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Background

* SjD is a chronic systemic autoimmune
disease. B-cells play an important role
in the pathogenesis

Telitacicept: a novel TACI-Fc fusion protein dual inhibition of BAFF/APRIL

BAFF APRIL Blocking APRIL inhibits
abnormal production of

antibodies by plasma cells

Blocking BAFF inhibits
abnormal development and
maturation of B-cells

* Telitacicept, a novel fusion protein,
dually inhibits BAFF and APRIL, leading
to upstream modulation of B-cell
survival, downstream reduction of
pathogenic antibodies, and re-balancing
of dysregulated B-cell immunity
(Figure 1). Telitacicept has previously
demonstrated efficacy and safety in a
phase 2 study in SjD
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Figure 1: Mechanism of action for telitacicept.
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* To assess the efficacy and safety of telitacicept in adult participants with SjD in a phase 3 study

Methods
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data were not imputed. The post-switching data for the two telitacicept groups and the placebo group were handled
with the LOCF method, i.e., imputing all the post-switching values with the most recent pre-switching results.

Table 1: Participant baseline and disease characteristics. *Participants randomized to the placebo group.

Placebo—>Telitacicept 80 mg

Placebo >Telitacicept 160 mg set; SjD, Sjogren's disease; SS, safety set; SSA, Sjogren's syndrome type A; STAR, Sjogren's Tool for Assessing Response; SD, standard deviation; TEAE, treatment-emergent adverse event; TESAE, treatment-

emergent serious adverse event; TRAE, treatment-related adverse event; TRSAE, treatment-related serious adverse event.
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