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We thank Dr Toumpoulis for his nice comments
regarding our article entitled ‘Ischemic preconditioning
and nicotinamide in spinal cord protection in an exper-
imental model of transient aortic occlusion’. He highlights
the important point that keeping the blood pressure above
100 mmHg reduces the postoperative neurological dysfunc-
tion during the aortic occlusion [1]. We concur completely
that hypotension should be avoided during aortic occlusion.
This might reduce the collateral circulation. In our model,
the tail artery was cannulated for distal aortic pressure.
Blood pressure dropped from 80—90 to 10—20 mmHg after
cross-clamping. However, our aim was to confirm that
cross-clamping was complete. Heartbeats were around
180-190. We did not find any correlation with blood
pressure and neurological scoring. However, we discarded
four animals that had hypotension due to hemorrhage.

With regard to the comments for improvement in
paraplegia from 24 to 48 h, as stated in our article we think
that apoptosis might be the underlying mechanism. The
necrotic cells in light microscopy might be apoptotic and
terminal damage might not occur. We measured the
apoptotic cells in 48 h. Another study comparing the
histological changes and the number of apoptotic cells at
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24 and 48 h of the experiment should be undertaken to
explain this finding. However, we did not focus on the
mechanism for reduced apoptotic cell death by ischemic
preconditioning (IPC) in our study. Recent studies have
shown the importance of inhibitors of apoptosis (IAP)
following spinal cord injury [2].

Another point that has been raised is the duration of IPC.
This has different time scales in various studies [3,4]. We
believe that at least 5 min of ischemia should be present for
the protective effect of IPC.

In conclusion, IPC is a promising method in spinal
protection and further studies are needed to explain the
underlying mechanism.

References

[1] Toumpoulis IK, Anagnostopoulos CE, Drossos GE, Malamou-Mitsi
VD, Pappa LS, Katritsis DG. Early ischemic preconditioning without
hypotension prevents spinal cord injury caused by descending thoracic
aortic occlusion. J Thorac Cardiovasc Surg 2003;125:1030—-6.

[2] Keane RW, Kraydieh S, Lotocki G, Bethea JR, Krajewski S, Reed JC,
Dietrich D. Apoptotic and anti-apoptotic mechanisms following spinal
cord injury. J Neuropathol Exp Neurol 2001;60:422-9.

[3] Zvara DA, Colonna DM, Deal DD, Vernon JC, Gowda M, Lundell JC.

Ischemic preconditioning reduces neurologic injury in a rat model of

spinal cord ischemia. Ann Thorac Surg 1999;68:874—80.

Caparrelli DJ, Cattaneo SM, Bethea BT, Shake JG, Eberhart C, Blue

ME, Marban E, Johnston MV, Baumgartner WA, Gott VL. Pharma-

cological preconditioning ameliorates neurological injury in a model of

spinal cord ischemia. Ann Thorac Surg 2002;74:838—44.

[4

=

* Corresponding author. Avukat Sureyya Agaoglu sokak No: 4b D: 17,
Nisantasi, Istanbul 80200, Turkey. Fax: 4+-90-212-6351959.
E-mail address: isbir@yahoo.com (C.S. Isbir).

220z Yotey 01 uo 1senb Aq GG816€/£58/S/v2/e101e/S10fe/W00 dno olwepeoe//:sd)y woly papeojumoq


http://www.elsevier.com/locate/ejcts

	Outline placeholder
	References


