It is well known that inflammation as a complex interaction between some soluble cytokines
and cells participates in the process of immunological rejection. The metabolic pathway of
cyclooxygenase (COX) plays a prominent role in this process. The COX-catalyzed conversion
of AA to prostaglandins (PGS) and other inflammatory mediators encourage the inflammatory
response. In pathological situations, the continued production of COX-2 triggers the release of
downstream inflammatory factors and facilitates the aggravation of inflammation.

Therefore, we conducted qRT-PCR and western blotting to detect the expression of COX-2
mRNA and protein. Compared with sham group, the content of COX-2 mRNA and protein
remarkably increased after OLTx of AAVS8-Luc group; However, compared with the AAVS-
Luc group, intervening with AAV8-I118bp reduced the expression of COX-2 (Figure S1A,B).
We also performed ELISA assay to detect the expression levels of PGE2 (the downstream
product of COX-2) in serum. As shown in Figure S1C, compared with the sham group, the
content of PGE2 in AAV8-Luc group was significantly increased. Conversely, in AAV8-I118bp
group, the level of PGE2 was down-regulated.
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Figure S1. The emergence of DNA fragments was detected through agarose gel electrophoresis.

*p < 0.05; % p <0.01; ** p <0.001.



