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Background. Several studies have reported suboptimal efficacy of direct-acting antivirals (DAAs) to treat hepatitis C virus 
(HCV) subtypes endemic to sub-Saharan Africa (SSA) and Southeastern Asia (SEA). The extent of this issue in individuals with 
human immunodeficiency virus (HIV)/HCV from SSA or SEA residing in Europe is unknown.

Methods. We retrospectively analyzed data from several prospective European cohorts of people living with HIV. We included 
individuals with HIV/HCV who originated from SSA or SEA, were treated with interferon-free DAAs, and had an available HCV 
RNA result ≥12 weeks after the end of treatment. The primary outcome was sustained virological response at least 12 weeks after the 
end of treatment (SVR12).

Results. Of the 3293 individuals with HIV/HCV treated with DAA and with available SVR12 data, 142 were from SSA (n = 64) 
and SEA (n = 78). SVR12 was achieved by 60 (94% [95% confidence interval {CI}, 86%–98%]) individuals from SSA and 76 (97% 
[95% CI, 92%–99%]) from SEA. The genotypes of the 6 individuals failing DAA treatment were 2, 3a, 3h, 4a, 4c, and 6j. For 2 of the 4 
unsuccessfully treated individuals with available sequence data at treatment failure, NS5A resistance-associated substitutions were 
present (30R/93S in an individual with genotype 4c and 31M in an individual with genotype 6j).

Conclusions. SVR12 rates were high in individuals with HIV/HCV residing in Europe and originating from regions where 
intrinsically NS5A-resistant HCV strains are endemic. HCV elimination for this population in Europe is unlikely to be 
hampered by suboptimal DAA efficacy.
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The majority of hepatitis C virus (HCV) infections worldwide 
are found in low- and middle-income countries (LMICs), 
namely for sub-Saharan Africa (SSA) and Southeastern Asia 

(SEA) [1]. Trials evaluating the efficacy of current direct-acting 
antivirals (DAAs) have been predominately conducted in high- 
income countries. The HCV genotypes/subtypes studied in 
these trials were common to those of the global epidemic (ie, 
1a/b, 2a/b, 3a, 4a/d), but not to those specific to SSA and 
SEA [2]. Clinical trials from LMICs and real-world studies 
from Western countries have recently shown suboptimal 
DAA efficacy for several HCV subtypes, termed “nonepidemic” 
(ie, other than 1a/b, 2a/b, 3a, 4a/d) [2–6]. These included a trial 
in SEA where 76% (32/42) of individuals with genotype 3b 
achieved sustained virological response at least 12 weeks after 
the end of treatment (SVR12), a trial in Rwanda where 56% 
(27/48) of individuals with genotype 4r achieved SVR12, and 
a real-world study from London, United Kingdom, where the 
SVR12 rate among African patients with nonepidemic genotype 
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1 subtypes was 75% (21/28) [3, 5, 7]. The most recent European 
Association for the Study of the Liver (EASL) HCV guidelines 
has therefore recommended NS5B sequencing to determine ge-
notype and subtype for migrants from countries where nonepi-
demic subtypes are prevalent [8].

DAA efficacy for nonepidemic HCV subtypes has been rarely 
examined in individuals with HIV/HCV [3–6]. This is concern-
ing given that the prevalence of HIV/HCV coinfection is high for 
several countries in SSA and SEA [9–11]. Furthermore, migrants 
from these regions comprise a substantial part of individuals liv-
ing with HIV in Europe [12, 13]. Suboptimal DAA efficacy in in-
dividuals harboring HCV genotypes from these regions could 
then impede HCV elimination goals for the entire population 
with HIV/HCV in Europe. Real-world data on the prevalence 
of HCV genotypes/subtypes and DAA treatment outcomes 
would help assess the population-level risk of treatment failure 
and in establishing whether NS5B sequencing should be broad-
ened, particularly for HIV/HCV coinfection.

The objective of this study was therefore to investigate the 
real-world efficacy of DAA treatment in individuals with 
HIV/HCV originating from SSA and SEA in multiple 
European cohorts of people living with HIV.

METHODS

Study Design and Population

Data were obtained from several longitudinal, observational, 
prospective cohorts of persons living with HIV in Europe. 
These were from EuroSIDA (including data from clinics 
from Southern, Western, Northern, Central, and Eastern 
Europe, last data extraction: July 2020) [14], AIDS Therapy 
Evaluation in the Netherlands (ATHENA) [15] (the 
Netherlands, last data extraction: May 2021), and the Swiss 
HIV Cohort Study (SHCS) [13] (Switzerland, last data extrac-
tion: June 2021). All participating cohorts included individuals 
with confirmed HIV-1 infection who were over the age of 18, 
without restrictions on HIV RNA or CD4+ cell count levels. 
HCV RNA testing was conducted according to routine clinical 
practice. To account for overlap between cohorts, data from 
any participant included in ATHENA or SHCS who also partic-
ipated in EuroSIDA were only considered once.

From each cohort, we initially selected HCV RNA–positive 
individuals who were treated with an interferon-free DAA reg-
imen. Subsequently, individuals originating from either SSA or 
SEA were selected (list of countries provided in Supplementary 
Data), while those originating from an unspecified country or 
region in Africa or Asia were not considered further. Finally, 
individuals who had an available HCV RNA result at least 
12 weeks after the end of interferon-free DAA treatment and 
before starting any new HCV regimen were included in the 
analysis. Both primary HCV infection and reinfections were 
considered in the analysis.

Data Collection

Data were collected on the number of individuals with HIV/ 
HCV treated with an interferon-free DAA regimen, the num-
ber of DAA-treated individuals with an available SVR12, and 
of these, the number who achieved SVR12. These data were col-
lected for the complete cohort and for individuals originating 
from SSA and SEA.

Aggregated data of DAA-treated individuals who had an 
SVR12 result and originated from SSA or SEA were retrieved 
and included HCV genotypes and subtypes, age, sex, routes 
of HIV acquisition, presence of cirrhosis (based on the cohort- 
specific definition), region of origin, detectable or undetectable 
HIV RNA status, CD4+ cell count, and DAA regimen used. 
Nonepidemic HCV genotypes/subtypes were defined as those 
other than 1a/b, 2a/b, 3a, and 4a/d. Genotype results with miss-
ing or multiple subtypes were labeled as unassigned genotypes, 
except for those belonging to genotype 5 (no assigned subtypes 
known) or genotype 6 (no epidemic subtypes). HCV genotypes 
were determined via commercially available or in-house assays, 
yet data on the type of assay used for each participant were 
unavailable.

Finally, limited, anonymous, individual data were collected 
on included individuals who failed DAA treatment and includ-
ed region of origin, HCV treatment history, presence of ad-
vanced fibrosis or cirrhosis, presence of renal insufficiency 
(defined as an estimated glomerular filtration rate <30 mL/ 
minute/1.73 m2 according to formulas used in the cohort), 
HCV genotype/subtype, failed DAA regimen, resistance- 
associated substitutions (RASs), and retreatment data. 
Advanced fibrosis or cirrhosis was defined as a Fibroscan mea-
surement ≥9.5 kPa for ATHENA and by a cohort-specific defi-
nition for EuroSIDA [16]. The EuroSIDA definition of 
advanced fibrosis or cirrhosis was Metavir F3/F4 from liver biop-
sy, Fibroscan measurement ≥9.5 kPa, AST to Platelet Ratio 
Index (APRI) score >1.75, or hyaluronic acid >160 ng/mL. If 
multiple variables were available, biopsy data were used, followed 
by Fibroscan, APRI, and hyaluronic acid. Liver fibrosis data were 
not available for SHCS.

Patient Consent Statement

For enrollment in EuroSIDA and SHCS, written informed con-
sent was obtained from each participant. Enrollment in the 
ATHENA cohort is based on an opt-out principle. For all co-
horts, institutional review boards of all participating centers ap-
proved the cohort protocols. Since the data for current study 
were supplied aggregated and anonymized, no additional con-
sent was obtained.

Statistical Analysis

Descriptive data are reported as either percentage or mean with 
standard deviation (SD). For SVR12 rates, 95% confidence in-
tervals (CIs) were calculated using the Jeffreys method. 
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Means and standard deviations were recalculated from aggre-
gated data to represent the study population including all co-
horts. All characteristics are reported for the time at which 
the first interferon-free DAA treatment regimen was com-
menced, or until 1 year after for laboratory values. SVR12 rates 
were calculated for the complete SSA and SEA groups and 
stratified for nonepidemic, epidemic, and unassigned geno-
types. In sensitivity analyses, SVR12 rates were calculated by as-
suming that all unassigned genotypes were either nonepidemic 
or epidemic genotypes and by assuming that individuals from 
SSA harboring genotype 4 with an unknown subtype had non-
epidemic genotypes, as these are unlikely to be genotype 4a/d 
infections if acquired in SSA [17, 18].

RESULTS

In total, 3856 individuals with HIV/HCV coinfection were 
treated at least once with an interferon-free DAA regimen, of 
whom 3293 (85%) had an available SVR12 HCV RNA result 
(Figure 1). This included 64 and 78 individuals from SSA and 

SEA, respectively. Among the 142 individuals from SSA or 
SEA (Table 1), HIV was mainly acquired through heterosexual 
contact (n = 52 [37%]) or among men who have sex with men 
(n = 51 [36%]). Of the 122 individuals with known liver fibrosis 
status, 28 (23%) had evidence of advanced fibrosis or cirrhosis.

Nonepidemic genotypes were identified in 20% (n = 13/64) 
of individuals from SSA and 4% (n = 3/78) from SEA 
(Table 2). For individuals originating from SSA, the most 
common genotypes were genotype 4 (n = 26 [41%]) and 

Figure 1. Flowchart. *Reason for hepatitis C virus (HCV) RNA sustained virolog-
ical response at least 12 weeks after the end of treatment results being unavail-
able: awaiting SVR12 HCV RNA measurement (n = 2), HCV RNA missing (n = 2), 
discontinued cohort participation soon after HCV treatment (n = 1). Abbreviations: 
DAA, direct-acting antiviral; SEA, Southeastern Asia; SSA, sub-Saharan Africa; 
SVR, sustained virological response at least 12 weeks after the end of treatment.

Table 1. Demographic and Clinical Description of Individuals With 
Human Immunodeficiency Virus/Hepatitis C Virus From Sub-Saharan 
Africa or Southeastern Asia Treated With Interferon-Free Direct-Acting 
Antivirals and With Available Data on Sustained Virological Response 
at Least 12 Weeks After the End of Treatment

Characteristic (N = 142)

Age, y, mean (SD) 47 (10)

Female sex 44 (31)

Route of HIV acquisition

Men who have sex with men 51 (36)

Injection drug use 25 (18)

Heterosexual contact 52 (37)

Other 6 (4)

Unknown 8 (6)

Advanced fibrosis or cirrhosis

No 94 (66)

Yes 28 (20)

Missing 20 (14)

Region of origin

Eastern Africa 19 (13)

Western Africa 11 (8)

Southern Africa 7 (5)

Middle Africa 27 (19)

Eastern Asia 7 (5)

Southeastern Asia 53 (37)

Southern Asia 18 (13)

Undetectable HIV RNA (<50 copies/mL)

No 6 (4)

Yes 134 (94)

Missing 2 (1)

CD4+ count, cells/µL, mean (SD) 633 (286)

DAA regimen

Sofosbuvir/ledipasvir 64 (45)

Sofosbuvir/daclatasvir 28 (20)

Sofosbuvir/velpatasvir 13 (9)

Elbasvir/grazoprevir 13 (9)

Glecaprevir/pibrentasvir 10 (7)

Sofosbuvir/simeprevir 9 (6)

Sofosbuvir/ribavirin 3 (2)

Dasabuvir/ombitasvir/paritaprevir/ritonavir 2 (1)

Data are presented as No. (%) unless otherwise indicated. All characteristics are reported 
for the time at which the first interferon-free DAA treatment regimen was commenced, 
or until 1 year after for laboratory values. Data were obtained from EuroSIDA (including 
data from clinics from Southern, Western, Northern, Central, and Eastern Europe) [14], 
AIDS Therapy Evaluation in the Netherlands (ATHENA) [15] (the Netherlands), and Swiss 
HIV Cohort Study [13] (Switzerland).  

Abbreviations: DAA, direct-acting antiviral; HIV, human immunodeficiency virus; SD, 
standard deviation.
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genotype 1 (n = 23 [36%]), with the most common subtype be-
ing 1a (n = 18 [28%]). Twenty-one (33%) individuals from SSA 
had a genotype with unassigned subtype, mainly those harbor-
ing genotype 4 (n = 15% [23%]) or genotype 2 (n = 4 [6%]). For 
individuals originating from SEA, the most common genotypes 
were genotype 1 (n = 58 [74%]) and genotype 3 (n = 10 [13%]), 
with the most common subtypes being 1a (n = 42 [54%]), 1b 
(n = 10 [13%]), and 3a (n = 7 [9%]). Ten (13%) individuals 
from SEA had a genotype with unassigned subtype. Among 
individuals in the parent cohorts that were not included in 
the study, 128 of 3660 (3%) had a nonepidemic genotype. 
These were mainly subtypes 4c (n = 94 [73%]), 2c (n = 8 
[6%]), and 1c (n = 7 [5%]).

The most commonly prescribed DAA regimen was sofosbu-
vir/ledipasvir (n = 63 [44%]), while 23 (16%) individuals were 
treated with pan-genotypic regimens (ie, either sofosbuvir/ 
velpatasvir or glecaprevir/pibrentasvir). Among those with an 
available SVR12 result, the SVR12 rates were 94% (n = 60/64; 

95% CI, 86%–98%) for individuals originating from SSA and 
97% (n = 76/78; 95% CI, 92%–99%) for those from SEA. 
SVR12 rates were 98% (n = 86/88; 95% CI, 93%–100%) for indi-
viduals with epidemic genotypes, 81% (n = 13/16; 95% CI, 
58%–94%) for individuals with nonepidemic genotypes, and 
97% (n = 30/31; 95% CI, 86%–100%) for those with genotypes 
with unassigned subtype. When assuming that all unassigned 
genotypes were either epidemic or nonepidemic genotypes, 
SVR12 rates were 97% (n = 116/119; 95% CI, 93%–99%) and 
91% (n = 43/47; 95% CI, 81%–97%), respectively. When assum-
ing that individuals from SSA harboring genotype 4 infection 
with an unknown subtype had an nonepidemic genotype, the 
SVR12 rate for individuals from SSA with a nonepidemic geno-
type was 93% (n = 26/28; 95% CI, 79%–98%). The different 
DAA regimens all resulted in SVR12 rates ≥92% (Table 3).

Of the 6 individuals with unsuccessful DAA treatment 
(Table 4), 3 had a nonepidemic HCV genotype (3h, 4c, 6j), 2 
had genotypes commonly encountered in the global epidemic 
(3a, 4a), and 1 had a genotype with unassigned subtype (2). 
Four individuals were successfully retreated, 1 has not yet re-
ceived retreatment, and 1 individual with cirrhosis was unsuc-
cessfully retreated with sofosbuvir/glecaprevir/pibrentasvir. 
Posttreatment RAS data were available for 4 unsuccessfully 
treated individuals. Two of these individuals had clinically rel-
evant NS5A RASs (ie, 30R/93S and 31M).

DISCUSSION

Previous studies reporting decreased DAA efficacy for certain 
HCV subtypes endemic to SSA and SEA have included very 
few individuals with HIV/HCV [3–6]. In this large European 
study of individuals with HIV/HCV treated with interferon- 
free DAAs and originating from regions where nonepidemic 
genotypes are prevalent, we observed high SVR12 rates similar 
to those observed in other patient populations [8]. This result 
alone would suggest that reduced efficacy of DAAs is not com-
mon in this setting.

Table 2. Distribution of Hepatitis C Virus Genotypes of Individuals With 
Human Immunodeficiency Virus/Hepatitis C Virus From Sub-Saharan 
Africa or Southeastern Asia Treated With Interferon-Free Direct-Acting 
Antivirals and With Available Data on Sustained Virological Response 
at Least 12 Weeks After the End of Treatment

Genotype and Subtype
Sub-Saharan Africa 

(n = 64), No. (%)
Southeastern Asia 
(n = 78), No. (%)

Genotype 1 23 (36%) 58 (74%)

a 18 42

b 2 10

c 1 0

Unknown 2 6

Genotype 2 8 (13%) 1 (1%)

a 2 0

c 2 0

Unknown 4 1

Genotype 3 2 (3%) 10 (13%)

a 1 7

h 1 0

Unknown 0 3

Genotype 4 26 (41%) 3 (4%)

a 2 1

c 2 0

d 1 2

e 2 0

f 2 0

g 1 0

v 1 0

Unknown 15 0

Genotype 5 1 (2%) 0

Genotype 6 0 3 (4%)

a 0 2

j 0 1

Unknown 4 (6%) 3 (4%)

Data were obtained from EuroSIDA (including data from clinics from Southern, Western, 
Northern, Central, and Eastern Europe) [14], AIDS Therapy Evaluation in the Netherlands 
(ATHENA) [15] (the Netherlands), and Swiss HIV Cohort Study [13] (Switzerland).

Table 3. Rates of Sustained Virological Response at Least 12 Weeks 
After the End of Treatment, by Treatment Regimen

DAA Regimen
Included, 

No.
Achieved SVR12, 

No.
SVR12 

Rate

Sofosbuvir/ledipasvir 64 62 97%

Sofosbuvir/daclatasvir 28 26 93%

Sofosbuvir/velpatasvir 13 12 92%

Elbasvir/grazoprevir 13 12 92%

Glecaprevir/pibrentasvir 10 10 100%

Sofosbuvir/simeprevir 9 9 100%

Sofosbuvir/ribavirin 3 3 100%

Dasabuvir/ombitasvir/ 
paritaprevir/ritonavir

2 2 100%

Abbreviations: DAA, direct-acting antiviral; SVR12, sustained virological response at least 12 
weeks after the end of treatment.
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Eleven percent of individuals with HIV/HCV included in 
our study had a nonepidemic HCV genotype (SSA 20%, SEA 
4%). This prevalence is almost certainly underestimated given 
that NS5B sequencing is not commonly performed in clinics 
across Europe and commercial HCV genotyping assays often 
result in missing or incorrect subtypes, especially for genotypes 
2, 4, and 6 [19]. An additional 22% (SSA 33%, SEA 13%) had an 
unassigned subtype, of whom a substantial proportion was like-
ly harboring a nonepidemic genotype. In comparison, another 
study among individuals with mainly HCV monoinfection (9% 
HIV/HCV) from SSA living in London, United Kingdom, 
demonstrated a much higher prevalence of nonepidemic geno-
types as determined by a commercial assay (56%) [3]. 
Additionally, our study sample did not include HCV subtypes 
that intrinsically harbor NS5A-resistant mutations (eg, 1l, 3b, 
3g, 4r, 6u, 6v) [6, 8]. These observations, alongside the high 
SVR12 rate observed in our study, could indicate a lower fre-
quency of intrinsically resistant HCV strains among individu-
als with HIV/HCV. This suggests that decreased DAA efficacy 
due to intrinsically resistant HCV strains, as observed in indi-
viduals from SSA or SEA with HCV monoinfection, might not 
be pervasive in individuals with HIV/HCV from SSA or SEA 
living in Europe.

It is difficult to determine whether included individuals ac-
quired HCV in the country of origin or after moving to 
Europe, as we lacked sufficient virological data and data on 
risk behavior of participants while residing in Europe. 
Although data on HCV transmission in migrant populations 
are not available, a study modeling HIV transmission in mi-
grants from Asia and Africa demonstrated that HIV is acquired 
in Europe for 32%–45% of cases [20]. We did observe several 

nonepidemic genotypes that are common to SSA or SEA in 
our study population, suggesting that some HCV transmission 
occurred prior to migration or within specific communities of 
similar origin in Europe. Nevertheless, a substantial part of our 
study population harbored genotypes and subtypes frequently 
circulating in Europe and not in SSA or SEA (eg, genotype 1a 
was the most common subtype in DAA-treated individuals 
from SSA, while this genotype is uncommon in large parts of 
this region); thus, many were likely to have acquired HCV in 
Europe [1]. This finding should be kept in mind when consid-
ering the high SVR rates observed in our study, and it should be 
stressed that our results are by no means representative for in-
dividuals with HIV/HCV living in SSA or SEA.

Nevertheless, these results have important clinical and public 
health implications for the European setting. DAA failure was 
uncommon in our study and many individuals had an epidemic 
genotype that was likely acquired in Europe. The 81% SVR rate 
in individuals harboring nonepidemic genotypes might poten-
tially suggest lower effectiveness of DAA therapy in this popu-
lation; however, this rate only reflects a small number of 
individuals and would require more data to confirm its clinical 
relevance. Moreover, only 16% of our study population, which 
includes 1 patient failing DAA treatment, were given the pan-
genotypic DAA regimens that are currently standard of care in 
Europe and contain more potent NS5A inhibitors. A study 
from Rwanda almost exclusively including individuals with 
HCV monoinfection reported a 91% (n = 10/11) SVR rate for 
individuals with subtype 4r treated with sofosbuvir/velpatasvir 
[21]. The SVR12 rates observed in current clinical practice 
might therefore be even higher than those reported in our 
study. Our results imply that HCV elimination for this 

Table 4. Individuals With Human Immunodeficiency Virus/Hepatitis C Virus From Sub-Saharan Africa or Southeastern Asia Failing Interferon-Free 
Direct-Acting Antiviral Treatment

Characteristic 1 2 3 4 5 6

Region of origin Middle Africa Southeastern Asia East Africa South East Asia Middle Africa East Africa

HCV treatment history No No 1 treatment 1 treatment No 1 treatment

Cirrhosis No Unknown No Yes No Yes

eGFR <30 mL/min/1.73 m2 No Unknown No No No No

Genotype/subtype 4c 6j 3h 3a 2a 4a

Failed DAA regimen SOF/LDV ELB/GRZ SOF/VEL SOF/DAC SOF/LDV SOF/DAC

Treatment adherenceb NA 100% Good Good Good Good

Pre-DAA RAS NA NA NA NA NA NA

Post-DAA RAS NS5A: 30R, 93S NS3: 170V 
NS5A: 31M

NS3: 166S, 175M 
NS5A, NS5B: 
Nonec

NS3, NS5A, NS5B: None NA NA

Successful retreatment Yes Yes Yes No Yes Not retreated

DAA regimen used for retreatment GLE/PIB SOF/VEL/VOX SOF/VEL/VOX SOF/GLE/PIB SOF/DAC/ 
RBV

…

Abbreviations: DAA, direct-acting antiviral; DAC, daclatasvir; eGFR, estimated glomerular filtration rate; ELB, elbasvir; GLE, glecaprevir; GRZ, grazoprevir; HCV, hepatitis C virus; LDV, 
ledipasvir; NA, not available; PIB, pibrentasvir; RAS, resistance-associated substitution; RBV, ribavirin; SOF, sofosbuvir; VEL, velpatasvir; VOX, voxilaprevir.  
aSubtype was missing for this individual.  
bAs reported by the treating physician.  
cNS5B sequence was available from position 217 to 346. Presence of RASs was therefore not assessed for several NS5B positions where genotype 3 RASs can occur (eg, 150, 159, and 206).
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population in Europe is unlikely to be hampered by suboptimal 
efficacy of DAAs to strains harboring naturally occurring 
NS5A-resistant RASs.

Currently, the EASL recommends using NS5B sequencing as 
the standard method to determine baseline HCV genotypes in 
all individuals with HCV originating from SSA or SEA [8]. 
However, as we observed high SVR12 rates in our study, it can 
be questioned whether this method is uniformly required for in-
dividuals with HIV/HCV from SSA or SEA. With an SVR12 rate 
>95%, approximately 1 in 20 of these individuals could poten-
tially benefit from a tailored DAA treatment regimen if a non-
epidemic genotype were detected. NS5B sequencing might be 
worthwhile in settings where it is already part of standard 
care, but not for those where sequencing methods are not read-
ily available and additional costs or time are required. Deciding 
to use NS5B sequencing for individuals with HIV/HCV origi-
nating from SSA or SEA should be considered in light of the 
characteristics of the patient (eg, transmission route and as-
sumed location of acquiring HCV) and resources of the health-
care structure (eg, availability of sequencing methods).

To our knowledge, this study provides the first real-world 
data on DAA efficacy for individuals with HIV/HCV living 
in Europe and originating from countries where HCV strains 
intrinsically resistant to NS5A inhibitors are endemic. 
Nevertheless, our study has several limitations. Due to a lack 
of available samples, we were unable to sequence all HCV 
strains of included participants to more accurately determine 
genotype/subtype and presence of resistance-associated substi-
tutions. Genotyping assays based on the 5′UTR strand of HCV 
regularly lead to missing or incorrect classification of subtype 
or occasionally even genotype [19]. Additionally, SVR results 
were missing for 5 DAA-treated individuals. The SVR12 rate 
would then be lower if considering these individuals as failing 
DAA treatment (ie, 93% of those treated with DAA achieved 
SVR12). Furthermore, due to privacy regulations, we were un-
able to collect data on the specific countries of origin, thereby 
limiting the interpretability of our results. In addition, since 
only aggregated data were available, we were unable to assess 
differences in SVR12 rate between individuals with different 
HIV transmission routes or specifically for individuals with cir-
rhosis. Finally, individuals included in this real-world cohort 
were treated with a very heterogeneous array of DAA regimens. 
To conclude definitively on DAA efficacy in individuals with 
HIV/HCV from SSA and SEA living in Europe, future research 
should focus on more accurately determining genotypes/sub-
types and within which groups HCV transmission is occurring.

CONCLUSIONS

DAA efficacy in people with HIV/HCV originating from SSA or 
SEA and living in Europe is high. Although the limited number 
of participants with genotypes of concern and the lack of data on 

location of HCV acquisition limit conclusions on DAA efficacy 
for individuals with HIV/HCV residing in SSA or SEA, it seems 
unlikely that suboptimal response to DAAs specific to these in-
dividuals could become a complicating factor for overall HCV 
elimination in Europe in the near future.
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