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Telitacicept for Generalized Myasthenia Gravis: Depth of Response 
Across 48 Weeks in a Phase 3 Study Conducted in China

• Myasthenia gravis (MG) is a chronic neuromuscular disorder in which pathogenic autoantibodies, produced by 
autoreactive B cells, degrade the postsynaptic membrane of the neuromuscular junction, resulting in fatigable 
weakness of limb, respiratory, bulbar, and ocular muscles1,2

• Available therapies for generalized myasthenia gravis (gMG) do not target the upstream drivers of disease 
pathophysiology1,3,4

• Telitacicept is a novel, fully human transmembrane activator and calcium-modulator and cyclophilin ligand interactor 
(TACI)-Fc fusion protein that inhibits two key cytokine regulators of B-cell development, maturation, and survival: B-cell 
activating factor (BAFF) and a proliferation-inducing ligand (APRIL)5-8

• Two-pronged inhibition of BAFF and APRIL by telitacicept may reduce circulating levels of pathogenic autoantibodies 
implicated in gMG (Figure 1)6-8

• In this double-blind, placebo-controlled study, participants with gMG were randomized (1:1) to subcutaneous 
telitacicept 240 mg or placebo weekly for 24 weeks, alongside standard-of-care (SOC) treatment

• After completing the double-blind period, participants entered an open-label extension (OLE), all receiving telitacicept 
240 mg weekly for 24 weeks (Figure 2)

Mingming Zhao,1 Hui Deng,2 Bitao Bu,3 Xu Zhang,4 Ting Chang,5 Guoyan Qi,6 Huiyu Feng,7 Chong Yan,8
Richard J. Nowak,9 Jeremy Sokolove,10 Lin Li,11 Wenxiang Wang,11 Jianmin Fang,11,12 Jian Yin1

1Beijing Hospital, Beijing, China; 2The First Hospital of Jilin University, Changchun, Jilin, China; 3Tongji Hospital, Tongji Medical College, Huazhong University of Science and 
Technology, Wuhan, Hubei, China; 4The First Affiliated Hospital of Wenzhou Medical University, Wenzhou, Zhejiang, China; 5The Second Affiliated Hospital of Air Force Medical 
University (PLA), Xi’an, Shaanxi, China; 6Shijiazhuang People’s Hospital, Shijiazhuang, Hebei, China; 7The First Affiliated Hospital of Sun Yat-sen University, Guangzhou, Guangdong, 
China; 8Huashan Hospital, Fudan University, Shanghai, China; 9Yale University, New Haven, CT, USA; 10Vor Biopharma Inc., Boston, MA, USA; 11RemeGen Co., Ltd., Department of 
Rheumatology, Yantai, Shandong, China; 12School of Life Science and Technology, Tongji University, Shanghai, China

• The proportion of participants receiving telitacicept achieving MSE at any time was ~42%, which varied by 
severity at treatment initiation

– The majority of participants who initiated treatment at MG-ADL <11 achieved MSE

• The vast majority of MSE events were sustained at the next visit, and after an MSE event, participants spent 
>80% of the rest of the time in the study in MSE
– Depth of response increased over time from weeks 24 to 48 as observed in both MG-ADL response thresholds and MSE

• Telitacicept was generally well tolerated over 48 weeks with no new safety signals

• A global phase 3 pivotal, multicenter, randomized, double-blind, placebo-controlled trial with long-term OLE is 
ongoing to evaluate efficacy and safety of telitacicept in people with gMG worldwide (UPSTREAM MG)17
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• In a phase 3 study (NCT05737160), telitacicept demonstrated significant treatment effects in improving disease 
severity and functional status in adult participants with gMG13,14

– The primary endpoint was met with a mean change from baseline in Myasthenia Gravis Activities of Daily Living (MG-ADL) score of 
−5.74 in the telitacicept 240 mg group and −0.91 in the placebo group (P<0.001) at week 24

• Maintenance of minimal symptom expression (MSE) defined as an MG-ADL score of ≤1 is a treatment goal for many 
patients15,16 

Figure 2. Study Design
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Figure 1. Telitacicept Is a Fusion Protein Based on the Human TACI Receptor Designed to Target BAFF and APRIL 

ADCC, antibody-dependent cellular cytotoxicity; APRIL, a proliferation-inducing ligand; BAFF, B-cell activating factor; BAFF-R, B-cell activating factor receptor; BCMA, B-cell maturation antigen; CDC, complement-
dependent cytotoxicity; Fc, fragment crystallizable; IgG1, immunoglobulin G1; TACI, transmembrane activator and calcium-modulator and cyclophilin ligand interactor.
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Stage A
(24 weeks)a

• Adults diagnosed with gMG
• AChR-Ab+ or MuSK-Ab+
• MGFA class II–IVa
• MG-ADL score ≥6, 

ocular-related score <50% 
of the total score

• QMG score ≥8, with ≥2 points in 
≥4 items

• Maintenance of stable SOCa 

KEY INCLUSION CRITERIA
Stage B

(24 weeks)a

R 
1:1

Telitacicept
(240 mg QWb)

Placebo

Telitacicept
(240 mg QW)

n=57

n=57

Grouping of subjects remained blinded throughout the entire 
48-week period

Primary endpoint: Mean change from 
baseline in MG-ADL score at week 24

aMaintenance of stable SOC regimen, including any 1 of the following either as monotherapy or in combination: cholinesterase inhibitors (stable use for ≥2 weeks prior to randomization, at ≤480 mg/day); 
glucocorticoids (stable use of ≤40 mg/day prednisone or equivalent dose of glucocorticoids for ≥1 month before randomization); immunosuppressants (azathioprine: initiated ≥6 months prior to randomization with a 
stable dosage maintained 3 months before randomization; mycophenolate mofetil, methotrexate, cyclosporine, or tacrolimus: stable use for ≥3 months before randomization). bAll dosing was performed in the clinic.
Ab, antibody; AChR, acetylcholine receptor; gMG, generalized myasthenia gravis; MG-ADL, Myasthenia Gravis Activities of Daily Living; MGFA, Myasthenia Gravis Foundation of America; MuSK, muscle-specific 
tyrosine kinase; QMG, Quantitative Myasthenia Gravis; QW, once weekly; R, randomized; SOC, standard of care.

• This post hoc analysis assessed the depth of response in MG-ADL score and achievement of MSE in the 24-week 
double-blind, placebo-controlled period and the subsequent 24-week OLE
– Depth of response was defined as the magnitude of MG-ADL improvement from baseline, evaluated across increasing response 

thresholds (≥2- to ≥8-point improvement from baseline) and achievement of MSE
– Durability of response was defined as the maintenance of clinical benefit over time, assessed by sustained MSE at the next monthly 

visit and the proportion of follow-up time spent in MSE after its achievement

• The safety profile of telitacicept over 48 weeks was also assessed

• Baseline demographics and disease characteristics were similar between the telitacicept and placebo groups (Table 1)

Telitacicept
(n=57)

Placebo
(n=57)

Age (years), mean ± SD 49.1 ± 14.69 49.6 ± 15.03
Sex, n (%)

Male 30 (52.6) 21 (36.8)
Disease duration (months), mean ± SD 83.09 ± 84.507 76.05 ± 87.818
MGFA classification

Class IIa, n (%) 3 (5.3) 12 (21.1)
Class IIb, n (%) 14 (24.6) 9 (15.8)
Class IIIa, n (%) 25 (43.9) 23 (40.4)
Class IIIb, n (%) 11 (19.3) 12 (21.1)
Class IVa, n (%) 4 (7.0) 1 (1.8)

Baseline MG-ADL score, mean ± SD
Min–Max

10.0 ± 2.60
7–16 

9.9 ± 2.62
6–16

Baseline QMG score, mean ± SD
Min–Max

17.9 ± 3.43
12–25

18.8 ± 3.65
11–25

Antibody-positive at screening, n (%)
AChR 55 (96.5) 55 (96.5)
MuSK 2 (3.6) 2 (3.5)

Standard-of-care therapy, n (%)
Anticholinesterase inhibitors 53 (93.0) 52 (91.2)
Steroids 36 (63.2) 34 (59.6)
Immunosuppressants 34 (59.6) 34 (59.6)

Table 1. Participant Baseline Demographics and Disease Characteristics

AChR, acetylcholine receptor; MG-ADL, Myasthenia Gravis Activities of Daily Living; MGFA, Myasthenia Gravis Foundation of America; MuSK, muscle-specific kinase; QMG, Quantitative Myasthenia Gravis; SD, 
standard deviation. 

FAS, full analysis set; MG-ADL, Myasthenia Gravis Activities of Daily Living.

Figure 3. MG-ADL Score Improvements at Weeks 24 and 48 by Treatment Group (FAS)

• At week 24, nearly all participants had at least a three-point improvement in MG-ADL response, which deepened at 
week 48 (Figure 3)
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• The probability of achieving MSE at any time was ~42% among participants treated with telitacicept
• MSE was sustained in those who reached it (n=45) across the 48-week study (Figure 4A)

– 86.7% of MSE events were sustained at the next monthly visit 
– 83% (SD 26.8) and 85% (SD 18.2) of remaining study follow-up was spent in MSE in participants originally assigned telitacicept and 

crossed over from placebo, respectively

• More than 50% of participants with baseline MG-ADL <11 achieved MSE (Figure 4B)
– 20.5% of participants with baseline MG-ADL ≥11 achieved MSE

Figure 4. Probability of Achieving MSE at Any Time and as a Function of Baseline MG-ADL

aMSE is defined as MG-ADL score of ≤1.15 bData were captured only up to week 48. cParticipants were censored if they received rescue medication or discontinued treatment or the study.
CI, confidence interval; DBT, double-blind treatment; FAS, full analysis set; MG-ADL, myasthenia gravis activities of daily living; MSE, minimal symptom expression; OLE, open-label extension.

• Telitacicept was generally well tolerated with no new safety signals (Table 2)

Table 2. Summary of AEs (Safety Seta) at Weeks 0–4814

 

aParticipants who had received at least 1 dose of the investigational drugs with safety measurement records. bDuring weeks 0-48, 2 participants (3.5%) in the telitacicept 240 mg group experienced 4 AEs leading to 
treatment discontinuation, including 2 cases of pneumonia and 1 event each of pyrexia and diarrhea. A total of 6 AEs leading to treatment discontinuation occurred in 3 (2.7%) participants in the telitacicept at least 
one dose group. cDuring the study, one participant in the telitacicept 240 mg group died of trauma after a traffic accident. This event was assessed as unrelated to disease progression and the investigational drug. 
AE, adverse event; SAE, serious adverse event; TEAE, treatment-emergent adverse event; TRAE, treatment-related adverse event.

Figure 4A: Kaplan-Meier Plot of Time to Achieving MSEa,b,c (FAS) Figure 4B: Proportion of Participants 
Achieving MSEa at Any Time Over 48 

Weeks by Baseline 
MG-ADL

Telitacicept 240 mg, Weeks 0–48
(n=57)

All Telitacicept, ≥1 Dose 
(n=110)

TEAE 51 (89.5) 96 (87.3)

SAE 8 (14.0) 11 (10.0)

TEAE leading to treatment discontinuationb 2 (3.5) 3 (2.7)

Death 1 (1.8)c 1 (0.9)c

Infection 39 (68.4) 60 (54.5)

Upper respiratory tract infection 21 (36.8) 32 (29.1)

Urinary tract infection 13 (22.8) 18 (16.4)

Injection site reactions 8 (14.0) 15 (13.6)

TRAE 45 (78.9) 81 (73.6)

MG-ADL Score Improvement: Week 24 MG-ADL Score Improvement: Week 48
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