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Introduction Figure 1 Figure 3
sychological stress is known to increase neuroinflammation. S A M - . - Infralimbic Cortex . in Prellmbic Cortex
» Neuroinflammatory pathways are contributing factors to various stress-related B T TR » f >
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» Exposure to chronic stress in rodents results in elevated markers of immune 0 o L B RS e g, g,
activity, such as activation of microglia, as measured by ionized calcium Bl R R e B S I I S I I
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* There has been little research investigating the effects of acute social defeat
stress on central immune activity. 7 Days After Stress
Microglial Morphology (no injection)
» Acute stress can prime microglia to exhibit an enhanced proinflammatory + 3 1.0
response to a subsequent immune challenge (i.e. Lipopolysaccharide). ) . 508
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* The prefrontal cortex (PFC) is a critical brain region for coping with stress. 2 ‘g g 06
Chronic stress significantly alters neuronal morphology in the medial PFC=. £ 2 ® E
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Animals: Adult Male Syrian hamsters (Mesocricetus auratus) [ NoDefeat [ Acute Social Defeat
* = Significant main effect of Social Defeat
EXEQ riment 1: + = Significant main effect of LPS
. 24 Hours . 4 Hours . PRE X2 T AN A , SIS
Social Defeat/ | ___ 0~ LPS/Saline Euthanasia & No defeat & 100 pgkg :
No Stress Injection Perfusion O Conclusions
N - aes * These findings indicate that acute social defeat primes microglial activity in the
Experiment 2: A vmPFC following subsequent LPS exposure.
Social Defeat/ Euth 2 N « Acute social defeat appears to “activate” microglia in the vmPFC, as indicated by increased
OICJa Ste €3 + uP afna,SIa Iba-1 eXpreSSiOn and acute ChangeS IN mOrphOIOgy.
o Stress erfusion | _ N
45 . 2o « A * Acute social defeat does not appear to contribute to an arrested hyper-ramified state, as
1. Acute Social Defeat: Subjects were exposed to three, 5-minute No defeat & 500 g/kg Defeat & 500 ug/kg discussed in Hinwood et al., 2012.
aggressive encounters in the home cage of three, separate, larger,
aggressive hamsters. Encounters occurred at 5-minute intervals. . : - - -
Control animals were exposed to an empty aggressor’s cage. Flgure 2 Discussion & Future Directions
2. LPS Injection: 24-hours following social defeat, the effects of P B NNRS $© RESe D e  The greatest differences were observed at 20.p_g/kg, which may indicate a point at which a
stress-induced priming of microglia was assessed by exposure to greater percentage of cells display hyper-ramification.
aPOendeot%g 'mrg%r(‘)% cha/LIer;_ge V'? mtrapherl’ggneaLIP(lS.p.) Injection » The disparity between OD and morphology data at 20ug/kg may be due to low sample size
Ot Y, 24,  an Mg/kg lipopolysaccharide ( ) ' (n=4/group); current efforts are increasing the power of these samples.
3. Euthanasia: 4-hours following LPS injection (Exp. 1) or 7 days
I?alnlr?s\f\clzlgrg d%e”];eggf_ﬁjxs% dzg’nzag‘rz;(re]?e\’)\(’ter;ecteelghan'Zed and — — - « Future work will stain for phagocytic microglial activation state marker, CDG8.
N . L The morphological transformation that occurs in progressive activation states of « Determine the effects of an antibiotic, minocycline, that selectively inactivates microglia on
4. _ImmunOIabe_"ng—' Mlc_rogllal aC_tlvatK?n V_VaS measured by microglia (Figure adapted from Hinwood et al. 2012)2. defeat-induced Changes N behavior.
immunolabeling of ionized calcium binding adaptor protein-1 (lba-
1) through immunohistochemistry in the prefrontal cortex (PFC)
using Rabbit monoclonal anti-Iba-1 antibody (1:10,000: Acknowledgements and References
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