Quantitative systems pharmacology model of B

‘M&

cell mmune response MODELING & SIMULATION
DECISIONS
Yaroslav Ugolkov'4:3, Alina Volkova3#, Kirill Peskov434, Victor Sokolov34 QA

1 - Faculty of Bioengineering and Bioinformatics, Lomonosov Moscow State University, Moscow, Russian Federation, 2 -
Research Center of Model-Informed Drug Development, |.M. Sechenov First Moscow State Medical University, Moscow,

Russian Federation, 3 - Marchuk Institute of Numerical Mathematics, Moscow, Russian Federation, 4 - M&S Decisions N
LLC, Dubai, UAE . BiOFeanCUilrfgerm SECHENOV
and Bioingformaticgs UNIVERSITY
Lomonaosov Moscow State University LIFE SCIENCES

Key factors driving the ASC counts by
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clinical studies indicate that up to 50% of patients do not
exhibit significant improvement with existing therapies [2,3], _
highlighting the urgent need to identify novel therapeutic
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