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ABSTRACT
Aims/Introduction: The present phase 3, randomized, double-blind 24-week study
with extension to 1 year assessed the efficacy and safety of albiglutide compared with
placebo in Japanese patients with type 2 diabetes mellitus inadequately controlled by diet
and exercise with or without a single oral antidiabetic drug.
Materials and Methods: Patients received weekly albiglutide 30 mg (n = 160),
albiglutide 50 mg (n = 150) or a placebo switched to albiglutide 30 mg after 24 weeks
(n = 77). Open-label daily liraglutide 0.9 mg (n = 103) was included as a reference. Oral
antidiabetic drug use was discontinued before baseline. The primary end-point was 24-
week change from baseline in glycated hemoglobin (HbA1c). Secondary end-points
included fasting plasma glucose, bodyweight and adverse events.
Results: At 24 weeks, mean HbA1c changes from baseline were -1.10, -1.30, and
0.25% for albiglutide 30, 50 mg and placebo, respectively (P vs placebo <0.0001 for both
albiglutide doses), -1.19% for liraglutide. Decreases in HbA1c with albiglutide were sus-
tained through the study. Mean fasting plasma glucose decreased by ≥20 mg/dL, and
the mean change in bodyweight was ≤0.5 kg through 1 year across groups. Most com-
monly reported adverse events were nasopharyngitis, constipation and nausea. The inci-
dence of adverse events was higher in active treatment groups than in the placebo
group. Few hypoglycemia events were reported; no patient withdrew as a result of hypo-
glycemia. No new safety signals were detected.
Conclusions: Albiglutide monotherapy achieved clinically significant decreases in
HbA1c and fasting plasma glucose with good tolerability in Japanese patients with type 2
diabetes mellitus inadequately controlled by diet and exercise with or without a single
oral antidiabetic drug.

INTRODUCTION
Glucagon-like peptide-1 (GLP-1) receptor agonists stimulate the
incretin system, enhancing the secretion of insulin from pancre-
atic b-cells in response to ingested glucose1. GLP-1 receptor
agonists have become an important treatment option for

patients with type 2 diabetes mellitus. Albiglutide is a GLP-1
receptor agonist generated by fusion of a dipeptidyl peptidase-
4-resistant GLP-1 dimer to human serum albumin. The
extended half-life (approximately 5 days) of albiglutide allows
for once-weekly subcutaneous administration. In the HAR-
MONY series of phase 3 studies, albiglutide was effective in
improving glycemic parameters as monotherapy or in
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combination with oral antidiabetic drugs (OADs) in primarily
Caucasian adults with type 2 diabetes mellitus2–8.
Type 2 diabetes mellitus in East Asian individuals is largely

dependent on b-cell dysfunction9–12, and meta-analyses show
incretin-based drugs to have greater efficacy in Asian than
non-Asian dominant studies13–15. Experience with albiglutide in
Japanese patients with type 2 diabetes mellitus includes two
short-term, phase 2 studies16,17. These studies showed that
albiglutide improves glycemic parameters and is well tolerated
in this patient population.
Here, we present the results of a 1-year, phase 3 study evalu-

ating the efficacy and safety of albiglutide 30 or 50-mg
monotherapy compared with a placebo in Japanese patients
with type 2 diabetes mellitus whose disease was inadequately
controlled by diet and exercise, either alone or in combination
with a single OAD.

METHODS
Study design and patient population
The present study was carried out in accordance with the Inter-
national Conference on Harmonization of Technical Require-
ments for Registration of Pharmaceuticals for Human Use
Guideline for Good Clinical Practice, all applicable patient pri-
vacy requirements and the ethical principles outlined in the
Declaration of Helsinki (2008). The protocol was approved by
investigational center ethics committees or institutional review
boards, and written informed consent was obtained from each
patient before any study-specific procedure was carried out.
The study is registered at ClinicalTrials.gov under the number
NCT01733758.
In the present phase 3, 24-week, randomized, double-blind,

placebo-controlled study, with an extension to 1 year, patients

were randomized to a matching placebo, one of two albiglutide
arms (once weekly) or open-label liraglutide (Figure 1). The
dosage of albiglutide was started at 30 mg for both albiglutide
groups. One albiglutide group remained at the 30-mg dose
throughout the study, whereas albiglutide was increased to
50 mg at week 4 in the other treatment group. The open-label
liraglutide arm (started at 0.3 mg once daily, then titrated up
to 0.6 and 0.9 mg after 1 and 2 weeks, respectively) was
included as an active comparator reference arm only, as
required by the Japanese Pharmaceuticals and Medical Devices
Agency. Liraglutide 0.9 mg is the maximum dose approved in
Japan.
Study assessments were scheduled at week -8 to -4 (screen-

ing), week -2 (washout/run-in) and week 0 (baseline); there-
after, visits were scheduled at weeks 4, 8, 11, 12, 16, 21, 24, 28,
40 and 52; a follow-up visit was scheduled for week 60.
Eligible patients had type 2 diabetes mellitus that was inade-

quately controlled on a regimen of diet and exercise alone or
diet and exercise with a single OAD (including a biguanide,
glinide, sulfonylurea, a-glucosidase inhibitor or dipeptidyl pepti-
dase-4 inhibitor) for at least 8 weeks before screening. For
patients being treated with diet and exercise alone, glycated
hemoglobin (HbA1c) had to be ≥7.0 and ≤10.0% at screening
and at visit 2. For patients being treated with diet and exercise
and a single OAD, HbA1c had to be ≥6.5 and ≤9.5% at screen-
ing, and ≥7.0 and ≤10% at visit 2.
Excluded were patients with type 1 diabetes mellitus, clini-

cally significant cardiovascular and/or cerebrovascular disease,
current biliary disease, clinical signs or symptoms of or a his-
tory of pancreatitis, personal history or family history of medul-
lary thyroid carcinoma, or prior use of a thiazolidinedione or
GLP-1 receptor agonist within 4 months before screening.

Placebo

Albiglutide 30 mg/week

Albiglutide 30 mg/week  → 

 →  → 

Albiglutide 30 mg/week

Open-label liraglutide 0.3

Weeks

0.6 0.9 mg/day

50 mg/week at 4/week

–8 to –2 0

Screening,
washout

3:6:6:4 Randomization to placebo,
albiglutide 30 mg,
albiglutide 30–50 mg, or liraglutide
Stratification

• Diet + exercise with vs without OAD 

• HbA1c (<8% vs ≥8%)

• Age (<65 year vs ≥65 year)

24 52

Long-term
efficacy
and safety

•  Primary efficacy
   assessment

•  Switch from placebo
   to albiglutide 30 mg weekly

Figure 1 | Study design. HbA1c, glycated hemoglobin; OAD, oral antidiabetic drug.
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Patients currently receiving a single OAD were asked to discon-
tinue their OAD during the 4- to 8-week washout/run-in per-
iod and throughout the duration of the study.

Study objectives
The primary end-point was change from baseline in HbA1c
with albiglutide vs placebo at week 24. Secondary end-points
included change from baseline to week 24 in fasting plasma
glucose (FPG); changes from baseline over time in HbA1c,
FPG and body weight; the proportion of patients achieving tar-
get HbA1c treatment goals of <6.5 and <7.0%; time to study
withdrawal; and rates of adverse events (AEs), serious AEs
(SAEs) and hypoglycemic events.

Assessments
Blood samples for assessments, including HbA1c and FPG,
were taken before administration of the investigational product
at study visits. Glycemic evaluations were carried out at a cen-
tral laboratory. The presence of anti-albiglutide antibodies was
assessed in all patients, except those in the open-label liraglutide
arm, using a validated enzyme-linked immunosorbent assay.
Selected anti-GLP-1-positive samples were further tested for
GLP-1 neutralizing activity. Immunogenicity sampling was car-
ried out at visit 3 (baseline), and weeks 12, 24, 40, 52 (end-of-
treatment visit) and 60 (follow-up visit).
Safety assessments included SAEs and AEs, which included

AEs of special interest, such as hypoglycemic events, gastroin-
testinal events, injection-site reactions, potential systemic allergic
reactions, thyroid tumors, cardiovascular events, atrial fibrilla-
tion and atrial flutter, pneumonia, diabetic retinopathy, pancre-
atitis, appendicitis, and liver events. Clinical laboratory
evaluations, physical examinations, 12-lead electrocardiograms
and vital signs were also assessed.

Criteria for protocol-specified withdrawal for hyperglycemia
Patients were withdrawn from the study if they met the proto-
col-specified definition for hyperglycemia: FPG ≥15.5 mmol/L
(≥280 mg/dL) between week 2 and week 4; FPG ≥13.9 mmol/L
(≥250 mg/dL) between week 4 and week 12; or FPG
≥12.8 mmol/L (≥230 mg/dL) between week 12 and week 52.

Statistical analysis
Change from baseline in HbA1c and FPG at weeks 24 and 52
were analyzed using an analysis of covariance model with
group (excluding the liraglutide arm), prior diabetes therapy
and age category (<65 vs ≥65 years) as factors, and baseline
HbA1c as a continuous covariate. The primary analyses were
carried out on the intention-to-treat population (all patients
with a baseline assessment and at least one post-baseline assess-
ment of HbA1c) using a last observation carried forward algo-
rithm. Change from baseline over time in HbA1c, FPG and
bodyweight was evaluated descriptively. The proportion of
patients achieving HbA1c responses of <6.5 or <7% was ana-
lyzed by the Cochran–Mantel–Haenszel test, adjusting for

baseline HbA1c, prior diabetes therapy and age. Albiglutide 30
and 50 mg were compared with a placebo for time to with-
drawal for any reason or due to hyperglycemia using pairwise
log–rank tests. No statistical analyses were carried out against
the liraglutide reference group. The safety population included
all randomized patients who received at least one dose of study
treatment. Descriptive summaries of AEs and SAEs are pre-
sented.
Randomized treatment assignment was based on a seques-

tered, fixed randomization schedule that was computer gener-
ated and implemented through an interactive voice response
system established by the sponsor. Both patients and investiga-
tors were blinded to the albiglutide and placebo treatment
assignments. Eligible patients were stratified by HbA1c level
(<8.0 vs ≥8.0%) at visit 2, current diabetes therapy at screening
(diet and exercise alone vs diet and exercise with a single OAD
therapy) and age (<65 vs ≥65 years). The study of approxi-
mately 375 patients randomized to three blinded treatment
groups in a 2:2:1 ratio had at least a 95% power to reject the
null hypothesis of no treatment benefit if the actual albiglutide
treatment superiority was no smaller than 0.6% and the stan-
dard deviation for HbA1c change from baseline was no larger
than 1.1%.

RESULTS
The study was carried out in 75 centers in Japan between 22
February 2013 and 23 February 2015.

Patients
Patient disposition is shown in Figure 2. A total of 494 patients
were enrolled. Patients randomized and receiving at least one
dose of study treatment (safety population, n = 490) included
those treated with a placebo (n = 77), albiglutide 30 mg
(n = 160), albiglutide 30 mg titrated up to 50 mg at week 4
(n = 150) or liraglutide (n = 103). A total of 50 patients dis-
continued treatment; 21 patients discontinued due to AEs (Fig-
ure 2). Treatment groups were well balanced at baseline
(Table 1).

Efficacy
Change from baseline in HbA1c and FPG levels
Mean decreases from baseline in HbA1c levels were observed
over time in all active treatment groups (Figure 3a). Declines in
all active treatment groups were >1% by week 12, and were
maintained through week 52. At week 24, changes from base-
line in HbA1c (standard error [SE]) before applying the statisti-
cal model were 0.24% (0.72%), -1.08% (0.62%), -1.32%
(0.70%) and -1.19% (0.64%), respectively, for the placebo,
albiglutide 30 mg, albiglutide 50 mg and liraglutide. HbA1c
increased slightly in the placebo group (before switching to
albiglutide 30 mg) from baseline to week 24, then decreased
after albiglutide treatment was started.
As shown in Figure 3b, at week 24, the model-adjusted least

squares mean change from baseline in HbA1c [SE] in groups
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receiving albiglutide 30 mg (-1.10% [0.05]) and albiglutide
50 mg (-1.30% [0.05]) were significantly greater than the pla-
cebo (0.25% [0.07], P < 0.0001). At week 52, the change from
baseline with albiglutide 50 mg (-1.30% [0.06]) was signifi-
cantly greater than in patients initiated on the placebo who had
been switched at 24 weeks to albiglutide 30 mg (-1.08 [0.08],
P = 0.028). At 52 weeks, the change in HbA1c in patients trea-
ted with albiglutide 30 mg (-1.10 [0.05]) was similar to that of
the placebo group after switching to albiglutide 30 mg.
The percentages of patients achieving HbA1c target goals of

<6.5 and <7.0% at weeks 24 and 52 are shown in Figure 4.
The percentage of patients achieving the HbA1c target goals of
both <6.5 and <7.0% at 24 weeks was significantly higher in
both albiglutide groups compared with the placebo

(P ≤ 0.0001), and the percentage of patients achieving the
HbA1c level of <6.5% at week 52 was significantly higher in
the albiglutide 50-mg group compared with patients switched
from the placebo to albiglutide 30 mg (P = 0.014).
Figure 5a shows the change in FPG over time. FPG declines

in all active treatments were >25 mg/dL by week 4, and
remained low through week 52. Model-adjusted least squares
mean change from baseline showed a pattern similar to that of
HbA1c (Figure 5b). At week 24, decreases from baseline in
FPG (SE) for both albiglutide 30 mg (-25.4 [1.8] mg/dL) and
albiglutide 50 mg (-29.5 [1.8] mg/dL) were significantly differ-
ent from the placebo (7.9 [2.5] mg/dL, P < 0.0001). At week
52, changes in FPG (SE) in patients receiving albiglutide 50 mg
(-31.3 [1.7] mg/dL) were significantly greater than for the

Screened (n = 670)
Screen failures
• Withdrew consent (n = 9)
• Inclusion criteria not met (n = 133)
• Exclusion criteria met (n = 30)
• Other (n = 4)

Enrolled (n = 494)

Not dosed (n = 4)

Liraglutide (n = 103)

Completed study (n = 95)

Albiglutide 30 → 50 mg (n = 150)

Completed study (n = 135)

Albiglutide 30 mg (n = 160)

Completed study (n = 148)

Placebo (n = 77)

Completed study (n = 62)

Discontinued treatment (n = 15) Discontinued treatment (n = 12) Discontinued treatment (n = 15) Discontinued treatment (n = 8)

• Withdrew consent (n = 1)
• AE (n = 5)
• Nonadherence (n = 1)
• Persistent hyperglycemia
 (n = 3)
• Other (n = 5)

• Withdrew consent  (n = 1)
• AE (n = 7)
• Protocol violation (n = 1)
• Persistent hyperglycemia 
 (n = 2)
• Other (n = 1)

•  Withdrew consent  (n = 5)
• AE (n = 8)
• Protocol violation (n = 2)

• Withdrew consent (n = 3)
• AE (n = 1)
• Protocol violation (n = 2)
• Other (n = 2)

Figure 2 | Patient disposition. AE, adverse event.

Table 1 | Baseline patient demographics and characteristics

Placebo
(n = 77)

Albiglutide 30 mg
(n = 160)

Albiglutide 50 mg
(n = 150)

Liraglutide
(n = 103)

Mean age, years (SD) 57.3 (11.27) 59.6 (9.00) 57.7 (9.51) 58.4 (9.72)
Male, n (%) 52 (67.5) 125 (78.1) 114 (76.0) 81 (78.6)
Mean bodyweight, kg (SD) 68.7 (12.09) 69.3 (13.53) 71.5 (12.91) 72.7 (13.76)
Mean body mass index, kg/m2 (SD) 25.6 (3.42) 25.3 (4.17) 26.1 (3.66) 26.3 (4.35)
Mean duration of diabetes, years (SD) 6.7 (5.38) 7.2 (6.22) 6.9 (6.21) 5.8 (4.37)
Mean baseline HbA1c, % (SD) 8.16 (0.88) 8.07 (0.78) 8.15 (0.83) 8.07 (0.79)
Mean baseline FPG, mg/dL (SD) 159.3 (37.07) 157.3 (33.74) 158.7 (32.82) 157.2 (31.22)
Prior diabetes therapy, n (%)
Diet + exercise 49 (63.6) 99 (61.9) 95 (63.3) 65 (63.1)
Diet + exercise + 1 OAD 28 (36.4) 61 (38.1) 55 (36.7) 38 (36.9)

FPG, fasting plasma glucose; HbA1c, glycated hemoglobin; OAD, oral antidiabetic drug; SD, standard deviation.
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placebo switched to albiglutide 30-mg group (-24.3 [2.6] mg/
dL, P = 0.025), and the changes in patients continually receiv-
ing albiglutide 30 mg (-24.1 [1.7]) were similar to those of the
placebo group after switching to albiglutide 30 mg.

Bodyweight
Mean changes in bodyweight were minimal and within –0.5 kg
of baseline in all treatment groups at week 24 (ranging from
0.32 kg in the albiglutide 30-mg group to -0.50 kg in the

placebo group) and at week 52 (ranging from 0.08 kg in the
albiglutide 30-mg group to -0.50 kg in the liraglutide group).

Time to study withdrawal
By week 24, 12 (15.6%), seven (4.4%), and nine (6.0%) patients
had withdrawn from the study in the placebo, albiglutide 30-
mg and albiglutide 50-mg groups, respectively. By week 52, 15
(19.5%), 12 (7.5%), and 15 patients (10.0%) had withdrawn
from the study in the placebo, albiglutide 30 and albiglutide
50-mg groups, respectively (see Figure 2 for reasons for with-
drawal). Log–rank comparison showed that over the course of
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the study, the time to withdrawal was significantly longer for
the albiglutide 30-mg group (P = 0.0059) and the albiglutide
50-mg group (P = 0.0322) compared with the placebo group.

Withdrawals for hyperglycemia
One patient in the placebo group (at week 6) and one patient
in the albiglutide 30-mg group (at week 29) were withdrawn

from the study due to protocol-specified hyperglycemia criteria.
Two additional patients in the placebo group and one patient
in the albiglutide 30-mg group were withdrawn from the study
at the investigator’s discretion due to persistent hyperglycemia.
These three patients did not meet the protocol-specified criteria
for withdrawal for hyperglycemia.

Safety
AEs
After 52 weeks, the frequencies of any AE ranged from 58.5%
of patients in the placebo group, after the switch to albiglutide
30 mg, to 83.3% of patients in the albiglutide 50-mg group
(Table 2). Most AEs were rated as ‘mild’ or ‘moderate’ in inten-
sity across all groups; just four (2.5%) and two (1.3%) patients
in the albiglutide 30 and 50-mg groups, respectively, reported
an AE that was rated as ‘severe.’
Table 3 shows the most commonly reported AEs through

week 52. The frequency of any on-therapy hypoglycemic event
was 2.6% (n = 2) for placebo before switching and 4.6%
(n = 3) after switching to albiglutide, 5.0% (n = 8) for albiglu-
tide 30 mg, 4.0% (n = 6) for albiglutide 50 mg, and 2.9%
(n = 3) for liraglutide. None of these AEs was serious or led to
withdrawal of active treatment.

Gastrointestinal events
Nausea was among the most common AEs (Table 3). There
were no severe events of nausea during the study, and no
patients were withdrawn due to an AE of nausea. A total of 16
patients experienced AEs of nausea, considered treatment-
related (three patients in the placebo group before switching to
albiglutide and two after switching, two patients receiving
albiglutide 30 mg, and nine patients receiving albiglutide
50 mg).
A total of eight events of on-therapy vomiting were reported

(in <2% of patients). All AEs of vomiting were mild, and none
led to withdrawal of study medication. Four patients experi-
enced treatment-related vomiting (one in the placebo group
before switching to albiglutide, one in the albiglutide 30-mg
group and two in the albiglutide 50-mg group).
The frequency of diarrhea is shown in Table 3. There were

no events of diarrhea rated as severe during the study, and no
patients were withdrawn due to an AE of diarrhea. Seven
patients experienced events of diarrhea that were considered
treatment-related (two patients in the placebo group before
switching, three in the albiglutide 50-mg group and two in the
liraglutide group).

Serious AEs
A total of 11 patients (all in the albiglutide 30 and 50-mg
groups) experienced a total of 13 SAEs through week 52. Six
SAEs of neoplasm were reported including breast cancer
(n = 1, albiglutide 50 mg), gastric cancer (n = 1, albiglutide
50 mg), lymphoma (n = 1, albiglutide 50 mg), pancreatic can-
cer (n = 1, albiglutide 30 mg), plasma cell myeloma (n = 1,
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Figure 5 | Change from baseline in fasting plasma glucose (FPG; mg/
dL) (a) over time (mean – standard error [SE]) in all treatment groups,
and (b) at weeks 24 and 52 (mean – SE) in the randomized groups.
No statistical analyses were carried out against the open-label
liraglutide reference group. †Adjusted for treatment group (excluding
liraglutide), baseline HbA1c, prior diabetes treatment (with or without
an oral antidiabetic drug) and age. *P < 0.0001 vs placebo.
**P = 0.0247 vs placebo. ALBI, albiglutide; LIRA, liraglutide; LS, least
squares; PBO, placebo.
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albiglutide 50 mg) and rectal cancer (n = 1, albiglutide 30 mg).
One SAE (pancreatic cancer in the albiglutide 30-mg group)
was considered treatment-related.
Other SAEs, occurring in one patient each, included Rathke’s

cleft cyst (albiglutide 50 mg), macular edema (albiglutide
30 mg), cholecystitis (albiglutide 30 mg), pulmonary tuberculo-
sis (albiglutide 30 mg), spinal compression fracture (albiglutide
50 mg), cerebellar hemorrhage (albiglutide 30 mg) and acute
renal failure (albiglutide 50 mg).
Three on-therapy deaths occurred during the study (n = 2,

albiglutide 30 mg; n = 1, albiglutide 50 mg). One death was
considered related to study medication; a 65-year-old patient in
the albiglutide 30-mg group experienced a fatal, on-therapy
SAE (pancreatic cancer) 196 days after the first dose and
7 days after the last dose of albiglutide.

Antidrug antibodies
Treatment-induced antidrug antibodies were reported in 34 of
387 (8.8%) patients treated with albiglutide. No neutralizing
antibodies were detected. Mean change from baseline (standard
deviation) in HbA1c was comparable between antibody-positive
and antibody-negative patients: -1.02% (0.99%) and -1.19%
(0.75%), respectively.

DISCUSSION
The results of the present long-term study of albiglutide in
Japanese patients with type 2 diabetes mellitus show that
weekly albiglutide monotherapy exhibited favorable characteris-
tics in safety and efficacy in Japanese patients with type 2 dia-
betes mellitus inadequately controlled by diet and exercise with
or without a single OAD. This study is the first to show that
long-term albiglutide monotherapy in Japanese patients with
type 2 diabetes mellitus is well tolerated and improves glycemic
measures. These results extend previous findings of safety and
efficacy in short-term studies of Japanese patients16,17. The
effectiveness of albiglutide in Japanese patients is of particular
interest, because the drug targets pancreatic b-cell dysfunction,
which is the primary deficit in type 2 diabetes mellitus of East
Asian patients9–12. In meta-analyses, incretin-based drugs are
seen to have greater efficacy in Asian compared with non-
Asian populations, without major differences in safety13–15.
The current study met its primary end-point, with albiglutide

monotherapy leading to clinically and statistically significant
reductions in HbA1c levels. Albiglutide monotherapy was effec-
tive in lowering both HbA1c and FPG, with improvements
maintained throughout the 52-week study. More patients in the
albiglutide groups achieved the target treatment goals of <6.5
and <7.0% HbA1c compared with the placebo at week 24. By
week 52, after patients in the placebo group had been switched
to albiglutide 30 mg, the percentage of patients achieving the
target treatment goal of <7.0% HbA1c was similar across all
albiglutide groups. Although liraglutide was included only as a
reference arm, changes in glycemic parameters in this group
were generally comparable with those observed in the

albiglutide groups. Changes in bodyweight were minimal
(within –0.5 kg of baseline) in all groups over the course of the
study. The rate of treatment-induced antidrug antibodies
against albiglutide was low (8.8%) and was not treatment limit-
ing, as no neutralizing antibodies were detected. HbA1c lower-
ing was comparable between patients who were positive or
negative for anti-albiglutide antibodies. However, because of the
small number of antibody-positive patients, no conclusions
about the impact of the antibodies on efficacy or safety can be
drawn.
Albiglutide was generally well tolerated at both dosages, with

comparable rates of AEs across active treatment groups. The
most commonly reported AEs were nasopharyngitis, constipa-
tion and nausea. The rates of gastrointestinal events, a class of
AE consistent with the known profile of GLP-1 agonists, were
low and consistent across treatment groups. The rates of diar-
rhea and nausea were highest in the albiglutide 50-mg group
(5.3 and 6.7%, respectively), but it should be noted that diar-
rhea and nausea rates in the placebo group before switching to
albiglutide were only slightly lower (5.2% for both). SAEs were
observed in 11 patients, all of whom were receiving albiglutide.
One SAE (pancreatic cancer) was considered to be related to
study medication. This SAE also accounted for the only death
related to study medication.
A limitation of the present study was that the active compara-

tor, liraglutide, was open-label and not included in the statistical
analyses. In addition, the dosage of liraglutide (0.9 mg daily) was
only half the maximum dosage permitted in several countries,
although it is the maximum liraglutide dosage approved in Japan;
therefore, it provides information that is clinically relevant to this
patient population. Both doses of albiglutide were comparable
with liraglutide for efficacy and safety, although only liraglutide
was open-label, and that could have led to bias in safety and effi-
cacy reporting in the liraglutide group. The inclusion of a placebo
arm provided the best means with which to test the effectiveness
and tolerability of albiglutide monotherapy in this patient popula-
tion; however, the shorter duration of exposure to placebo and
albiglutide (approximately 24 weeks each) in the placebo group
should be taken into consideration when comparing a placebo
with active treatment.
The results of the present study of Japanese patients with

type 2 diabetes mellitus are generally consistent with the large
body of evidence obtained in the HARMONY series of albiglu-
tide studies, carried out in a broader population of patients
with type 2 diabetes mellitus2–8. The present study showed that
albiglutide monotherapy for 52 weeks had a favorable benefit–
risk profile in Japanese patients with type 2 diabetes mellitus
whose disease was not adequately controlled on diet and exer-
cise with or without a single OAD. It is the first long-term,
phase 3 study of albiglutide monotherapy in this patient popu-
lation. Albiglutide lowered HbA1c significantly compared with
the placebo at 24 weeks, provided sustained glycemic control,
did not result in weight gain and was generally well tolerated,
with no new or unexpected safety concerns.
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