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Abstract: 
[bookmark: _GoBack]Study presents a novel approach of immunotherapy focusing on both effector immune cells and regulatory cells. This is done while evaluating the best rout of treatment that chooses systemic and/or local intranasal administration. The inflammatory model of asthma will be used to assess the efficacy of controlling inflammation by using Abatacept (an anti-CD80/CD86 antibody) and linking that to B cell/Breg and also enhancing regulatory cells via rIL-35. Treatments is done intranasally and/or intraperitoneally.  The study hypothesizes that double effect of enhancing Breg while inhibiting T effector cells via Abatacept and rIL-35 will result in a better control of the inflammation with variant degrees of regulation depending on rout of drug administration.  There is still some contradicting data pertaining to Abatacept use in Asthma as some researchers found that it had some positive effects or no effect (1-5). Hence, to tackle this, this study has the following objectives: 1.to determine the efficacy of Abatacept IN treatment on the control of asthmatic lung inflammation as compared to IV treatment.  2.To determine the efficacy of IL-35 IN treatment on the control of asthmatic lung inflammation as compared to IV treatment.  3.To evaluate the additive effect of IL-35 and Abatacept double treatment on controlling chronic lung inflammation in mice.  Mice groups include: intranasal administration of Abatacept, intranasal IL-35, Intraperitoneal IL-35 and Intraperitoneal Abatacept and two more groups for both agents used once intranasally and another intraperitoneally. Groups will also include asthmatic and control. As for methods used, blood taken from groups will be analyzed with FACS  for T and Breg markers while lung tissue will be examined by confocal focusing on CD19 and EBi3. Also, Luminex is used to measure for Il-35 cytokines in serum while real time PCR is also used in this study to measure for IL-10, Ebi3, and IL-12 to assess regulation.
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