eo Chlme”gen Technical Data Sheet

Mouse Nonlytic CTLA4/Fc Fusion Protein

CATALOG#: MF120A4 LOT#:
QUANTITY: 1 mg CONCENTRATION: 1 mg/ml
MOLECULAR STRUCTURE: A soluble 97 kd dimeric fusion protein consisting of

the extracellular (160aa) domain of mouse CD152
(CTLAA4) fused to mutant mouse 1gG2a Fc.

TRANSFECTANT CELL LINE: NS1 cells

STORAGE CONDITIONS: Store stock solution at <-20°C. Store working
solution at 4 °C. Freeze/Thawing is not
recommended.

PRODUCT STABILITY: Product should retain for at least one year after

shipping date when stored at <-20°C and the working
solution should retain for at least one week at 4 °C.
ACTIVITY RANGE: The 50% inhibition of CTLA4/Fcon T cell
proliferation triggered by Con A is at concentration
of 0.25-0.5 pug/ml measuring in an in vitro T-cell
proliferation assay.
FORMULATION: Nonlytic CTLAA4/Fc is supplied as a frozen liquid comprised of 0.22 um sterile-filtered
PBS (PH 7.4, 50 mM Sodium Phosphate, 100 mM Potassium Chloride, 150 mM NaCl) and containing no
preservatives.
PRODUCTION: Mouse CTLAA4/Fc fusion protein was purified from serum free tissue culture supernatant
of NS1 transfectants. Purity was >99% by SDS-PAGE. The endotoxin level is < 0.06 EU per ug of
CTLA4/Fc.
INFORMATION: Mouse CD152 is a cell surface glycoprotein expressed at low levels on activated T cells
(1). CD152 is a high affinity receptor for the costimulatory molecules CD80 (B7-1) and CD86 (B7-2) while
CD28 binds to CD80 and CD86 with lower Affinity (2, 3). CD28 and CD152 play important roles in
regulating the magnitude and nature of T cell mediated immune response. CTLA4/Fc, a soluble chimeric
fusion protein, blocks the B7/CD28 signaling pathway by binding to CD80 and CD86 (1). Using
CTLAA4/Fc, many investigators have shown that interruption of the B7/CD28 pathway can lead to
suppression of allo- and xenoimmune responses, and, in some cases, induction of Ag-specific tolerance (4,
5). However, by blocking B7 generated signals, CTLA4/Fc may prevent the negative regulatory CTLA4
signal (6). A non-cytolytic mouse CTLAA4/Fc fusion protein is made by genetically fusing the extracellular
domain of mouse CD152 (CTLA4) to mutant mouse 1gG2a Fc. Mutations to the complement (C1q) and
FcyR | binding sites of the Fcy2a fragment render CTLAA4/Fc incapable to direct antibody directed

cytotoxmty (ADCC) and complement directed cytotoxicity (CDC) (4).
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