The β-adrenergic receptor blocker and anti-inflammatory drug propranolol mitigates brain cytokine expression in a long-term model of Gulf War Illness
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Supplemental Figure 1. Propranolol treatment did not ameliorate neuroinflammation in the absence of DFP.  Mice (N=4-7) were given corticosterone (CORT) in the drinking water for 7 days every other week for a total of 5 weeks. On the final day, mice were challenged with a single injection of lipopolysaccharide (LPS).  Propranolol was given either 4 days (during CORT; Tx+) or 11 days (outside of CORT; Tx-) prior to LPS challenge in the CORT LPS (C. LPS) exposure condition.  At 6 hours post-LPS, the expression levels of inflammatory cytokine mRNA were measured in the cortex (A) and hippocampus (B).  Statistical significance was determined at p≤0.05 compared to saline (Sal)* and C. LPS#.


[image: ]
image1.png
Hippocampus

Cortex

i N\

—NNNNY

Sal C.LPS Tx+ Tx-

ul

Sal C.LPS Tx+ Tx-

AN

Sal C.LPS Tx+ Tx-

ull

TNFa

<
o

ai AN\ N

*
o~
o w
(v) =

i AN\

Sal C.LPS Tx+ Tx-

al

o
)

ST 0 v8 w 0SS
]JoJluod JaA0 a8ueyd pjoj YNYW

S'C

o




