
There was no substantial difference in the strength of binding of
overlapping variants of our three confirmed epitopes (p24-Gag
epitopes p24-GR11/QR10, RT-SR10/QR9, and Rev-RR11/RR9)
(Fig. 6), suggesting that the optimal peptide for presentation is
not necessarily determined by differences in HLA class I binding.
Together, these ELISPOT, tetramer, and binding data strongly

support three new HLA-A*7401–restricted epitopes (Gag-GR11,
RT-QR9, and Rev-RR9) and point to two further likely epitopes
(Gag-KR9 and Nef-SR9). These data also substantiate our pro-
posed motif for HLA-A*7401 as L/I/M/Q at P2. At the PC of the
epitope, R appears to be the preference (our two putative epitopes
bearing K at this position, p17-SK10 and RT-SK9, were both low

binders to HLA-A*7401). We also tested binding of the only
HLA-A*7401 HIV-1 epitope that has previously been reported by
Los Alamos HIV databases (http://www.hiv.lanl.gov), Prot-IV9
(Pol 58–67, ITLWQRPLV) (41); this does not match our motif
prediction at the PC, and was also a low binder.

In the presence of HLA-A*7401, the HLA-B*5703 Gag
footprint is diminished and HLA-B*5703 -restricted IFN-g
ELISPOT responses are preserved

To investigate the way in which HLA-A*7401 may ameliorate
disease progression in subjects with HLA-B*5703, we investigated
the impact of HLA-A*7401 on the selection of polymorphisms and

FIGURE 3. Effect of combinations of HLA-A*7401 and HLA-B*5703 on viral load. A and B, Viral load (RNA copies/ml plasma) of C-clade–infected

adult study subjects from all study subjects (A) and Durban (B), in the presence and absence of HLA-B*5703 and HLA-A*7401. Boxes show median, 25th

and 75th percentile; whiskers 10th–90th percentile. The p values were by Mann–Whitney U test. C and D, Subjects with HLA-B*5703 ranked by viral load

and divided by quartiles into four interquartile (IQ) pools for all study subjects (n = 97) (C) and Durban (n = 55) (D). The proportion of each of the four

subgroups with HLA-A*7401 is shown, demonstrating that HLA-A*7401 is enriched in the IQ pool with the lowest viral loads. The p values were by

Fisher’s exact test.

Table II. Additive effects between HLA-A*74 and other HLA class I alleles in mediating good HIV-1 disease
control

Criterion for Disease Control HLA-1 HLA-2 p Value q Value

Absolute viral load A*74 B*57 2.00E-05 0.023
A*74 B*81 2.00E-05 0.023

Viral load , 2000 copies/ml A*74 B*57 2.00E-05 0.023
A*74 B*81 2.00E-05 0.023

Absolute CD4+ T cell count A*74 NS
CD4 T cell count . 250 cells/mm3 A*74 NS

Analysis of HLA type, viral load (n = 1972), and CD4 count (n = 1871) in adults with chronic HIV-1 infection from pooled
subjects from southern Africa (South Africa, Botswana, Zimbabwe, and Malawi). All associations between HLA-A*74 and any
other allele (q , 0.2) are shown.

NS, not significant.
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on IFN-g ELISPOT responses associated with HLA-B*5703.
HLA-B*5703 is strongly associated with the selection of five
mutations in p24 Gag, at positions A146, I147, A163, S165, and
T242, within and flanking the epitopes ISW9 (p24 Gag 147–155,
ISPRTLNAW), KF11 (p24 Gag 162–172, KAFSPEVIPMF), and
TW10 (p24 Gag 240–249, TSTLQEQIAW) (3, 6, 16, 17).
In 64 subjects with HLA-B*5703, there was a trend toward

preservation of the wild-type amino acid in the presence of HLA-
A*7401 at 4 of the 5 sites of polymorphism (I147, A163, S165,
and T242), although this only reached statistical significance at
S165 (p = 0.004, Fisher’s exact test; Fig. 7A). The exception was
A146, flanking the ISW9 epitope. However, selection at this po-
sition may occur as a consequence of many different alleles be-
cause of the extensive overlap of CD8+ T cell epitopes at this
position (including HLA-B*3910, HLA-B*1510, HLA-B*5801,
and B*4801) (10). Subjects with HLA-A*7401 were also less
likely than HLA-A*74012 subjects to have mutations at all five
sites (p = 0.03, Fisher’s exact test) (Fig. 7A).
To determine whether the presence of HLA-A*7401 has an

impact on HLA-B*5703 responses to Gag epitopes, we studied
ELISPOT data from 46 HLA-B*5703+ southern African subjects

from the Durban and Thames Valley cohorts. Although responses
to individual OLPs containing HLA-B*5703 epitopes were not
statistically associated with the presence or absence of HLA-
A*7401, we found overall preservation of an IFN-g response to
these OLPs in the presence of HLA-A*7401 (p = 0.006 for re-
sponse to any OLP containing an HLA-B*5703 epitope, Fisher’s
exact test) (Fig. 7B). The trend toward maintenance of these IFN-g
ELISPOT responses is in keeping with the sequence data showing
preservation of wild-type epitopes in the presence of HLA-
A*7401.

Discussion
These studies add to recently published literature (19, 23) sub-
stantiating the beneficial influence of HLA-A*7401 on disease
control in adult subjects with HIV-1 infection, both alone and in
tandem with HLA-B*5703. HLA-A*7401 is common in black
African populations (occurring at a 10.2% phenotypic frequency
in our extended cohort of .2100 southern African subjects), but
has been relatively understudied compared with many HLA-B
alleles.
The transmission of HLA-A*7401 in LD with HLA-B*5703 in

the Durban cohort highlights the difficulties of appreciating the
influence of a single allele. Although our calculations to verify LD
do not, of course, demonstrate, in an individual subject, on which
haplotype the HLA-A*7401 and HLA-B*5703 alleles are located,
they show that statistically these alleles are likely to arise on the
same haplotype when coexpressed in a particular individual, and
this is verified by haplotype analysis using PyPop (36) (Sup-
plemental Table I). Given the well-established benefits of
HLA-B*5703, it would be easy to dismiss the apparent associa-
tion between HLA-A*7401 and low viremia as simply caused
by linkage with HLA-B*5703. However, in addition to our data
demonstrating a significant HLA-A*7401–restricted response
through CD8+ T cell epitopes, we also present two further strands
of evidence for an independent role for HLA-A*7401. First, the
favorable effect of this allele on viremic control observed in a
Botswana cohort (in which these two alleles are not transmitted
in LD) suggests a true independent benefit of HLA-A*7401.
Second, we have identified a consistent additive effect of HLA-
A*74 and HLA-B*57 through a novel computational approach to
the analysis of all possible pairs of two alleles at the A, B, and C
loci in .2100 subjects.
Our results demonstrate that HLA-A*7401 is associated with

lower viral loads and higher CD4+ T cell counts in several

Table III. Sequences of HLA-A*7401 and related HLA-A alleles at the B and F pockets of the peptide binding groove and predicted residues bound at
these positions

Residues Determining B Pocket

(Predicted) Residue at P27 9 24 25 34 45 63 66 67 70 99

HLA-A consensus Y F A V V M E N V H Y
HLA-A*0101 — — — — — — — — M — — T/S/I/M
HLA-A*3201 — — — — — — — — — — — (I/M)
HLA-A*7401 — — — — — — — — — — — (L/I/M/Q)

Residues Determining F Pocket

(Predicted) Residue at PC77 80 81 84 95 116 123 143 146 147

HLA-A consensus D T L Y I D Y T K W
HLA-A*3303 — — — — — — — — — — R
HLA-A*6601 — — — — — — — — — — R/K
HLA-A*6801 — — — — — — — — — — R/K
HLA-A*7401 — — — — — — — — — — (R/K)

Residues bound at the B and F pockets (position 2 and C terminus of the epitope, respectively) are based on those previously published (33, 37).
—, Indicates conservation of the residue shown in the HLA-A consensus sequence.

FIGURE 4. Proportion of subjects with and without HLA-A*7401

making IFN-g ELISPOT responses to HIV-1 C-clade OLPs. IFN-g ELI-

SPOT responses to OLP-19 and OLP-100 are significantly enriched among

subjects with HLA-A*7401 (Durban cohort; n = 1010; p values by Fisher’s

exact test). Subjects with HLA-B*1510 are removed from the analysis of

responses to OLP-100 to avoid potential confounding because of the

presence of an overlapping HLA-B*1510 epitope IL-9 (IHSISERIL, Rev

52–60) (29, 56), accounting for higher than expected rate of responses in

the HLA-A*74012 population (method as previously described [13]). n =

number making response/total number of subjects.
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southern African cohorts. Although these associations do not
reach statistical significance in every cohort, the trends are broadly
consistent in different settings. There are several possible ex-
planations for the lack of strong correlation with CD4+ T cell
counts in cohorts other than Gaborone. First, viral load and CD4+

T cell count are correlated, but not always strongly (typical cor-
relation coefficients reported are of r2 = 0.28) (42), so an associ-
ation between HLA-A*7401 and lowered viremia does not ne-
cessarily translate into a statistically significant association with
higher CD4+ T cell count, especially where cohort size is small.
Indeed, this same observation has been made in a previous study of
HLA associations with viral set point or absolute CD4+ T cell
count (23), in which some alleles were significantly associated with
low viral set point, for example, but not with high absolute CD4+

T cell count. An alternative possible explanation of this observation
might be that certain HLA alleles have a stronger impact on CD4
count than on viral load, or vice versa, for reasons unknown.
Using motif prediction undertaken according to previously

validated methodology (33), in combination with ELISPOT and
sequence data, we identified eight potential sites of HLA-A*7401–
restricted CD8+ T cell epitopes in HIV-1 Gag, Pol, Rev, and Nef
(Tables IV, V). Putative epitopes at five of these sites are in-
termediate or good binders to HLA-A*7401. In particular, the

presence of epitopes in Gag may contribute to viremic control in
two specific ways. First, the presence of Gag epitopes suggests the
potential for an HLA-A*7401–restricted response to emerge early
in the course of acute infection because of the abundance of Gag
protein at the initiation of infection (43). Second, of the six se-
quence polymorphisms we identified in association with HLA-
A*7401, three have previously been predicted to revert to wild-
type after transmission to an HLA-mismatched host (Table V),
suggesting a fitness cost imposed by the mutation (3). In these
instances, we predict that selection of the mutation itself may
contribute to suppression of viremia in subjects with HLA-
A*7401 (3) through an effect on viral infectivity and/or replicative
capacity. This effect has previously been shown in mutations in
HLA-B*57 epitopes that contribute to a reduced fitness virus (6,
17) and are therefore associated with clinical control of disease
(44–46). In particular, the presence of two reverting sites in Gag
highlights specifically that HLA-A*7401 may contribute to vire-
mic control through the selection of costly mutations in the highly
structurally constrained Gag protein (17, 47–49).
To date, only one putative HIV-1 epitope restricted by HLA-

A*7401 is listed by Los Alamos HIV databases “A-list” (http://
www.hiv.lanl.gov), Prot-IV9 (Pol 58–67 ITLWQRPLV) (41).
However, this epitope sequence was determined through pre-

FIGURE 5. In vitro data to support three new HLA-A*7401–restricted epitopes: Gag-GR11, RT-QR9, and Rev-RR9. A, Magnitude of IFN-g ELISPOT

responses to Gag-GR11 (GQMVHQAISPR), the alternative epitope QR10 (QMVHQAISPR), and other peptide truncations in a chronically infected adult

subject from South Africa (subject ID SK362: HLA-A*0301/A*7401/B*1503/B*1510/Cw*0210/Cw*0401). B, Magnitude of IFN-g ELISPOT responses to

RT-QR9 (QIYPGIKVR) and peptide truncations in a chronically infected adult subject from Zimbabwe (subject ID H005: HLA-A*7401/A*3004/B*3501/

B*5802/Cw*0401/Cw*0602). C, Magnitude of IFN-g ELISPOT responses to Rev-RR9 (RQIHSISER), the alternative epitope RR11 (RQRQIHSISER), and

the OLP containing these epitopes (OLP-100) in a chronically infected adult subject from Uganda (subject ID R070: HLA-A*0201/A*7401/B*4016/

B*4901/Cw*0701/Cw*0802). D, FACS plot gated on live CD3+ population of PBMCs from subject R070, stained with MHC class I tetramer HLA-

A*7401-Rev-RR9 conjugated to PE fluorochrome, showing a tetramer-positive population of CD3+ CD8+ T lymphocytes.
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diction, and the HLA restriction has not been demonstrated. The
binding studies shown in this article suggest this peptide is a
very low binder of HLA-A*7401 (Fig. 6), and together with two
of the putative epitopes presented in this article (Prot-NR10 and
RT-SK9), it is therefore less likely to be a commonly targeted
HLA-A*7401–restricted epitope. A further two putative over-
lapping HLA-A*7401–restricted epitopes have previously been
proposed on the basis of an HLA-A*7401–associated poly-
morphism at position Gag-441 (24). One of these did fit the HLA-
A*7401 binding motif proposed in this article, with Lys at the PC;
however, the other lacked a positively charged residue at PC.
No HLA-A*7401 binding data were provided for these proposed
epitopes, and these peptide sequences did not meet the more
rigorous criteria for epitopes set out in the Los Alamos Immu-

nology Database “A-list.” These criteria include titration curves
showing recognition of the optimal epitope at serial peptide
dilutions compared with four additional peptides, each differing
from the optimal by one amino acid, either longer or shorter by
one amino acid at the N or C termini, respectively (see Fig. 5A,
5B), or unequivocal staining with a peptide–MHC tetramer (see
Fig. 5D). Peptides have been described that do not precisely fit the
established peptide binding motif for the respective HLA mole-
cule (50), but these are the exception rather than the rule. In
contrast, more typically, a peptide that does not fit the peptide
binding motif (such as Prot-IV9; Fig. 6) proves not to bind once
the peptide–MHC binding assays are undertaken.
Notably, the approach we adopted using HLA-associated poly-

morphisms to identify location of an epitope successfully en-
abled us to identify optimal HLA-A*7401–restricted epitopes, but
this approach is challenging because, by definition, few HLA-
A*7401+ individuals make responses to epitopes where escape
mutations are so readily selected. Despite screening cryopreserved
PBMCs from 15 HLA-A*7401+ subjects from the Thames Valley
cohort against OLPs and optimal peptides for putative epitopes
restricted by this allele, we identified only two responses: one each
in subjects H005 and R070 (Fig. 5). On a follow-up visit (after an
interval of 23 mo), H005 had lost the IFN-g response to RT-QR9,
and we were therefore unable to proceed with further restriction
of this epitope. These findings suggest that HLA-A*7401 CD8+

T cell responses may be short-lived (arising early in the course of
infection and being lost as a consequence of immune escape), or
may be subdominant compared with greater magnitude responses
restricted by HLA-B alleles, and therefore difficult to detect us-
ing this IFN-g ELISPOT screening method. However, despite the
challenges of confirming HLA-A*7401–restricted responses, in this
article, we present in vitro data (binding studies and tetramer data)
that support three new epitopes: Gag-GR11 (GQMVHQAISPR),
RT-QR9 (QIYPGIKVR), and Rev-RR9 (RQIHSISER).
In these in vitro experiments, HLA-A*7401 constructs were

used, confirming the binding of this allele (resolved to high res-
olution) to predicted peptides. Although ELISPOT responses to
a particular peptide cannot necessarily be attributed to one specific
allele (in this case, HLA-A*7401), the combined approach of
analysis of ELISPOT and sequence data, motif inference, in vitro
binding studies, and tetramer binding is a robust method of
highlighting putative novel epitopes.

FIGURE 6. Binding of HLA-A*7401 to putative optimal epitopes, in-

cluding overlapping variants of epitopes in p17, RT, and Rev and sequence

variants of the epitope in Nef. Binding affinity KD (nM) of HLA-A*7401

to optimal peptides assessed by LOCI (35). Strength of binding is classified

on a log scale in accordance with previous methods (35).

FIGURE 7. Relation between HLA-A*7401 status and frequency of HLA-B*5703–restricted CD8+ T cell mutations/IFN-g ELISPOT responses. A,

Frequency of HLA-B*5703–selected Gag polymorphisms [defined by previous studies (3, 6, 16, 17)], in 64 subjects with HLA-B*5703 according to the

presence/absence of HLA-A*7401. p24-Gag sequences from Bloemfontein (n = 8), Durban (n = 38), Gaborone (n = 11), and Thames Valley cohorts (n = 7),

with sequence data available for TW10 (n = 63), KF11 (n = 64), ISW9 (n = 63), and all three epitopes (n = 62). B, Frequency of IFN-g ELISPOT response

to three HLA-B*5703 epitopes in p24-Gag in 46 subjects with HLA-B*5703 according to the presence or absence of HLA-A*7401. The p values were by

Fisher’s exact test. Data from Durban (n = 31) and Thames Valley cohorts (n = 15).
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The mechanism by which the additive effect of HLA-A*7401
and HLA-B*5703 arises is uncertain. The preservation of wild-
type HLA-B*5703 epitopes and the related maintenance of an
HLA-B*5703–restricted CD8+ T cell response in the presence of
HLA-A*7401 may be the cause or effect of lowered viremia.
Several potential mechanisms may explain the favorable effect of
this haplotype. First, there may simply be an additive effect of
multiple CD8+ T cell responses consequent on the dual pre-
sentation of epitopes restricted by both alleles on the surface of
infected cells, particularly given the Gag-directed responses re-
stricted by both alleles. The preservation of wild-type sequence in
HLA-B*5703–restricted Gag epitopes in the presence of HLA-
A*7401 suggests the possibility that subdominant responses
from the HLA-A allele delay HLA-B–selected escape mutations,
allowing preservation of responses to epitopes restricted by HLA-
B*5703. Further protection might be afforded by HLA-A*7401–
peptide complexes as killer Ig-like receptor ligands (51), acti-
vating a favorable NK response. Finally, we cannot exclude the
presence of another confounding variable, either within or outside
the MHC locus, that is transmitted in linkage with HLA-A*7401,
which is responsible for enhanced viremic control.
It is well-known that HLA-B*5703 and other HLA-B*57 alleles

are strongly associated with control of HIV. The mechanism for
this control may hinge on the presentation of multiple Gag epit-
opes (3, 8, 52), the selection of escape mutations that impose
a cost to viral fitness (3, 15, 17, 48), and the interaction with
KIR3DS1 to activate a favorable NK cell response (53, 54).
However, it remains unclear why some people with HLA-B*57
have better immune control than others. One possibility is that

effects resulting from LD between HLA-B*57 and other alleles
may contribute to the B*57 effect. The data presented in this ar-
ticle demonstrate that, for HLA-A*7401, this is indeed the case.
As cohort sizes increase, it will become possible to dissect out the
haplotypic effects arising from the presence of several distinct
HLA and non-HLA alleles on the same chromosome.
In addition to HLA-A*7401, there may be other examples of

HLA-A alleles that are associated with good viremic control but in
which the benefit is obscured by the influence of HLA-B alleles
with which they are linked. One such example is HLA-A*6601.
This occurs in LD with HLA-B*5802 in Durban (p value for
linkage = 3.5 3 1027, Fisher’s exact test), an allele associated
with poor viremic control and rapid progression to AIDS (13, 55).
When ranked according to median viremia in chronic infection,
HLA-A*6601 appears to be among the worst performing of HLA-
A alleles; however, when subjects with HLA-B*5802 are removed
from the analysis, a significant association between HLA-A*6601
and good control of viremia emerges (23).
In summary, this work represents investigation of HLA-A*7401

and the HLA-A*7401-B*5703 haplotype. Although this allele has
recently been recognized to be associated with favorable viremic
control (19, 23, 24), the mechanism for this phenomenon has not
previously been studied. Despite the strong favorable effect me-
diated by HLA-B*5703 on control of viremia (3, 6, 13, 16, 23), we
show in this article that the HLA-A*7401-B*5703 haplotype
is more favorable than HLA-B*5703 alone. Our data do not
demonstrate a single explanation for this effect, but we present
compelling evidence for an independent CD8+ T cell response
restricted by HLA-A*7401. These findings highlight the poten-

Table IV. Putative HLA-A*7401–restricted epitopes predicted using motif inference (32) combined with analysis of IFN-g ELISPOT assays

Predicted HLA-A*7401 Epitope

P2 C Terminus
Protein OLP Number C-clade OLP Sequence p Valuea ↓ ↓ Epitope Designation

p24-Gag 19 I V Q N L Q G Q M V H Q A I S P R 1.7 3 1024 Q M V H Q A I S P R (Gag-QR10)
G Q M V H Q A I S P R (Gag-GR11)

Rev 100b R W R A R Q R Q I H S I S E R I L 1.8 3 1025 R Q I H S I S E R (Rev-RR9)
R Q R Q I H S I S E R (Rev-RR11)

Two C-clade 17-mer OLPs significantly associated with IFN-g ELISPOT responses in subjects expressing HLA-A*7401 are shown (Durban and Thames Valley cohorts, as
shown in Fig. 4; p values by Fisher’s exact test). Arrows indicate the anchor positions at which the optimal binds the class I allele (position 2 and C terminus); these residues are
shown in bold and underlined.

aThe p values both remain statistically significant if analysis repeated after removal of minority of subjects with HLA-A*74 typed to only two-digit resolution: OLP-19, p =
2.5 3 1024; OLP-100, p = 1.8 3 1025.

bResponses to OLP-100 are corrected by removal of subjects with HLA-B*1510 from analysis, because of presence of HLA-B*1510 epitope IL9 (IHSISERIL, Rev 52–60;
http://www.lanl.gov).

Table V. Putative HLA-A*7401–restricted epitopes predicted using motif inference (32) combined with analysis of HLA-A*7401 associations with
sequence polymorphisms

HXB2 Position of
Polymorphism

Durban Consensus Sequencea Predicted HLA-A*7401 Epitope

A*7401 Polymorphism
Reversion p Value q Value

P2 C Terminus Epitope
DesignationProtein ▼ ↓ ↓

p17 Gag 12 G A R A S I L R G E K L D K W E K I R L R R 2.71E-14 0.00 S I L R G E K L D K (Gag-SK10)
p17 Gag 20 G E K L D K W E K I R L R P G G K K H Y M R 6.47E-10 0.00 K L D K W E K I R (Gag-KR9)
Protease 9 F F R E N L A F P Q G E A R E F P S E 4.83E-05 0.02 N L A F P Q G E A R (Prot-NR10)
RT 277 A S Q I Y P G I K V R Q L C K L L R G A K 3.13E-04 0.13 Q I Y P G I K V R (RT-QR9)

S Q I Y P G I K V R (RT-SR10)
RT 476 I V S L T E T T N Q K T E L Q A I Q L A L 6.03E-04 0.15 S L T E T T N Q K (RT-SK9)
Nef 192 K W K F D S S L A R R H L A R E L H P E Y R 4.95E-05 0.00 S L A R R H L A R (Nef-SR9)

Six sites of HLA-A*7401–associated polymorphism identified from lineage-corrected analysis of sequences from a total of 710 Durban subjects (q , 0.2), as previously
published (3). The position of the polymorphism is marked ▼, with consensus sequence 10 aa upstream and downstream of the site of polymorphism. Arrows indicate anchor
positions (shown in bold and underlined) as in Table IV. R indicates polymorphisms that are predicted to revert to wild-type after transmission to an HLA-mismatched recipient
[methods as previously described (17, 57)].

aSequences based on Durban consensus sequence from Gag (n = 446) and Nef (n = 436) subjects.
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tial for HLA class I alleles to work in tandem to influence
HIV-1 disease control, and demonstrate the importance of
studying HLA class I alleles that arise in different populations;
HLA-A*7401 is not found in white subjects, but is common, and
appears to exert considerable influence, in black African cohorts.
Furthermore, our data highlight the importance of a broad CD8+

T cell response, especially targeting Gag peptides, and suggest
the utility of combining multiple CD8+ T cell responses in a po-
tential vaccine.
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Supplementary Table I: MHC Class I haplotypes involving HLA-A*7401 in three Southern African cohorts, identified using PyPop 

software (31).  

 
 

Cohort Number of subjects MHC Class I Haplotype Haplotype 

(A:B:Cw)a frequency (%)b

Durban, South Africa 1211 7401:1503:0202    1.86

7401:35(01):0401  1.26

7401:57(03):07(01)   0.95

7401:1503:0210 0.49

7401:4201:1701 0.18

7401:4901:0701 0.17

7401:8101:0401 0.10

7401:5801:0302 0.10

Gaborone, Botswana 490 7401:1503:02(10) 1.72

7401:3501:04(01) 1.67

7401:4201:1701  0.45

Bloemfontein, South Africa 259 7401:1503:0210 1.69

7401:4201:1701    0.79

7401:3501:0401      0.39

7401:5703:0701  0.39

a Four digit types in parentheses indicate pooled subjects with the two digit and four digit allele
b Haplotypes involving HLA-A*7401 that occur in >1 subject are listed


