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Background: Hepatitis C (HCV) infection is a major source ofmorbidity
and mortality among HIV-infected patients. Despite decreasing HCV inci-
dence in the United States, the proportion of cases among men who have
sex with men (MSM) without history of injection drug use (IDU) in New
York City has more than tripled between 2000 and 2010.
Methods: Using matched surveillance data, we identified non-IDU HIV-
infected MSM with and without diagnosed HCV. Differences in continu-
ous variables were assessed with Mann-Whitney U tests, and Pearson χ2

tests were used for categorical variables. Poisson regression was used to
compare HCV diagnosis rates by race/ethnicity and sexual transmitted dis-
ease history.
Results: There were 41,303 non-IDUMSM diagnosed as having HIV
before 2010 alive as of 2000, of whom 2016 (4.9%) were diagnosed
as having HCV after HIV diagnosis. The HCV diagnosis rate was
605/100,000 person-years. Adjusting for birth year and age at HIV diagno-
sis, Hispanics (rate ratio [RR], 1.4; 95% confidence interval [CI], 1.2–1.5)
and non-Hispanic blacks (RR, 1.6; 95% CI, 1.4–1.8) had higher HCV
diagnosis rates than did non-Hispanic whites. Adjusting for race/
ethnicity, birth year, and age at HIV diagnosis, MSM diagnosed as having
syphilis (RR, 2.5; 95% CI, 2.3–2.8) had higher HCV diagnosis rates than
did those without syphilis.
Conclusions: We found a racial/ethnic disparity in HCV diagnosis rates
and an association betweenHCVand syphilis, which is consistent with sex-
ual transmission of HCV.With curative HCV treatment available, emphasis
should be placed on adherence to guidelines recommending annual HCV
screening for HIV-infected MSM, and education and outreach to MSM to
prevent sexually transmitted HCV infections.

L iver-related conditions, particularly viral hepatitis infection,
have become a major source of morbidity and mortality among

HIV-infected patients.1 Because of shared transmission routes,
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hepatitis C (HCV) coinfection is relatively common among people
with HIV.1 Studies have found that the prevalence of HCVamong
both HIV-infected2 and non–HIV-infected3 men who have sex with
men (MSM) is higher than the HCV prevalence in the general popu-
lation in the United States. InNewYork City (NYC), despite an over-
all decrease in the number of people being diagnosed as havingHCV,
the proportion of this populationwho areHIV-infectedMSMwithout
a history of injection drug use (IDU) has more than tripled between
2000 and 2010,4 which may be a result of both an increase in new
infections as well as new diagnoses of existing infections. Whether
or not this is a recent phenomenon is a subject of debate, as the find-
ings from a prospective cohort study conducted from 1984 to 2011
have suggested that HCV has been a common issue among HIV-
infected MSM since the early days of the AIDS crisis.5 HIV/HCV
coinfection is of particular concern because it accelerates HCV dis-
ease progression,1,6 increases rates of morbidity and mortality from
HCV,6 and increases adverse effects from HIV medications.1,6

The most common HCV risk factor in the United States is
IDU.7 In 2007, a study of 11 HIV-infected MSM in NYC was one
of the first to suggest that HCV may be associated with high-risk
sexual behavior in this population.8 Later, additional phyloge-
netic9,10 and behavioral studies fromNYC11 and other locations10,12

added support to the possibility of sexual transmission of HCV
among non-IDU HIV-infected MSM. Evidence has been equivocal
for whether sexual transmitted diseases (STDs) are an independent
risk factor for HCV infection in this population, with some studies
failing to find such an association11,12 and others finding a signifi-
cant association between STDs and risk of HCV.10,13

The basic mechanism of HCV transmission involves the
disruption of a protective biological barrier (e.g., skin or mucous
membranes) and exposure to HCV-infected fluid, usually blood.7

Multiple biological and behavioral risk factors put HIV-infected
MSM at increased risk for sexual transmission of HCV. HIV-
infected individuals, particularly those with unsuppressed HIV vi-
ral load, are more susceptible to HCV infection due to a weakened
or delayed immune response to the virus.14 Secondary HCV trans-
mission is more likely in those with HIV due to an increased HCV
viral load6 and a higher probability of shedding the virus through
semen.15 The use of noninjection drugs may play a role because of
their association with risky sexual behavior.11,12 Also, high-risk
sexual behaviors, such as unprotected anal sex, can cause mucosal
trauma that facilitates HCV transmission.10–12

The Centers for Disease Control and Prevention guide-
lines16 indicate that HIV-infected MSM should be tested for
HCV upon entry into HIV care and at least annually thereafter,
with more frequent screening being recommended for individuals
who are at increased risk. Identifying coinfected individuals and
linking them to care is especially important and can reduce
the burden of disease. Understanding the risk factors for HCV in-
fection and describing the populations at greatest risk are critically
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important for designing effective interventions, educating clini-
cians, and providing testing and treatment guidelines to identify
HIV/HCV coinfection and reduce morbidity, particularly now
with more effective HCV treatments.17

In this article, we describe the diagnosis rate and demographic
distribution of HCVamong non-IDU MSM with diagnosed HIV in
NYC between 2000 and 2010 using cross-matched surveillance
data from the NYC Department of Health and Mental Hygiene
(DOHMH), to better understand the epidemiology of HCVamong
HIV-infected MSM. We also examine the association between
reported STDs and HCV infection to determine potential risk fac-
tors for HCVand to explore the possibility of sexual transmission
of HCV.

METHODS
In 2010, the NYC DOHMH implemented the Centers for

Disease Control and Prevention's Program Collaboration and Ser-
vice Integration initiative to increase data integration and describe
interactions between infectious diseases in NYC.18 We conducted
a deterministic cross-match of data from the HCV, HIV, hepatitis B
virus, tuberculosis, and STD surveillance registries from 2000 to
2010, and vital statistics mortality data from 2000 to 2011. Indi-
viduals in each registry were matched against each of the others.
Themethods of the matching process have been described in detail
elsewhere.19 Disease surveillance by the DOHMH is passive, with
the reporting of certain diseases being required by NYC's Health
Code Article 11. There is a dual-reporting requirement: all NYC
providers diagnosing reportable diseases and all clinical laborato-
ries licensed by New York State to test NYC residents are legally
required to report cases to the NYC DOHMH. New York City dis-
ease surveillance data include reported persons who reside within
the 5 boroughs of the city. Reports on persons diagnosed in NYC
who reside in neighboring jurisdictions are referred to those health
departments for inclusion in their surveillance data.

Analytic Population
HIV-infected persons were defined as individuals diag-

nosed as having HIV and reported to the DOHMH. Information
on HIV transmission risk factors was obtained during an HIV case
investigation from patient medical records and interviews with pa-
tients. Risk categories, in order of decreasing probability of trans-
mission per act, were IDU, MSM, heterosexual, and other/
unknown. Persons with multiple transmission risk factors were
assigned to the category with highest probability of transmission
per act; that is, those with both IDU and MSM risk factors were
classified as IDU and excluded from this analysis. Persons in-
cluded in the analysis were diagnosed as having HIV before
December 31, 2010 and not known to be dead as of January 1,
2000, with MSM as the HIV transmission risk factor.

Hepatitis C–infected persons were defined as individuals with
a positive HCVantibody or RNA test result reported to the DOHMH.
HIV/HCV coinfected persons were defined as HIV-diagnosed per-
sons reported to DOHMHwho matched to a report of HCV. Persons
who had anHCVdiagnosis before 2000 or who had anHCVdiagno-
sis before or within 90 days after their HIV diagnosis were excluded
from this analysis tomaximize the probability of including only those
HCV cases detected after HIV diagnosis, rather than before or during
the initial HIV diagnostic workup. The population of HIV-infected
MSM was divided into 2 groups: HIV/HCV coinfected MSM and
HIV-infected MSM with no HCV diagnosis. Lacking specific data,
we assumed no HIV-infected persons moved away from NYC be-
tween 2000 and 2010. To test this assumption we conducted a sensi-
tivity analysis restricting the study population to persons with HIV
diagnosis after January 1, 2000, thus providing some evidence that
they lived in NYC during the study period.
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Variables
Reports of gonorrhea, chlamydia, and syphilis (primary, sec-

ondary, and early latent) between January 1, 2000 and December
31, 2010, were identified through cross-registry matching. Individ-
uals could havemultiple STDs during the study period; for our anal-
yses, we considered STD diagnoses among those with multiple
reports in both mutually exclusive and nonmutually exclusive ways.
To examine differences in STD history between HIV/HCV co-
infected and HIV-monoinfectedMSM, we counted individuals only
in 1 STD category and used a mutually exclusive approach with
STDs grouped hierarchically, such that persons with syphilis com-
prised the syphilis category regardless of whether they also had
any gonorrhea and/or chlamydia diagnoses during the analytic pe-
riod; persons in the gonorrhea category had been diagnosed as hav-
ing gonorrhea and may or may not have had a chlamydia report,
whereas the chlamydia category contained persons who had only
chlamydia reported during the 11-year period.

Multivariable methods were used to identify the individual
effect of each STD controlling for the other STDs, so we counted
STD reports in a nonmutually exclusive manner. Additional demo-
graphic information included race/ethnicity, age, and incarceration
history. Incarceration history was obtained from information col-
lected as part of the HIV case investigation at the time of diagnosis
and updated with new information when available. Person-years
were calculated beginning with HIV diagnosis date or January 1,
2000, whichever was later, and ending with HCV diagnosis date,
date of death, or December 31, 2010, whichever was earlier. Lack-
ing specific data, we assumed no HIV-infected persons moved away
from NYC between 2000 and 2010. To test this assumption we
conducted a sensitivity analysis restricting the study population to
persons with HIV diagnosis after January 1, 2000, thus providing
some evidence that they lived in NYC during the study period.

Analyses
Demographic characteristics and STD diagnoses of the

coinfected and monoinfected groups were compared. Mann-
Whitney U tests were used to assess differences in median age at
HIV diagnosis. Pearson χ2 tests were used to test the association
between HCV status and STD report as defined by the mutually
exclusive hierarchical categories, incarceration history, and demo-
graphic characteristics. Hepatitis C diagnosis rates were calcu-
lated, adjusted using the direct method for age at HIV diagnosis
and weighted by the 2000 US standard population.20Multivariable
Poisson regression models, with the number of HCV cases as the
outcome of interest and the natural logarithm of the number of
person-years contributed by non-IDU HIV-infected MSM, regard-
less of HCV status, as the offset, were used to calculate rate ratios
(RRs) of HCV diagnoses by race/ethnicity and by history of non-
mutually exclusive diagnoses of chlamydia, gonorrhea, and syphilis.
Both crude RRs andRRs adjusted for birth year, incarceration history,
age at HIV diagnosis, and, for the STD model, race/ethnicity, were
estimated. We also investigated the STD-HCV association after
restricting our analysis to include only STDs that were reportedwithin
1 year before the HCV report date, to focus on risky sexual behavior
that directly preceded HCVacquisition. All analyses were conducted
using SAS software, version 9.2 (SAS Institute, Cary, NC).
RESULTS

Population
There were 41,970 non-IDU MSM diagnosed as having

HIV before 2010 alive as of 2000. Persons with an HCV diagnosis
before 2000 (n = 256) and those with an HCV diagnosis before or
383
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TABLE 1. Characteristics of HIV-Infected MSMWith and Without HCV, NYC, 2000–2010

Total HIV-Infected
MSM (n = 41,303)

MSM, HCV
(n = 2016; 4.9%)

MSM, No HCV
(n = 39,287; 95.1%) P

Age, y, median (IQR)
Median age at HIV diagnosis 34 (28–41) 35 (29–43) 34 (27–40) <0.01
Median age at HCV diagnosis — (—) 44 (38–50) — (—) —

Incarceration history*, n (%) 2172 (5.3) 232 (11.5) 1940 (4.9) <0.01
Race/Ethnicity, n (%)
Non-Hispanic white 16,166 (39.1) 704 (34.9) 15,462 (39.4) 0.07
Non-Hispanic black 12,532 (30.3) 687 (34.1) 11,845 (30.2) <0.01
Hispanic 11,561 (28.0) 594 (29.5) 10,967 (27.9) <0.01
Asian/Pacific Islander 889 (2.2) 24 (1.2) 865 (2.2) <0.01
Other 155 (0.4) 7 (0.3) 148 (0.4) 0.83

Any STD history, n (%) 9713 (23.5) 631 (31.3) 9082 (23.1) <0.01
Syphilis† 5346 (13.0) 475 (23.6) 4871 (12.4) <0.01
Gonorrhea† 3171 (7.7) 116 (5.8) 3055 (7.8) <0.01
Chlamydia† 1196 (2.9) 40 (2.0) 1156 (2.9) 0.01

*Incarceration may have occurred before or after HIV diagnosis.
†Hierarchy: syphilis (with or without any gonorrhea and/or chlamydia diagnoses), gonorrhea (with or without any chlamydia diagnoses), chlamydia only.
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within 90 days after their HIV diagnosis (n = 411) were excluded.
The final analytic population consisted of 41,303 individuals who
contributed a total of 315,392 person-years to the analysis. Just
more than one-quarter (28.0%) of the population were Hispanic,
30.3% were non-Hispanic black, 39.1% were non-Hispanic white,
2.2%were Asian or Pacific Islander, and less than 1% (0.4%)were
of other or unknown race. Nearly one-quarter (23.5%) had a syph-
ilis, gonorrhea, or chlamydia diagnosis between 2000 and 2010,
and 5.3% had a history of incarceration (Table 1). Among the an-
alytic population, 2016 (4.9%) were diagnosed as having HCV for
an age-adjusted diagnosis rate of 605 per 100,000 person-years.

The median age at HIV diagnosis was 34 years (interquar-
tile range [IQR], 27–40 years) among those with no HCV diagno-
sis and 35 years (IQR, 29–43 years) among those with an HCV
diagnosis (P < 0.01). The median age at HCV diagnosis was
44 years (IQR, 38–50 years; Table 1). A greater proportion of per-
sons with an HCV diagnosis had a history of incarceration com-
pared with those without an HCV diagnosis (11.5% vs. 4.9%,
P < 0.01; Table 1).

Almost 90% of HIV-infected MSM with any STD diagno-
sis had at least 1 STD reported after their HIV diagnosis (95.0% of
those with any STD and HCVand 85.1% of those with any STD
but without HCV, P < 0.01). Among persons with any STD diag-
nosis, a greater proportion of HCV coinfected persons had multi-
ple STD diagnoses compared with those without HCV (51.5% vs.
45.0%, P < 0.01). Compared with those with no HCV diagnosis, a
smaller proportion with an HCV diagnosis were in the hierarchi-
cally defined chlamydia (2.0% vs. 2.9%, P = 0.01) and gonorrhea
(5.8% vs. 7.8%, P < 0.01) categories, whereas a larger proportion
were in the syphilis category (23.6% vs. 12.4%, P < 0.01; Table 1).
TABLE 2. HCV Diagnosis RRs Among HIV-Infected MSM by Race/
Ethnicity, NYC, 2000–2010

Race/Ethnicity
Crude RR
(95% CI)

Adjusted* RR
(95% CI)

Non-Hispanic white 1.0 (reference) 1.0 (reference)
Non-Hispanic black 1.4 (1.3–1.6) 1.6 (1.4–1.8)
Hispanic 1.3 (1.2–1.5) 1.4 (1.2–1.5)
Asian, Pacific Islander 0.8 (0.5–1.2) 0.8 (0.6–1.3)
Other 1.1 (0.5–2.4) 1.1 (0.5–2.4)

Boldface values denote statistical significance of RRs at P < 0.05 using
Poisson regression.

*Adjusted for birth year, incarceration history, and age at HIV diagnosis.
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Demographics
The age-adjusted diagnosis rate of HCVwas highest among

non-Hispanic blacks (765 diagnoses/100,000 person-years) and
lowest among Asian and Pacific Islanders (215/100,000 person-
years). After adjusting for birth year, age at HIV diagnosis, and in-
carceration history, the rates of HCV diagnoses were significantly
greater among Hispanics (RRs, 1.4; 95% confidence interval
[CI], 1.2–1.5) and non-Hispanic blacks (RR, 1.6; 95% CI, 1.4–1.8)
than among non-Hispanic whites (Table 2).

STD Status
Persons with a history of STD had an age-adjusted HCV

diagnosis rate of 811/100,000 person-years, compared with 535/
100,000 person-years for those with no history of STD
(P < 0.01). In multivariable analysis, after adjusting for race/
ethnicity, birth year, age at HIV diagnosis, and incarceration his-
tory, the HCV diagnosis rate for persons with any STD diagnosis
(chlamydia, gonorrhea, or syphilis) was 2 times higher than
among those with no STD diagnosis (P < 0.01). Syphilis (RR,
2.5; 95% CI, 2.3–2.8) and chlamydia (RR, 1.2; 95% CI, 1.0–1.4)
each was associated with an increased rate of HCV diagnoses
(Table 3).

Sensitivity Analyses
For the first sensitivity analysis, we excluded persons diag-

nosed as having HIV before January 1, 2000. All previously men-
tioned associations remained similar. Non-Hispanic blacks and
Hispanics had significantly higher adjusted diagnosis rates com-
pared with non-Hispanic whites (RR, 1.4 and 1.3, respectively;
P < 0.01 for both), and syphilis was associated with an adjusted di-
agnosis rate more than 2 times higher than the rate for people with
no history of syphilis (P < 0.01). For the second sensitivity analy-
sis, we only included STD reports occurring within 1 year before
the HCV diagnosis among HIV/HCV coinfected MSM. Syphilis
(adjusted RR, 1.9; 95% CI, 1.7–2.2) remained significantly asso-
ciated with an increased rate of HCV diagnoses, and gonorrhea
(RR, 0.8; 95% CI, 0.7–0.9) was significantly associated with a
decreased rate of HCV diagnoses.
DISCUSSION
We found that 1 in 20 non-IDUHIV-infectedMSM inNYC

were diagnosed as having HCV between 2000 and 2011. We also
ually Transmitted Diseases • Volume 42, Number 7, July 2015
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TABLE 3. HCV Diagnosis RRs Among HIV-Infected MSM by STD
Status, NYC, 2000–2010

Crude RR
(95% CI)

Adjusted* RR
(95% CI)

Any STD report 1.7 (1.6-1.9) 2.0 (1.8–2.3)
Syphilis† 2.2 (2.0–2.5) 2.5 (2.3–2.8)
Gonorrhea† 0.9 (0.8–1.1) 1.0 (0.8–1.1)
Chlamydia† 1.1 (0.9–1.3) 1.2 (1.0–1.4)

Boldface denotes statistical significance of RR atP < 0.05 using Poisson
regression.

*Adjusted for race/ethnicity, birth year, incarceration history, and age at
HIV diagnosis.

†Results are based on separate models with each STD as the primary
outcome, controlling for the other 2.

HCV Among HIV-Infected MSM in NYC
identified a marked racial/ethnic disparity in HCV diagnosis rates
and a strong association between HCV and syphilis among HIV-
infected MSM. Our study is unique in that it uses a cross-
matched population-level data set with surveillance data from
multiple disease programs at a large, urban health department,
allowing for the analysis of co-occurring infections.

The diagnosis rate of HCV among HIV-infected MSM
in NYC between 2000 and 2010 was 605 diagnoses per
100,000 person-years, consistent with findings from a meta-
analysis that estimated the incidence of HCV among HIV-
infected non-IDU MSM to be 608 per 100,000 person-years.3

The prevalence of diagnosed HCV in this study population of
HIV-infected MSM was 4.9%, nearly 5 times higher than the na-
tional prevalence of 1.0%21 and double the general NYC preva-
lence of 2.4%.22

The racial/ethnic disparity of HCV diagnosis rates among
non-IDU HIV-infected MSM is striking. Non-Hispanic blacks and
Hispanics had an adjusted rate of HCV diagnosis approximately
1.5 times greater than that of non-Hispanic whites; this is consistent
with the disparity in HCV found among HIV-infected people in
NYC overall.23 Also, more than 1 in 10 HIV/HCV-coinfected
MSM had a history of incarceration. This is likely an underestima-
tion due to limitations in ascertainment of incarceration history.
The knowledge of this racial/ethnic disparity and the relationship
between incarceration and HCV coinfection can guide the develop-
ment of interventions and educational campaigns.

The finding that approximately one-quarter of our study
population had 1 or more STD diagnoses, and that for the vast ma-
jority, at least 1 STD occurred after HIV diagnosis, supports pre-
vious findings that MSM continue to practice unprotected sex
after HIV diagnosis.24 The practice of serosorting, or choosing
HIV-concordant sexual partners, may result in higher rates of
unprotected anal sex and other high-risk sexual behavior. A
2008 study from San Francisco revealed that more than 50% of
HIV-infected MSM practiced serosorting,25 and an association
between serosorting and higher incidence of STDs has also been
identified.26 If HCV is sexually transmitted with at least modest
frequency, one would expect that individuals who are at risk for
acquiring other sexually transmitted diseases would also be prone
to acquiring HCV sexually. Our data are consistent with this trans-
mission mechanism. We found a significant association between
certain STDs and HCV infections, suggesting a shared mode of
transmission. Even after restricting STD diagnoses to those occur-
ring within 1 year before HCV report, the association between
syphilis and HCV report rate remained strong, although there
was an opposite relationship between gonorrhea and HCV report
rate. This may mean that only those at heightened risk for syphilis
are at increased risk for HCV.
Sexually Transmitted Diseases • Volume 42, Number 7, July 2015
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Low levels of knowledge about HCVamong HIV-infected
MSM may be contributing to the spread of HCV, as awareness
of HCV risk and modes of transmission remains low among
MSM.27,28 Furthermore, there is evidence that HCV infection
carries stigma within the HIV-infected MSM community, which
may lead to partners not disclosing their HCV status before engag-
ing in high-risk sexual activity.29 To our knowledge, serosorting
based on HCV status is not commonly practiced.

There are several limitations to this study. First, surveillance
data contain only the date of the first positive test result for each of
the infections in our analysis; we do not have negative HCV test
results or the actual date of infection, making it impossible to de-
termine the true relative timing of infections. It is likely that many
of the HCV infections were acquired years in the past but are being
discovered because of HIV providers' increased awareness of the
possibility of sexual transmission of HCV among their patients.
The lack of negative test results prevents us from exploring the
possibility of case ascertainment bias; a syphilis diagnosis could
be a trigger for providers to screen for HCV, and likewise, pro-
viders who adhere to STD screening guidelines may be more
likely to adhere to those for HCV. Second, risk factors captured
in these data are those for HIV transmission and not HCV trans-
mission; therefore, risk factors such as blood transfusion before
1992 are not known. In addition, risk factors are self-reported
and are collected at the time of HIV diagnosis, meaning that data
on risk factors in the period after HIV diagnosis and before
HCV diagnosis, which may include IDU initiated after HIV diag-
nosis, are not captured. A final limitation is that surveillance data
do not include any infection that is undiagnosed and unreported.
Underascertainment of disease could have impacted our results,
particularly in the case of gonorrhea; unlike results regarding
syphilis, we found no association between HCV and gonoccocal
infection. Rectal infection with gonorrhea is not uncommon
among MSM and might be important with regard to HCV trans-
mission; however, a general failure to screen for rectal STD results
in these infections often being undiagnosed and underreported.30

Recent reports have found that adherence to guidelines
recommending baseline HCV screening among HIV-infected
MSM remains poor,31,32 despite the fact that routine HCV screen-
ing programs for the HIV-infected MSM population have been
shown to be a cost-effective intervention.33 Multiple studies have
shown that late diagnosis of HCV is a major risk factor for
HCV-related morbidity and mortality because symptoms tend to
only appear once significant liver damage has occurred,34 particu-
larly among HIV-infected individuals, due to the rapid progression
from initial HCV infection to severe morbidities and mortali-
ties.35 Therefore, early detection of HCV is essential for optimal
health outcomes.

Because of the increased risk of HCV infection among
HIV-infected MSM with syphilis, a diagnosis of syphilis should
prompt a test for HCV among HIV-infected MSM, regardless of
whether there are known HCV risk factors or prior negative
HCV test results. Based on the prevalence and diagnosis rate
of HCVamong HIV-infected MSM in NYC, the racial/ethnic dis-
parity of HCV in this population, and the available literature, we
also recommend that clinical practices implement quality assur-
ance activities for regular HCV screening. These activities may in-
clude monitoring adherence to recommended HCV screening
guidelines, developing electronic health record alerts to prompt
HCV screening, and education for providers about risk factors
and potential transmission mechanisms of HCV among HIV-
infected MSM.

Greater emphasis should be placed on HCV preven-
tion counseling and patient education for HIV-infected MSM, in-
cluding the need to practice safe sex even among persons with
385
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undetectable HIV viral loads or thosewho practiceHIV serosorting.
Direct outreach to HIV-infected MSM to provide HCVeducation
and prevention messaging using mobile applications designed
for men to meet sex partners, which has been shown to be accept-
able to users for HIV prevention,36 should also be considered. Ad-
dressing HCVamong HIV-infectedMSM is crucial for supporting
the health of this population, increasing primary prevention, en-
suring early identification of HCV infection, prompting linkage
to care, and curing HCV.
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