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Abstract
Background and Objectives
Efgartigimod, which has been well tolerated and efficacious in individuals with generalized myasthenia
gravis (MG), is available in Japan not only for the treatment of anti–acetylcholine receptor–positive
(AChR+) but also anti–muscle-specific receptor tyrosine kinase (MuSK+) and seronegative generalized
MG. We report details of the use of efgartigimod for generalized MG in clinical practice in Japan.

Methods
We included patients with generalized MG in the 2021 survey of Japan Myasthenia Gravis Registry
(JAMG-R) study group who received an initial cycle of efgartigimod between May and September 2022.
We defined “responders” as patients who achieved a score ≥2 points forMG activities of daily living (MG-
ADL) in the first treatment cycle. The MG composite and the Revised scale of the 15-item Myasthenia
Gravis–Quality of Life scale (MG-QOL15-r) were also evaluated.

Results
Of 1,343 JAMG-R patients, 36 (2.7%) started efgartigimod (female 68%, age 53 years). Their
serologic profiles were as follows: AChR+, n = 19 (53%); MuSK+, n = 6 (17%); and seronegative, n
= 11 (31%). Twenty-six patients (72%) had refractory MG. There were 81 cycles of efgartigimod
during the 26-week observation in 34 patients (average, 2.4 cycles). The mean interval between
cycles was 5.9 weeks. A continuous 4-weekly infusion of efgartigimod was performed in 65 (80%) of
81 cycles. In the first cycle, the MG-ADL score of the 34 patients decreased significantly from 10.5 ±
4.3 to 6.9 ± 5.1 (p = 0.003). Similarly, the mean MG composite and MG-QOL15-r decreased from
18.4 ± 13.6 to 11.8 ± 9.6 (p = 0.004) and from 19.2 ± 6.3 to 14.2 ± 8.3 (p = 0.007), respectively.
Twenty-one (62%) patients were responders. Therapeutic responses were observed in the sub-
sequent cycles. The duration of effectiveness of efgartigimod was varied among the responders; 4
responders had only a single effective cycle. Significant improvement was observed in the MuSK+
patients. Prednisolone dose of 7 patients was reduced. Our examination of the patients’ post-
intervention status revealed that 6 patients achieved minimal manifestations. COVID-19 occurred
in 5 patients. We failed to detect clinical or laboratory findings associated with responders.

Discussion
Efgartigimod can be considered for the treatment of patients with generalized MG who do not
achieve minimal manifestations, with a broad flexibility of patient selection and treatment schedules.
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Introduction
Generalized myasthenia gravis (MG) is a neuromuscular dis-
order caused by pathogenic immunoglobulin G (IgG) auto-
antibodies against the nicotinic acetylcholine receptor (AChR)
or muscle-specific receptor tyrosine kinase (MuSK), both of
which functionally interfere with normal synaptic trans-
mission.1 Recent advances in immunotherapy have been
proven to be effective for the management of MG.2,3 Ap-
proximately 15%–25% of individuals with generalized MG re-
main refractory to the current therapy, although the definition
of refractory MG can differ among investigators.4,5 The Japan
Myasthenia Gravis Registry (JAMG-R) study group is made up
of motivated neurologists who specialize in MG care who have
provided a large amount of detailed and reliable patient in-
formation for over 10 years.6 The goal of the JAMG-R study
group is to promote high-quality medical care for patients with
MG, based on clinical data from multiple institutions.

The neonatal Fc receptor (FcRn) is a major histocompati-
bility complex class I–like molecule that recycles IgG,
extending its half-life by approximately four-fold compared
with that of other immunoglobulins that are not recycled by
FcRn.7,8 Efgartigimod is a human IgG1 antibody Fc-
fragment, a natural ligand of FcRn, which has been engi-
neered for increased affinity to FcRn. Targeting the FcRn is
expected to provide novel therapies for various autoimmune
disorders. The randomized double-blind and placebo-
controlled ADAPT phase III trial recruited patients with
generalized MG in 15 countries in Europe, North America,
and Japan,9 and the results of the trial demonstrated that
efgartigimod was well tolerated and efficacious in patients
with generalized MG. Efgartigimod is now used in the
United States and European counties for the treatment of
anti–AChR-positive (AChR+), generalized MG. By contrast,
efgartigimod is available in Japan not only for patients with
AChR+ generalized MG but also for those with anti–MuSK-
positive (MuSK+) and seronegative generalized MG.10 We
conducted this study to determine the current aspects of
efgartigimod treatment for generalized MG in clinical prac-
tices in Japan.

Methods
Patients
The diagnosis of MG was made based on the patient exhib-
iting the typical history and signs of fluctuating weakness in
the voluntary muscles, the presence of serum anti-AChR or
anti-MuSK antibody, and abnormal findings of neuromus-
cular junction transmission.1 In addition, patients were di-
agnosed with seronegative MG if they had the following
attributes: (1) a clinical history of fatigable weakness; (2)
objective fatigable weakness on physical examination; and
(3) electrophysiologic abnormalities, either ≥10% decrease
in the compound muscle action potential amplitudes at 3-Hz
repetitive stimulation or motor unit potential variation or

abnormal single-fiber electromyography in at least 1 cranial
or limb muscle. We found that 1,343 patients with general-
ized MG visited one of the JAMG-R sites between April and
October 2021 (Figure 1A), and we evaluated the patients’
currents status including severity, subtype, and treatment.
We collected the clinical data of onset age, disease duration,
sex, past treatment regimen(s), and disease status at its worst
(eTable 1). The severity of MG and postintervention status
of each patient was determined according to the Myasthenia
Gravis Foundation of America (MGFA) standards.11 We
also investigated the patients’ scores on scales for MG ac-
tivities of daily living (MG-ADL), quantitative MG (QMG),
and an MG composite.12,13 The patients’ self-perceived
health-related quality of life (QOL) was evaluated using the
revised 15-item MG-QOL scale (MG-QOL15-r).14 We
collected clinical data during the COVID-19 pandemic; the
patients’ respiratory testing was thus often restricted and
could not be evaluated for all the patients. Thus, instead of a
quantitative MG score, we used the MG composite to eval-
uate the patients’ current disease severity. Minimal symptom
expression was defined by the MG-ADL 0 or 1 point.

Figure 1 Study Flow

Study flow (A) and autoantibody profiles (B). AChR+ = anti–acetylcholine
receptor–positive; JAMG-G = Japan Myasthenia Gravis Registry; MuSK+ =
anti–muscle-specific receptor tyrosine kinase-positive.
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Refractory MG is defined as occurring in patients whose
symptoms cannot be well controlled, even if with ≥2 im-
munosuppressive oral therapy or with early fast-acting
therapy, or who cannot tolerate therapy for adequate con-
trol due to side effects and/or burdens.6

Efgartigimod was approved by the Japanese Government for
the treatment of generalized MG in May 2022. We included
patients in the 2021 JAMG-R study with generalized MG who
received an initial cycle of efgartigimod between May and
September 2022. Efgartigimod (10mg/kg)was administered as
4 infusions per cycle (1infusion per week). Assessments were
performed weekly during consecutive infusions of efgartigimod
and at 1 week after the final infusion of each cycle up to the end
of the 26-week observational period. If the final cyclewas started
within the 26-week period, we extended the observational pe-
riod until the end of the final cycle. We defined “responders” as
patients who achieved a respective score of ≥2 points for MG-
ADL in the first treatment cycle. Definition of responders was
also supported by an improvement or unchanged of the MG
composite and the MG-QOL15-r.

Standard Protocol Approvals, Registrations,
and Patient Consents
This study was part of the JAMG-R study approved by the
ethics committee of each neurologic center (Institutional
Review Board No. R3-1 at Hanamaki General Hospital, the
primary investigating institute). Written informed consent
was obtained from all study participants.

Statistical Analyses
The statistical evaluation of the patients’ clinical information
was performed using JMP ver. 16.0.0 software (SAS, Cary,
NC). Categorical variables were compared by the χ2 test.
Continuous variables were compared by an analysis of vari-
ance (ANOVA) and the Mann-Whitney U test.

Data Availability
Anonymized data not published within this article will be
made available by request from any qualified investigator.

Results
Among the 1,343 patients with generalized MG included in
the 2021 JAMG-R survey, 36 (2.7%) started efgartigimod
treatment. Their demographic and clinical features are
summarized in the Table 1. The mean age was 53.0 years,
with female predominancy. The average disease duration
before the stating efgartigimod was 12.9 years.

Disease subsets based on the 36 patients’ serologic profiles
revealed 19 (53%) patients with AChR+ MG, 6 (17%) pa-
tients with MuSK+ MG, and 11 (31%) patients with sero-
negative MG. The autoantibody profiles of patients receiving
efgartigimod differed between the 36 patients receiving
efgartigimod and the 2021 JAMG-R survey (Figure 1B). The

worst MGFA classification showed that 32 patients had class
III or overdisease, including 5 patients who experienced a
myasthenic crisis. The worst quantitative MG score was 18.9,
higher than the 2021 JAMG-R survey score at 14.5.

The therapeutic history of the 36 patients showed that oral
prednisolone was used in 33 patients. All but 1 patient also

Table Summary of the 36 Patients With Generalized
Myasthenia Gravis (MG) Being Treated With
Efgartigimod

Age, y 53.0 ± 14.7

Female, n (%) 25 (68)

Disease duration, y 12.9 ± 14.7

MG subtype, n (%)

AChR+ early onset 4 (11)

AChR+ late onset 5 (14)

AChR+ thymoma associated 10 (28)

MuSK+ 6 (17)

Seronegative 11 (31)

Worst MGFA classification, n (%)

II, mild 4 (11)

III, moderate 19 (53)

IV, severe 8 (22)

V, crisis 5 (14)

Worst quantitative MG score 18.9 ± 6.3

Oral prednisolone 33 (92)

Calcineurin inhibitors 35 (97)

Thymectomy

Thymectomy for thymoma 10/10 (100%)

Thymectomy for non-thymoma 6/26 (23%)

Fast-acting treatment, n (%)

Plasmapheresis 26 (72)

Intravenous immunoglobulin 26 (72)

Intravenous high-dose
methylprednisolone

28 (78)

Molecular targeting drugs, n (%)

Rituximab 2 (6)

Eculizumab 5 (14)

MG status, n (%)

Minimal manifestations or better 0 (0)

Refractory 26 (72)

Abbreviations: AChR+ = anti–acetylcholine receptor–positive; MG = myas-
thenia gravis; MGFA = MG Foundation of America; MuSK+ = anti–muscle-
specific receptor tyrosine kinase–positive.
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used calcineurin inhibitors. During their clinical courses, 33
patients received fast-acting treatments such as plasmaphe-
resis, intravenous immunoglobulin (IVIg), and intravenous
high-dose methylprednisolone (IVMP). Regardless of the
treatment, the postintervention statuses showed that none of
the patients had achieved minimal manifestations. There
were 26 (72%) patients with refractory MG.

After we excluded the cases of 2 AChR+ patients with in-
sufficient data, we evaluated the clinical features of 34 pa-
tients with generalized MG. The disease subsets were
divided into 4 AChR+ early-onset patients (patients #1 to
#4), 4 AChR+ late-onset patients (#5 to #8), 9 AChR+
thymoma–associated patients (#9 to #17), 6 MuSK+ pa-
tients (#18 to #23), and 11 seronegative patients (#24 to
#34) (Figure 2). There were 81 cycles of efgartigimod during
the observation period, and the average number of cycles was
2.4. In the clinical practice, the criteria of entering additional
cycles were based on the individual investigators. Ten pa-
tients including 5 responders and 5 nonresponders received
only a single cycle. We evaluated the 47 intervals between
cycles in the remaining 24 patients. The average interval
between cycles was 5.9 weeks (range 2–21 weeks).

A continuous 4-weekly infusion of efgartigimod (the com-
plete cycle) was basically defined. However, the complete
cycles were performed in 65 (80%) of the 81 cycles. In fact,

the skipping or discontinuation of the consecutive 4 infusions
of efgartigimod (i.e., an incomplete cycle) was allowable. The
incomplete cycles were observed in 16 cycles in 12 patients.
The reasons for the incomplete cycles were IgG decrease in 9
cycles, COVID-19 in 2 cycles, the patients’ business concerns
in 4 cycles, and the year-end closing of the hospital in 1 cycle.

To evaluate the effectiveness of efgartigimod, we used pri-
marily the MG-ADL score, as was done in the ADAPT trial.9

The present patients’ MG-ADL scores at baseline ranged
from 1 to 17 points; the MG-ADL scores of 4 patients were
<5 points. The MG condition of these 4 patients was im-
proved by the fast-acting treatment performed just before
the administration of efgartigimod. One AChR+ patient with
the MG-ADL score 1 point (#11) experienced severe neck
weakness, a symptom that was not taken into account by the
MG-ADL scale.

In the first cycle, the MG-ADL scores of the 34 patients
decreased from 10.5 ± 4.3 to 6.9 ± 5.1 points (p = 0.003).
Figure 3 illustrates the changes in the patients’ MG-ADL
scores after the first cycle of efgartigimod stratified by au-
toantibody status. The significant improvement of MG-ADL
scores was observed in the MuSK+ patients but not in the
AChR+ or seronegative patients. This tendency was ob-
served at the final cycle during the 26-week observational
period.

Figure 2 Cycles of Efgartigimod

Time courses of efgartigimod in 34
patients with generalized MG. Num-
bers = the numbers of cycles of efgar-
tigimod treatment. AChR+ =
anti–acetylcholine receptor–positive;
MuSK+ = anti–muscle-specific receptor
tyrosine kinase-positive; C = COVID-19;
e = eculizumab; g = intravenous im-
munoglobulin; m = intravenous high-
dose methylprednisolone; N = non-
responder; R = responder.
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Of the 34 patients, 21 (62%) achieved a ≥2-point improvement
on theMG-ADL and on theMG composite andMG-QOL15-r
scales. Thus, there were 21 responders and 13 nonresponders.
The responder rate was higher in the MuSK+ patients at 83%
compared with 59% in the AChR+ patients and 55% in the
seronegative patients. Notably, 4 patients (1AChR+ patient
[#17] and 3 MuSK+ patients [#18, #20, and #23]) achieved a
≥9-point improvement on the MG-ADL scale. Minimal
symptom expression defined by an MG-ADL score 0 or 1 was
observed in 7 patients. The mean MG composite and mean
MG-QOL15-r score of the 34 patients decreased from 18.4 ±
13.6 to 11.8 ± 9.6 (p = 0.004) and from 19.2 ± 6.3 to 14.2 ± 8.3
(p = 0.007), respectively. These findings supported the dis-
crimination between responders and nonresponders evaluated
by the MG-ADL.

Clinical improvement was usually observed soon after the
first or second infusion in the first cycle. Among the 21 re-
sponders, 16 underwent additional cycles of efgartigimod.
The effectiveness was usually repeatedly observed in the
subsequent cycles. However, 2 patients (1AChR+ patient
[#3] and 1 MuSK+ patient [#19]) had not achieved any
improvement at the third cycle. The duration of effectiveness
of efgartigimod varied among the responders. The efficacy of
efgartigimod was long-lasting in 4 responders (3 AChR+
patients [#8, #10, and #12] and 1 seronegative patient
[#31]), resulting in the use of only a single cycle during the
26-week observation. By contrast, 1 seronegative responder
(#27) hoped to change to the previous IVIg therapy after she
underwent a first cycle because she complained of a sudden
cessation of efficacy of efgartigimod.

Among the 13 nonresponders, 8 patients began an additional
cycle of efgartigimod. During the subsequent cycles, these
patients again failed to achieve an MG-ADL score of ≥2
points; however, they noted an improvement of limited
muscle weakness and a reduction of fatigue, which were not
evaluated by the MG-ADL scale. Among 5 of the nonre-
sponders who underwent a single cycle, 3 patients (1with
AChR+ [#11] and 2 seronegative patients [#24 and #26])
required fast-acting treatment during the observation period.

The maximal reduction of IgG (65%) was observed 1 week
after the final infusion in the first cycle. The IgG reduction
rate was similar among the AChR+, MuSK+, and sero-
negative groups. Again, we failed to detect the differences
in IgG reduction rate between responders and nonre-
sponders (64% vs 65%, p = 0.8). The maximal reduction
of pathogenetic autoantibodies was 45%. These rates
were also similar between the anti-AChR and anti-MuSK
antibodies.

Regarding concomitant treatment, oral prednisolone was
used by 30 patients at the baseline, at the daily dose of 12.6 ±
1.5 mg. At the end of the observation period, a reduction of
the prednisolone dose was documented in 7 patients (from
13.4 to 9.5 mg/d in average). Calcineurin inhibitors were
administered in all but 2 patients (due to drug-induced liver
dysfunction). These drugs (tacrolimus in 27 patients and
cyclosporine in 5 patients) were not changed.

During the 6months before the introduction of efgartigimod,
27 patients had received fast-acting treatments. Although 15
patients were free from additional fast-acting treatments, 12
other patients underwent a fast-acting treatment (including 4
patients who did so after the discontinuation of efgartigi-
mod). The indication of additional IVMP depended on in-
dividual investigators. IVMP was performed for 8 patients
(7 responders and 1 nonresponder).

Shifts from other molecular targeting drugs were performed:
eculizumab (n = 4) and rituximab (n = 2) to efgartigimod.
Among the patients who changed from eculizumab to
efgartigimod, 1 AChR+ patient (#12) showed a remarkable
effect of efgartigimod, although the patient had received only
2 infusions. The other 2 AChR+ patients (#9 and #14) were
nonresponders. The combination of efgartigimod and ecu-
lizumab was effective in 1 AChR+ patient (#4), and she had
had the most intractable MG. Regarding the shift from rit-
uximab to efgartigimod, 1 MuSK+ patient (#23) was a re-
sponder, but the other seronegative patient (#34) was not a
responder.

Figure 3 Therapeutic Responses to Efgartigimod

Changes in the patients’ myasthenia
gravis activities of daily living. AChR+ =
anti–acetylcholine receptor–positive;
MuSK+ = anti–muscle-specific receptor
tyrosine kinase-positive.
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We compared the patients’ postintervention status between
the baseline and 1 week after the final cycle (Figure 4). No
patients achieved minimal manifestations at the baseline.
The efgartigimod treatment resulted in favorable outcomes;
it should be emphasized that 6 patients achieved minimal
manifestations (2 AChR+ patients, 3 MuSK+ patients, and 1
seronegative patient). Of these 6 patients, the daily dose of
prednisone was ≤5 mg in 3 patients.

There were 13 adverse events in 11 patients. COVID-19
occurred in 5 patients both during an efgartigimod cycle (n =
2) or interval (n = 3). The exacerbation of MG due to
COVID-19 was not so serious that additional treatment for
MG was necessary. Other adverse events included headache
(n = 3), urinary tract infection (n = 1), diarrhea (n = 2),
nausea (n = 1), and fatigue (n = 1). Headaches appeared at
the first cycle and were generally mild. Patients who expe-
rienced these adverse events were able to continue the
efgartigimod treatment. Of interest, 1 MuSK+ patient (#21)
noticed fatigue that resembled the fatigue experienced due to
the patient’s IVMP treatment and differed from myasthenic
fatigue.

We investigated the potential factors involved in the
efgartigimod-responder status (eTable 2), and we found no
associations with various clinical factors including age, gender,
disease duration, MG severity, autoantibody status, complete
cycle of efgartigimod, IgG deduction, and adverse events.

Discussion
The present patients with generalized MG had the average
MG-ADL score of 10.5 ± 4.3 points, which is comparable
with the ADAPT efgartigimod group’s score at 9.2 ± 2.6
points. Our patients’ MG composite and MG-QOL15-r
scores were also similar to those in the ADAPT trial. How-
ever, we suspect that the present patients had more severe
MG and more frequently refractory MG compared with the
ADAPT patients. Most of our patients received fast-acting
treatment or molecular targeted drugs, which did not meet
the inclusion criteria of the ADAPT trial.

Recent attention has focused on the management of patients
with refractory MG experiencing an unsatisfactory QOL and
social disadvantages.4,5 The unfavorable condition with side
effects that can be induced by treatment with corticosteroids
and other immunosuppressive agents requires a new thera-
peutic strategy. The ratio of refractoryMG in this studywas 72%
(n = 26/36), much higher than that 24% (n = 328/1,343) in the
2021 survey from the JAMG-R study group (n = 328/1,343).6

Treatment cycles in the ADAPT trial were based on the
duration of the individual patient’s clinical effect.9 In clinical
settings, therapeutic schedules have been flexibly adjusted by
both physicians and patients. We observed that 6 of the
patients in this study received 4 or 5 cycles of efgartigimod,
whereas in the ADAPT trial, the number of cycles was lim-
ited to 3. The interval period between cycles was 5.9 weeks in
this study that was equal to 5.8 weeks in the ADAPT ex-
tension study.15 The continuous 4-weekly infusion of
efgartigimod was not performed in 20% of the present pa-
tients’ cycles, for several reasons; our early vigilance re-
garding an IgG decrease caused incomplete cycles or delayed
the initiation of the subsequent cycle. In clinical settings, we
speculate that an incomplete performance of the planned
infusion may be allowable. Subcutaneous intravenous for-
mulations of efgartigimod will provide convenience and be
useful for maintaining a regular schedule.

Although patients with refractory MG were preferentially
enrolled in this study, the responder rate in the first cycle was
62%. The ADAPT group reported a 68% responder rate, with
a broad range of improvement. Among the 21 responders in
these analyses, 6 patients had a narrow response, presenting a
2-point or 3-point reduction in the MG-ADL score, and 4
patients showed a marked response presenting a ≥9-point
reduction in the MG-ADL score. Some patients complained
that the duration of the efficacy of efgartigimod was shorter
than expected because it was reported that clinical im-
provement lasting ≥6 weeks was usually achieved.8 The

Figure 4 Outcome of Patients

Changes in the patients’ postintervention status. Black circles indicate pa-
tients with minimal symptom expression. AChR+ = anti–acetylcholine
receptor–positive; MuSK+ = anti–muscle-specific receptor tyrosine kinase–
positive.
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ADAPT report indicated that 17 of 84 patients in the
efgartigimod group received only 1 0treatment cycle. It was
reported that the clinical benefit of efgartigimod was corre-
lated with the patients’ IgG reduction initially but persisted
even after the IgG levels returned to baseline values.8,9 Taken
together, the past and present findings indicate that a sus-
tainable efficacy of efgartigimod can be expected in some
patients.

Reproducible efficacy was recognized after the subsequent
cycles in both the ADAPT trial and this study. By contrast, 8
of the present nonresponders entering subsequent cycles
failed to gain a ≥2-point improvement in their MG-ADL
score. The efficacy of efgartigimod may be predictable after
the first cycle. Among 21 patients in the ADAPT trial who
were nonresponders during the first cycle, 19 were retreated
and 7 of them were responders in the second cycle.9 We
think that it is worth repeating at least 1 or 2 additional cycles
of efgartigimod in first-cycle nonresponders.

Patients with AChR+MG accounted for 77% of the ADAPT
participants, indicating similar rates of responders between
AChR+ and non-AChR patients. Our cohort’s autoantibody
profiles showed higher prevalences of MuSK+ and sero-
negative patients compared with the ADAPT patients. Our
results suggest that favorable responses to efgartigimod can
be expected, especially in MuSK+ patients. Seronegative MG
tends to present refractory courses in younger patients,
reflecting unmet medical needs.16,17 We speculate that
efgartigimod is also potentially effective for patients with
refractory seronegative MG.

Based on our observations, it is likely that the IgG decrease
among this cohort was temporary and produced no serious
problems. We recommend measuring patients’ IgG at base-
line and at 1 week after the first cycle because IgG moni-
toring is useful for both drug safety and the prediction of
efgartigimod efficacy. There is no reported evidence re-
garding the threshold of IgG levels that is associated with
infections. We estimate that close attention may be necessary
only when IgG levels decrease to <100mg/dL (excluding the
specific condition of immunodeficiency).18

In the ADAPT trial, 19% of the patients in the efgartigimod
group had never been treated with steroid or nonsteroidal
immunosuppressant therapy. In Japan, efgartigimod should
be administered in patients with generalized MG who have
received the combination of low-dose prednisolone and
calcineurin inhibitors. Although the steroid dose was fixed in
the ADAPT trial,9 we observed a reduction of the prednis-
olone dose in 7 of the present patients. By contrast, addi-
tional IVMP may be beneficial for generalized MG in
combination with efgartigimod.17

Our analyses revealed that efgartigimod was generally toler-
able, but 5 patients contracted COVID-19 during their
efgartigimod treatment. We speculate that the association

between the IgG decrease and COVID-19 is not strong.
Frequent visits to a hospital and/or increased ADLs may be
related to COVID-19. The observation period of the study
also included the seventh and eighth peaks of the COVID-19
pandemic in Japan.

In this study, we report real-world data of efgartigimod
treatment for myasthenia gravis including postintervention
status. A current goal of MG treatment is to achieve minimal
manifestations, which is associated with maintaining a fa-
vorable QOL. We emphasize that 6 of the present patients
achieved minimal manifestations, although they had fre-
quently required a fast-acting treatment. More patients may
achieve minimal manifestations during a longer follow-up.19

There are several study limitations to consider. First, we in-
cluded 36 patients with MG among 1,343 patients who were
registered in the 2021 survey of JAMG-R. Recruiting patients
with MG in the JAMG-R was not performed only for this
study.6 There was 1-year interval between the initial regis-
tration and the start of efgartigimod treatment. Second, we
did not evaluate the costs of efgartigimod compared with
treatments such as plasmapheresis or IVIG. An incremental
cost-effectiveness ratio and the suitable choice of molecular
targeting drugs for generalized MG should be examined in
further studies. Third, we also failed to detect clinical or
laboratory factors associated with responders. Clinical
studies with more patients to find biomarkers that can pre-
dict treatment responses including the duration of effec-
tiveness are necessary. In conclusion, efgartigimod can be
considered as a treatment choice for patients with general-
ized MG who do not achieve minimal manifestations, pro-
viding a broad flexibility of patient selection and treatment
schedules.
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