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Support for a Rat Model of PTSD A ReSEARL
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one Test).

Giza CC & Hovda DA (2001). The Neurometabolic Cascade
of Concussion. Journal of Athletic Training, 36(3): 228-235.

. Graham DI, Adams JH, Nicoli HA, Maxwell WL & Gennarelli
TA(1995). The nature, distribution and causes of traumatic

brain injury. Brain Pathology, 5:397-406.

We induced concussive injury in rats utilizing the well | J%EEESkjiz“é‘i;%?.'“ﬁaﬂgu’?n"‘gié:s%%fﬁhi}?;‘.&iS‘lmers
characterized lateral fluid percussion injury model (FP) Again, injured rats showed 100 - 100, - '/ Sham (n=6) I1Injured (n=7) 100 - _ !ISham(n=6) IiInjured (n=7) _ . ':é’éﬁk”fiy'zé‘,zjgfrs;gs,ﬁé”sk?féﬁsx2‘ié%aJv°vaLealZo&
oo . o one T itzpatric '( . psttraumaticstress isor ergn
and then assessed delay & trace fear conditioning normal frace acquisition. 90 9 9 - ! [ T Faumatic brain injury. Journal of Renabillation Research &
acutely after injury. In Delay FC context and tone fear (Data not shown) 80 . o \ Owioon Tl Catn GO & Herin DA2004) b ryindces
alterations in N-methyl-D-aspartate receptor subunit
depend on ihe amygdala, however coniexi Injured rats showed normal - L 0 1 Sostn o b roged S
Condlhonlng OISO engcges The hlppoccmpus' Troce FC ConteXtUGI feor. g 60 - o o ol N;:GoffiggéilgiggoFsz;r?ggl.owMS(2005). Stress-induced
s a more difficult fask because of a femporal (Context Test) § s 5 5 s Sosiraumato svess Gsorsl. Neurosooncs and
discontinuity between the tone and shock.  This e e ’ E 4 £ £ w0 | :Th"d"”%’f’angﬁiﬁ:f}ﬁ%ﬁmd?f §
. . . . . - . ) =X =X . chmoller H, Nugent arton -Findings of mi
disconfinuity reduces associafive conditioning and thus njured anima's showed - raumatic brain injury in combat veterans with PTSD and a
. enhanced Cond”lonlng dU”ng 30 - 30 - :g(g);ysc:)fab.lgit:sconcuss|on.JoumalofNeuropsycmatry.
reveals a hippocampus dependent component fo : Quinn JJ, Santosh OS, Morrison GE & Fanselow MS (2002).
t 20 - ( )
. 8 C o : one presentations & frace 20 - Post-raining excitotoxic lesions of the dorsal hippocam pus
reSpOﬂdlng . SYSTemOhC InveSTIgOTIOH Of feOr |eOrnIng - attenuate forward trace, backward trace, and delayfear
. . |ntervals. 10 - 10 - [ conditioning in a temporally specific manner. Hippocampus,
post-TBl will help us better understand the mechanisms (Tone Test, Day4a&b) 0 . | 12:496-504
1 1 1 1 1 ! ) ' ' ' 1 ; ' ' ' ' ' ' ' CDC Website on TBI: hitp//www
of PTSD associated with mild TBl.  This, in furn, holds Sham (n=14 Injured (n=14) 5. Noe! Noie? Noiced Noiset Noes Noiees Noice? 8L Trace! T . - . - - e o . e ik

Thompson HJ, LifshitzJ, Marklund N, Grady SM, Graham
DI, Hovda DA & Mcintosh TK (2005). Lateral fluid percussion
brain injury: A 15-year review and evaluation. Journal of
Neurotrauma, 22(1): 42-75.

promise for future development of effective

@ @
- - _ Main effect of Noise Presentation (p=.04) by Two-Way Repeated Measures ANOVA. Error Bars = SEM Main effect of Injury (p=.05) & Noise Presentation (p<.01), Interaction (p=.03) by Two-Way Repeated
terventions for post-TBI PTSD. Mecatres ANOVA. Erer e > 2 ony

lateral Fluid Percussion Brain Injury fear Conditioning Behavior

Subjects:. Male Sprague-Dawley rats received either Sham surgery or a moderate-severe Lateral Fluid Percussion Injury (FP). Rats were maintained Behavior. Beginning 2 days
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on a 12hr night/day cycle and with food & water ad libitum. All procedures were approved by the UCLA Chancellors Animal Research Committee. post-injury rats received
Surgery. FP results in a diffuse injury and was induced using our standard protocol®. Rats were anesthetized with a 1-2% isoflurane-O, mixture. one of two types of fear
Following a midline incision, a 3mm diameter craniotomy was made over the left hemisphere, centered at 3mm posterior to bregma - conditioning: (a) Delay or

and 6mm lateral to midline. An injury cap was cemented onto the skull, over the exposed dura. Once consciousness to toe pinch "’?“ . 7“-.;,1 (b) Trace, according to
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filled column of the device, entering the skull and deflecting the brain along the intact dura. Sham animals underwent all surgical = orocedures consisted of
procedures without attachment of the injury cap or fluid pulse induction. %007
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If apnea persisted >40s resuscitation was performed with O2 and gentle positive pressure, Acute pathophysiology results primary from glutamatergic excitotoxicity,
until spontaneous respirations returned. Moderate-severe injury was defined as the neurometabolic dysfunction and edema lasting 10 days post injury and has been
absence of the toe pinch withdrawal reflex for >3 min. There is little to no ipsilateral measured in ipsi cortx & hippocampus’. llcknowledgemenb
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