often recommended due to their
enhanced absorption. However, mal-
nourished patients often poorly tolerat-
ed these supplements taken orally or
via feeding tube, though controversy
exists among reported tolerance.

In 1987 the first antiretroviral therapy
was introduced. Initial therapies gave
hope of correcting CD4 counts. By
1997–1998 there was further hope of
decreasing the viral load and preventing
the replication of the virus. Nucleoside
reverse transcriptase inhibitor (NRTI)
class drugs, non-nucleoside reverse tran-
scriptase inhibitor (NNRTI) class drugs
and protease inhibitors class drugs at var-
ious times have been the drugs of choice
for treating HIV infection. National anti-
retroviral treatment guidelines indicated
that all HIV-infected patients should be
put onto a continuum of care that includ-
ed nutrition therapy (9).

As information about HIV/AIDS
expanded, conflicting advice about
diets, nutritional supplements, exercise
and other therapies abounded. In 1993,
the American Dietetic Association
(ADA) published its first patient edu-
cation material for dietetics profession-
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als to use while counseling people liv-
ing with HIV/AIDS (10). Many of the
guidelines discussed in this handout
are topics that are still covered today.
These include: important nutrients,
water consumption, caloric consump-
tion, protein intake, vitamins and min-
erals, food safety and dealing with
symptoms. In 2003 this handout was
revised to meet the needs of today’s
patient population.

Since 1996, the extraordinary suc-
cess of highly active antiretroviral ther-
apy (HAART) has reduced the frequen-
cy of wasting, at least in the developed
world. However, HAART has likewise
brought a series of complex problems
representing complications of treatment
or prolonged survival.

Between 1995 and 1997, the annual
mortality rate from AIDS declined by
75% (11). However, the optimism that
HAART medications caused among
health-care professionals has since been
challenged by the emergence of some-
times fatal metabolic complications,
such as lactic acidosis, diabetes, lipody-
strophy and pancreatitis (12). Another
major obstacle to sustaining effective
therapy was the difficulty many patients
have with complicated medication regi-
mens, and drug–drug and drug–nutrient
interactions (12).

In 1998, the ADA published Medical
Nutrition Therapy Protocols for both
adult and pediatric patients with
HIV/AIDS (13). These protocols were
established to use in the ambulatory
care setting with adaptation in other
health-care settings. These guidelines
have helped dietetics practitioners 
standardize practice.

In 2000, the most recent update of
the ADA position paper on HIV/AIDS
was published (14), and in 2002 the
HIV Specialist Nutrition Education
objectives were published by the
HIV/AIDS DPG of the ADA (15). In
2004, the ADA will release the latest
revision of the HIV/AIDS position
paper (16). Table 1 outlines the current
major goals of MNT for persons living
with HIV disease. 

In addition to HIV infection, dietet-
ics practitioners continue to face com-

plex overlying disease states. Today,
clients come for outpatient visits with
complications from longer-term use of
medications that can initiate or exacer-
bate nutrition-related alterations of
physiology and the usual diseases of
aging. Lipodystropy, dyslipidemia, dia-
betes, hypertension, heart disease,
osteoporosis and renal disease, which
were once rare occurrences in our
client base, are now encountered daily.
The development of these co-morbid
conditions is multifactorial, and results
from genetics, lifestyle, treatment with
certain protease inhibitors and nucleo-
side analogs, long-term chronic inflam-
matory disease and chronic HIV infec-
tion. 

Recommended MNT is often compli-
cated due to social overlays, such as
food insecurity. This is especially
important because the largest growing
numbers of infected individuals in the
United States and other developed
nations tend to be in economically dis-
advantaged and health-care disenfran-
chised segments of the population (17).
All of these combined make the identi-
fication and treatment of nutritional
complications associated with HIV
infection increasingly complex.

Relatively little is known about the
influence of dietary habits on metabolic
complications associated with HIV infec-
tion and lipodystrophy (18). Dietary
advice is an appropriate conservative
approach to managing dyslipidemia,

insulin resistance, and diabetes among
HIV-infected patients with these metabol-
ic complications. Little is known to what
extent dietary practices may contribute to
metabolic abnormalities, although recent
studies have identified some key issues
for continued research (18,19). 

Even though dietary factors may not
be the primary cause of metabolic dis-
turbances, possible roles for further
dietary modification have been suggest-
ed. It appears that a diet low in saturat-
ed fat and high in dietary fiber may
assist with managing (18) and prevent-
ing lipodystrophy and certain metabolic
abnormalities (19).

Many other issues continue to
require additional investigation before
evidence-based practice can be further
defined. Dietary intake and serum status
of micronutrients has been a topic of
concern for some time (20–25). Issues
surrounding various micronutrients
involved in immune response have
emerged over time, including vitamins
A, E, B-6, B-12, beta carotene, seleni-
um and zinc. 

HIV infection invokes the acute phase
response resulting in a redistribution of
carrier proteins and therefore micronutri-
ents in the body. Some studies on
micronutrients in HIV/AIDS have adjust-
ed for the acute phase response, using C-
reactive protein (20–22). These analyses,

(See MNT, page 10)

Table 1. Medical nutrition therapy goals (5,12,13)

1988 2004
■ Maintain nutritional homeostasis.

■ Maintain or resume normal 
nutrition indices and positive
nutrition balance.

■ Maintain weight stability.

■ Optimize nutrition status, 
immunity and well-being.

■ Prevent development of 
nutritional deficiencies.

■ Prevent loss of weight and/or
lean body mass.

■ Reduce risk of onset of and/or
complications of co-morbid 
conditions.

■ Maximize effectiveness of 
medical and pharmacological
treatment.
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as an example, found that low serum lev-
els of vitamin B-12 and vitamin E were
associated with more rapid progression to
AIDS. Others have found a role for B
vitamins as a whole, vitamins A and C,
and zinc.

While further research to provide
evidence is needed, there is a clear role
for the expertise of the dietetics profes-
sional in provision of care of HIV-
infected individuals (26).

Nutrition counseling has been shown
to be effective; it has also been shown to
influence health outcomes in HIV infec-
tion (27,28). When combined with nutri-
tion supplementation, additional positive
outcomes have been observed (29,30). 

Much has changed and little has
changed. The past 23 years of HIV

research have generated a level of under-
standing about human/pathogen interac-
tion to cause disease that has broadened
overall understanding of infectious dis-
ease. Today’s young dietetics profession-
als have never lived in a world without
AIDS. Many changes lie behind us, and
we face an unknown future with regards
to counseling needs of our clients and
disease progression. Dietetics profession-
als should continue to document the
value of our services in work with HIV-
infected individuals, including improve-
ment of health-related quality of life
measures, maintenance of appropriate
body composition, and improvement in
nutritional status as evidenced by physi-
cal and biochemical markers.

“While we have much information on
the nutritional response of the body dur-
ing infection and the contribution of mal-

nutrition to immune dysfunction, we
faced (in 1987) many unfamiliar situa-
tions without a good base of research and
evidence to guide our way. As such, prac-
tice preceded evidence and our evidence
base has yet to catch up even now. (5).

Since its establishment, the
HIV/AIDS DPG has had many accom-
plishments of which we, as dietetics
professionals, can be proud. Its more
than 475 members have contributed to
the MNT guidelines for HIV/AIDS
care, developed this newsletter, which
is abstracted in the National AIDS
Clearing House of the Centers for
Disease Control and Prevention and
reviewed for its publication, The Daily
News Update. 

Additionally, the practice group has
provided comment on many of ADA’s
position papers. We continue to network

(MNT, from page 9)

Table 2. Nutrition therapy recommendations for patients with ARC/AIDS (5)

Clinical findings Oral diet Enteral diet Parenteral diet

good appetite, semi-solid
stool, minimal malab-
sorption, “nonspecific
enteropathy”

moderate diarrhea, 
malabsorption 
“enteropathic enteropathy”

large volume diarrhea
with cramping and 
tenesmus (colitic
enteropathy)

loluminous secretory diar-
rhea “cholerheic
enteropathy”

high-kcal, high-pro, low-
fat (< 30%)* lactose-free
diet plus 1,000 kcal./day
from elemental or semi-
elemental supplement

high-kcal, high-pro, low-fat
(<30%)*, lactose-free diet
plus 1,000 kcal./day from
elemental or semi-
elemental oral supplement

BRAT Diet (recommended
initial therapy) plus 1,000
kcal./day from elemental
oral supplement

BRAT Diet (recommended
initial therapy) plus 1,000
kcal./day from elemental
oral supplement
(rarely tolerated)

elemental or semi-
elemental formula as 
tolerated 100–125
cc./hour per 24 hours

elemental or semi-
elemental formula as 
tolerated 100–125
cc./hour per 24 hours

elemental or semi-
elemental formula as 
tolerated 100–125 cc./hour
per 24 hours

elemental or semi-
elemental formula as 
tolerated 100–125 cc./hour
per 24 hours

not recommended as initial therapy

short course continuous PPN @
125–140 cc/hour plus 500 cc. 20%
lipid emulsion daily until an oral or
enteral diet is tolerated OR short
course of continuous central TPN
@ 100–125 cc./hour plus 500 cc.
20% lipid emulsion 3 times/week

short course continuous PPN @
125–140 cc./hour plus 500 cc. 20%
lipid emulsion daily until an oral or
enteral diet is tolerated OR short
course of continuous central TPN
@ 100–125 cc./hour plus 500 cc.
20% lipid emulsion 3 times/week

short course continuous PPN @
125–140 cc./hour plus 500 cc. 20%
lipid emulsion daily until an oral or
enteral diet is tolerated OR short
course of continuous central TPN
@ 100–125 cc./hour plus 500 cc.
20% lipid emulsion 3 times/week

* Initial recommendations were for < 30% fat, which would be inadequate to meet essential fatty acid requirements.
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with other alliances and organizations
involved in HIV/AIDS care including:
the Association of Nutrition Services
Agencies (ANSA, established 1998);
HRSA—National Nutrition Guidelines
for HIV/AIDS (established 1999); and
National Organization Responding to
AIDS (established 1999). There is also
a recently formed work group of mem-
bers from the HIV/AIDS DPG working
closely with ADA employees who are in
the initial stages of creating an MNT
evidence-based guide for practice for
HIV/AIDS that should be completed in
2005.

Victoria Warren-Mears, PhD, RD, LD, is an
assistant professor at the School of Medicine
and School of Nursing at Oregon Health &
Science University in Portland, Oregon.
Contact her at warrenme@ohsu.edu or
503/494-0704.
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Conference report: comprehensive management of metabolic
complications in HIV
By Sari Budgazad, RD, CDN

Conference information: Nutritionists in
AIDS Care (NIAC), a special-interest
group of the Greater New York Dietetic
Association (GNYDA), and the
HIV/AIDS Dietetic Practice Group of
the American Dietetic Association, 3rd
annual conference, New York N.Y.,
March 2004.

2004 update: HIV-associated
metabolic and morphologic
abnormalities

Los Angeles, Calif.–based 
physician Gary Cohan, MD,
delivered the keynote address

on metabolic alterations in HIV. He is
a board-certified internist and HIV
specialist in practice at Pacific Oaks
Medical Group in Beverly Hills (the
largest HIV/AIDS-specializing med-
ical practice in the United States). Dr.
Cohan provided an overview of HIV
trends and treatment options and dis-
cussed the evolution of highly active
antiretroviral therapy (HAART). 

In the 1990s, “hit hard and hit
early” was the principle trend and
complex medication regimens became
widely available for HIV treatment.
The first cases of lipodystrophy were
reported to the Centers for Disease
Control and Prevention (CDC) in
1999, and by 2001, the Department of
Health and Human Services revised
HIV therapy recommendations.
According to Dr. Cohan, treatment
simplification has gained momentum
because patients’ adherence to drug
therapy is a major issue in medication
effectiveness. Striking a balance
between mortality from HIV/AIDS
and quality of life is of critical impor-
tance regarding the use of HAART.

Dr. Cohan discussed HIV-associat-
ed metabolic and body composition
changes. He characterized the meta-
bolic syndrome as a combination of
lipid abnormalities, fat accumulation,

dysregulation of glucose metabolism
and fat atrophy. Morphologic issues in
the metabolic syndrome include
regional fat accumulation in the
abdominal visceral regions, breasts
and dorsocervical region (“buffalo
hump”). 

Several underlying mechanisms are
involved in lipodystrophy (LD), such
as hormonal influence, HIV infection,
genetic predisposition, cytokine activi-
ty and immune reconstitution. Some
antiretroviral medications such as
retrovir (AZT), stavudine (Zerit) and
indinavir (Crixivan), have also been
suggested as a cause of lipodystrophy.
In response to this assumption, Dr.
Cohan referred to two studies: HOPS
(HIV Outpatient Study) and LION-
HAART (lipodystrophy in patients on
nucleoside-based HAART) that high-
light risk factors associated with LD
regardless of what drug therapy is
used. In both studies, LD was associat-
ed with many risk factors, including
CD4 level and the amount of time on
medications. See conclusions of these
studies in Table 1. 

New data have emerged on fat
redistribution based on findings from
the Fat Redistribution and Metabolism
(FRAM) Study, a cross-sectional
prospective study of more than 825
HIV-positive men, 350 HIV-positive
women, and eight HIV-positive trans-
gender individuals versus 299 HIV-
negative control subjects. The major
conclusion of the FRAM Study was
that HIV-positive patients had more fat
loss and no fat gain. Furthermore,
lipoatrophy (both peripheral and cen-
tral) was significantly more prevalent
in HIV-positive men (age 33 to 45)
than controls. Current treatment
options for lipodystrophy include
lifestyle changes such as exercise and
diet; switching HAART regimen; lipid-
lowering agents such as fibric acid
derivatives and statins; drugs such as
growth hormone, anabolic steroids and

hypoglycemic agents; surgical inter-
ventions such as liposuction, facial
implants or fat transfer techniques; and
soft tissue augmentation. 

Furthermore, the use of dietary sup-
plements such as acetyl-L carnitine,
coenzyme Q–10 and riboflavin may
help support mitochondrial function in
people with lipodystrophy (1–3).

Dr. Cohen discussed the benefits
and drawbacks of soft tissue augmen-
tation with the injection of filler sub-
stances such as collagen, Fascian,
New-Fill (polylactic acid), poly-
methymethacrylate, Restylane and sili-
cone microdroplets. These can offer
the advantage of an immediate cos-
metic effect and can be performed in
outpatient settings. Drawbacks to this
procedure include high expense, lack
of coverage by insurance plans, and
lack of long-term safety data.
Although the use of silicone has been
controversial, it is considered safe,
effective and inexpensive when inject-
ed properly by skilled cosmetic derma-
tologists using the “microdroplet tech-
nique” at four- to six-week intervals.
In addition, silicone has a lasting
effect for treating facial lipoatrophy
and is less expensive than other filler
substances ($50 per mL.).

Cardiovascular 
complications with 
the use of HAART
Results from the DAD Study (The
Data Collection of Adverse Events of
Anti-HIV Drugs Study) suggest that
HAART is associated with a 26%
increased risk in the rate of myocar-
dial infarction per year of drug expo-
sure. Early screening for cardiovascu-
lar disease in HIV-positive patients is
recommended, and screening measures
include family health history; labs
such as lipid profiles, blood sugars and
hemoglobin AlC; and stress testing. 

Dr. Cohan highlighted the impor-
tance of modifying risk factors associ-



ated with cardiovascular complications
such as hypertension, hyperlipidemia,
smoking tobacco, diabetes and obesity.
He referred to the NCEP III (Third
National Cholesterol Education
Program) 2003 guidelines as a practi-
cal tool for assessing patients’ lipid
values. Finally, an emphasis on high-
quality carbohydrates (i.e., high-fiber,
unrefined carbohydrates) as part of a
balanced diet may also help improve
lipid profiles in HIV-positive patients. 

The emotional impact of HIV-
associated lipodystrophy
Chuck Finlon, CSW, senior social
worker at the Center for Special
Studies at New-York Presbyterian
Hospital, discussed the social and
medical problems associated with
HIV-associated LD. While metabolic
components of the syndrome may be
easier to improve, physical manifesta-
tions (fat loss and central adiposity)
seem resistant to most therapeutic
interventions.

Common emotional and social
problems associated with LD include
poor body image, low self-esteem,
depression, anxiety and decreased
adherence to HAART. Sexual relation-
ships may also be negatively affected,
and people with LD may feel socially
withdrawn (4). Protective factors that
may help combat the emotional impact
of lipodystrophy include being in a
relationship, employment, having a
social network of people with
HIV/AIDS, and disclosure of
HIV/AIDS-positive status.

Finlon emphasized the importance of
giving positive meaning to the physical
changes that can occur in LD. Body
image affects one’s behavior, self-
esteem and emotions, and the social
construct of illness, particularly HIV
disease. These elements can frame “ill-
looking” people in a negative way. In a
social climate, the physical manifesta-
tions of HIV disease are often regarded
as failure, alien, unclean, contaminating
and anxiety-inducing. 

There are positive and negative
ways to cope with LD. Denial of the

problem is counterproductive and
leads people to feel socially isolated,
stop medication regimens, and neglect
self-care. Changing or decreasing
physical manifestations of LD through
nutrition consultation, exercise, the
use of anabolic steroids, and/or plastic
surgery can therefore be lifesaving
actions. A change of attitude can also
help patients cope more effectively
with LD. Social support systems, psy-
chotherapy and exploring spirituality
may help the patient to reframe the
problem and thus increase his/her abil-
ity to cope.

The emotional impact of LD can
also burden the health professional,
especially because there are no “clear-
cut” solutions. Registered dietitians
(RDs) are often asked by clients to
provide a “quick fix” to the problem,
and therefore may become exposed to
anxiety as a result of counseling their
patients. Finlon concluded that it is
important for health professionals to
set reasonable limits, have realistic
expectations, keep clear hours, and be
aware of the importance of their own
self-care.

For an additional archive on LD
research, visit www.hivandhepatitis.com,

www.thebody.com, and www.natap.org.
Further coverage of this conference will
be reported in the fall Pos Com.

Sari Budgazad, RD, CDN, specializes in
nutrition in infectious disease at New-York
Presbyterian Hospital (NYPH), The
University Hospitals of Columbia and
Cornell. She is also the RD at NYPH outpa-
tient Cardiac Rehabilitation Center. She has
appeared on ABC World News and has
published several nutrition articles in
Today’s Dietitian magazine. Contact her at
sarird@aol.com.
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Risk of LD increases with increased
number of non-drug risk factors:

■ age ≥ 40 years

■ HIV infected ≥ 7 years

■ AIDS ≥ 2 years

■ hemophiliac

■ nadir CD4 Count <100 or  %15

■ time since CD4 nadir ≥ 3 years

Reference: Lichtenstein. 7th CROI. 2000,

San Fracisco, Calif. Abstract 23. 

■ CD4 nadir ≤ 200/mm.3 substan-
tially increases LD risk regardless
of treatment duration

■ ≥ 2 years NRTI plus > 1 year PI
highly associated with increased
risk of LD

■ NNRTI > 12 months associated
with LD risk reduction

NRTI = nuceloside reverse transcriptase

inhibitor

PI = protease inhibitor
NNRTI = Non-nucleoside reverse 
transcriptase inhibitor

Reference: Lauenroth-Mai E, et al. XIV IAC
2002. Abstract ThPeB7320.

Table 1. Conclusions of the HOPS and 
LION-HAART studies on lipodystrophy

HOPS LION–HAART
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Public policy 
              report

By Deane Edelman, MBA, DTR
and Katherine Dennison, RD, LD

Public Policy Committee co-chairs

Members of the American
Dietetic Association (ADA)
met March 23–25 in

Washington, D.C. for the annual Public
Policy Workshop (PPW). The workshop
enabled members to become familiar
with food, nutrition and health issues in
the legislative process, ADA’s current
agenda, and lobbying techniques.
Members also met with U.S. representa-
tives and senators.

The current issues presented by ADA
included the following:

■ aging
■ child nutrition reauthorization
■ Medicare Medical Nutrition Therapy

(MNT) Amendment Act of 2003
■ national nutrition monitoring
■ obesity
■ research and the dietetics profession
■ complementary and alternative 

medicine
■ Dietary Guidelines and Food Guide

Pyramid
■ disease management and MNT
■ food safety
■ food security
■ Health People 2010
■ Health Insurance Portability and

Accountability Act (HIPAA)
■ nutrition policy
■ HIV/AIDS: Reauthorization of Ryan

White CARE Act
■ Department of Defense TRICARE

Program

Some of the PPW highlights included:

The Child Nutrition Act
The House of Representatives passed the
Child Nutrition Act on March 25, 2004
which was delayed as the authorization
was due October 2003. The Senate has
now taken up the bill and hopefully will
not decrease the authorized amount of
funding. If fully funded, this act will con-
tinue to provide school breakfast and
lunch programs, child and adult care
food, summer school food, the special
milk program and the Special

Supplemental Nutrition Program for
Women, Infants, and Children (WIC).

The IMPACT Bill
The IMPACT bill (Improved Nutrition
and Physical Activity Act of 2003) to
fight obesity passed the Senate last year
and is now pending in the House
Energy and Commerce Committee.
Provisions include grant programs at the
local level for nutrition and physical
activity initiatives and training of health
professionals in overweight, obesity and
eating disorders. 

The bill faces a battle in the House
due to cost and the sentiment that obesity
is a personal responsibility and not a
problem to be solved by federal legisla-
tion. ADA and others, however, view
obesity as an issue of public health and
therefore consider legislation appropriate.
ADA supports declaration of obesity as a
disease and recognition of the registered
dietitian (RD) as the qualified nutrition
professional in the IMPACT bill. 

Several questions were posed to
guest senator speakers during the PPW
about defining obesity as a disease.
Senators responded that most medical
experts do not agree in defining obesity
as a disease. They predicted that if obe-
sity were defined as a disease, the costs
of managing it would absorb most, if
not all, of the funding for health pro-
grams, especially Medicare and
Medicaid. Many members of Congress
support nutrition and exercise as effec-
tive and important health and wellness
therapies, but appropriations of federal
funds determine the final legislative
outcome. Nearly every presenter
referred to the challenge of funding
non-defense, non-security programs in
the current fiscal environment. 

MNT
When Congress began to consider H.R.
1, the Medicare Prescription Drug,
Improvement and Modernization Act of
2003, efforts were made to include the

ADA–supported cardiovascular (CVD)
MNT bill introduced last year. Because
the CVD bill scored so high by the
Congressional Budget Office ($1.2 bil-
lion over 10 years), those efforts failed.
However, in lieu of the cardiovascular
bill, ADA was successful in getting two
new provisions in H.R. 1 that significant-
ly expanded the MNT benefit. 

The first provision is under preventive
services, which takes effect January
2005. Each new Medicare beneficiary
receives a physical exam within six
months, and is assessed for height,
weight, blood pressure and electrocardio-
gram for disease detection and preven-
tion. The law provides for physician
referrals for other preventive services,
including MNT by a qualified RD. The
Centers for Medicare and Medicaid
Services (CMS) has interpreted this pro-
vision restrictively for diagnoses of dia-
betes and renal disease only, the two con-
ditions currently covered by Medicare.
ADA’s interpretation is that all beneficiar-
ies appropriate for MNT, regardless of
diagnosis, be given access to this benefit.
Communication between ADA and CMS
is active to ensure that the regulations
reflect the ADA interpretation. 

The second relevant provision in H.R.
1 is the introduction of a new chronic
care/disease management program.
Beginning in 2006, individuals with cer-
tain threshold conditions or chronic dis-
eases may voluntarily enroll in Chronic
Care Improvement programs to receive
new disease-management benefits. The
conditions are yet to be specifically
defined in regulations but may well
include obesity, hyperlipidemia and
hypertension. One of the benefits will
involve self-care education through such
approaches as MNT. If MNT is to be pro-
vided, the ADA is advocating that an RD
must deliver it. These two benefits have
the potential to expand MNT, and
because CVD may be covered under both
of these provisions, a separate CVD bill
is unnecessary. 
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Re-authorization of Ryan White CARE Act 
Among ADA’s issues for 2004 is the Reauthorization of the
Ryan White CARE Act (RWCA), taking place in 2005. This
is the first time the HIV/AIDS DPG agenda has received sup-
port and recognition in the PPW from the ADA. A full page
in the Issues and Program Book of the PPW was dedicated to
the Reauthorization of the RWCA, stating the DPG and
ADA’s position on strengthening the role of nutrition in Ryan
White–funded programs. Our position includes clarification
“in the legislation that nutrition is a primary medical service,”
that the “report language should include RDs, MNT, and
nutrition-support services as appropriate providers and servic-
es for referral in the Early Intervention Services,” and that
“AIDS education and training centers should include training
for faculty in nutrition programs” (PPW Issues and Program
Book, C-32).

During the legislative visits, three DPG members met with
Dawn Mabery, health aid for D.C. Representative Eleanor
Holmes Norton to discuss these issues. The DPG members
included Deane Edelman, Katherine Dennison and Laura Otolski. 

Support from, and cooperation with, ADA on RWCA
Reauthorization is a major development and has added a strong
sense of momentum and progress to our efforts. Mary Lee
Watts from ADA’s Government Relations Team has initiated
and participated in numerous activities with the DPG Public
Policy co-chair. These include: 

■ attendance at monthly NORA (National Organization
Responding to AIDS) meetings

■ preparation of ADA testimony to CDC/HRSA (Health
Resources and Services Administration) Advisory Committee
on HIV and STD Prevention

■ preparation of an ADA letter to Acting Director
Christopher Bates of the HIV/AIDS Policy Office at
HRSA following his appearance at a NORA meeting

■ visit to Celia Hayes, RD, at HRSA’s HIV/AIDS Bureau to
discuss strengthening nutrition services in the upcoming
Ryan White reauthorization legislation 

Other recent public policy activities included:
■ prepared HIV/AIDS issue page in ADA’s PPW issues book
■ submitted language to NORA

describing RWCA nutrition services in more detail for
NORA’s annual appropriations book

■ revised NORA nutrition issue paper for use in Ryan White
reauthorization process

■ calculated and submitted a dollar figure called the “needs
number” for the NORA Appropriations book: what it would
cost to provide RWCA nutrition services to the estimated
segment of the population with unmet needs

For more information about PPW 2004, please contact the
Public Policy co-chairs: Deane Edelman at 
dfedelman@att.net and Katherine Dennison at
kdennison@wwc.org or kdenniso@jhsph.edu.

Mark your calendars for these
upcoming HIV/AIDS events 
■ American Association of Diabetes Educators Annual Meeting

Aug. 11-14, 2004
Indianapolis, Ind.
www.aadenet.org/AnnualMeetings/index.html

■ Association of Nutrition Services Agencies (ANSA) Annual
Conference
Aug. 12-15, 2004
New York, N.Y.
www.aidsnutrition.org

■ The 42nd Annual Meeting of the Infectious Diseases Society
of America (IDSA)
Boston, Mass.
Sept. 30–Oct. 3
www.idsociety.org

■ American Dietetic Association Food & Nutrition Conference
& Expo
Anaheim, Calif.
Oct. 2-5, 2004
www.eatright.org

■ United States Conference on AIDS
Philadelphia, Pa.
Oct. 21-24
www.nmac.org/conferences/USCA2004

■ 6th International Workshop on Adverse Drug Reactions and
Lipodystrophy in HIV
Washington, D.C.
Oct. 25-28, 2004
www.intmedpress.com/lipodystrophy

■ Interscience Conference on Antimicrobial Agents and
Chemotherapy (ICAAC), 
Washington, D.C.
Oct. 30–Nov. 2, 2004
www.icaac.org
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This Positive Communication
includes the first part of a com-
prehensive summary of the annu-

al Nutritionists in AIDS Care (NIAC)
conference in New York, N.Y. We hope
that this will provide not only an infor-
mational update on nutrition care for
metabolic complications, but also a
glimpse of what is available in ongoing
continuing education for HIV/AIDS
nutrition. As you are no doubt aware,
HIV/AIDS is a rapidly changing area of
nutrition care, and current research
shapes our day-to-day practice. Frequent
updates of information and “best prac-
tices” are crucial for the registered dieti-
tian (RD) working in HIV care.

I encourage all dietetic practice
group (DPG) members to take advan-
tage of the educational opportunities
offered on a regular basis through the
DPG. When I returned to HIV/AIDS
care in 2001 after an eight-year hiatus, I

was (needless to say) in desperate
need of an update. I contacted and
joined the HIV/AIDS DPG and within
one month had found several training
sessions designed specifically to update
RDs on HIV/AIDS. Training sessions
cosponsored by the DPG, such as those
offered through the Nutritionists in
AIDS Care, AIDS Project Los Angeles,
and the conference of the Association of
Nutrition Services Agencies, help us
continue to develop knowledge and
skills, and also provide a great outlet for
networking.

In addition to formal training ses-
sions and seminars for nutrition in
HIV/AIDS, the DPG provides an
ongoing informational resource
through the electronic mailing list
(EML). Through this service, members
are invited to post questions, issues,
announcements, etc., which are then
sent to all EML members. There is

also an educational archive where
responses and online discussions are
kept. By working together and com-
municating regularly, we continue to
keep each other updated in current
treatment modalities as well as provid-
ing invaluable support and networking.
For those who haven’t utilized this
resource, I encourage you to join,
check out the educational archive, and
post a question about HIV/AIDS nutri-
tion. Within a few hours, you will have
suggestions and input from experi-
enced practitioners across the nation. 

Take advantage of the educational
opportunities out there, and if you
need help caring for clients, don’t be
afraid to ask! Use the EML or contact
other members for support. For more
information about upcoming educa-
tional opportunities, visit the
HIV/AIDS DPG Web site at
www.hivaidsdpg.org.

Editor's message
Lucia Vining, RD, LD

Positive Communication editor


