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Transeesophageal spinal echography and platelet activity
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The detail of spinal structure can be seen through the spinal disk with the
transesophageal echography.However, the range of view was limitted below the 1st lumbar windows through
spinal disk. Augmentation of area supplied by the spinal arterz was not seen with the contrast
echography. Transesophageal spinal echography was useful for the diagnosis of the spinal ischemia.

The patients discontinued with antiplatelet therapy may be exposed to a risk of thrombotic events wich
coukd cause the delayed spinal ischemia. The aim of this study is to evaluate the antiplatelet effect of
flurbiprofen in patients who underwent surger¥. Our preliminary data demonstrated that flurbiprofen
inhibited platelet aggregation induced by collagen. Nonsteroidal anti-inflammatory drugs may include the
possibility of temporary replacement of aspirin. Our findings showed that the administration of
flurbiprofen can inhibit platelet aggregation and maybe useful to avoid the delayed spinal ischemia.
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Platelet Rich Plasma PRP
PRP 2000g, 25 10
20
20 Platelet Poor Plasma:PPP
PA 200 Kowa, Japan
PA 200
2 pg/mL , 7
= 100 %, =0 %
(50
ASA 70um), (25 50um), (9 25um)
7 ASA Physical Status 1, 2
(A0S) 1 A0S 6
M () () ®
Mean = SD
61.3 + 12.7
/ 6/1
cm 167.9 £+ 7.5
kg 68.0 + 6.9
253.0 £+ 61.5
331.7 + 64.8
g 261.4 + 160.1 (85 - 495)
,50 mg
15 (20 G)
1.8 mL

3.8

0.2 mL




P
18.4 17.3 0.44
(15.4; 24.6) | (14.6; 19.1)
282.8 220.2 0.63
(mg/dL)
Hb (g/dL) | 10.3 10.2 0.06
(9.6; 10.9) (9.5; 10.7)
PT (%) 84.7 80.1 0.19
(80.1; 85.9) | (78.5; 81.8)
PT - INR 1.02 1.05 0.16
(1.01; 1.05) | (1.04; 1.07)
APTT ( ) 35.4 36.4 0.31
(33.5; 40.4) | (32.4; 43.7)
13.1 14.6 0.94
(x 10/mL) (11.6; 19.9) (13.0; 17.7)
(%) P
1 (%) 5 5 0.38
3 ) 43 8 0.02
5 ) 67 16 0.02
7 (%) 71 18 0.02
P
10.6 15.6 0.22
55 3.0 0.11
14.4 1.6 0.02

(Cardiovasc Res
1998;40:223-229)
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The effects of intraoperative administration
of Flurbiprofen on the platelet functions in
patients undergoing General Anesthesia.
Asuka Ito, Seiji Watanabe, Yasunori Mishima,
Shuhei Niiyama, Kazuo Ushijima
Department of Anesthesiology, Kurume
University School of Medicine, Kurume, Japan.
Department of Dental Anesthesiology, Kyusyu
Dental University, Kokura, Japan
Introduction Antiplatelet therapy is often
discontinued 7-10 days before surgery when the
risk of surgical bleeding is considered
although current guidelines suggest that at
least aspirin should not be interrupted.
However, the patients under these
circumstances may be exposed to a risk of
thrombotic events such as acute coronary
syndrome, ischemic stroke, or ischemia of the
lower extremities. Temporary replacement for
aspirin may be considered for perioperative
strategy. The aim of this study is to evaluate




the antiplatelet effect of flurbiprofen with
recommended doses in patients who underwent
surgery under general anesthesia.

Methods
This study included 9 adult patients scheduled
for elective surgery under general anesthesia.
All patients were not received antiplatelet
agent therapy. A single dose of 50mg of
flurbiprofen was administered intravenously
during surgery to reduce postoperative pain.
Blood samples were obtained before and 15
minutes after administration of flurbiprofen.
Platelet aggregation function was measured
with a PA-200 instrument (Kowa Co. Ltd., Tokyo,
Japan), which determines the size and number of
platelet  aggregates using laser-light
scattering. Collagen (2p g/mL, final
concentration) was used as agonists to induce
aggregation in this study. Intensity of small,
medium and large-sized platelet aggregates
were measured before and after the
administration of flurbiprofen. Wilcoxon
signed-rank test was used to compare the
intensity of platelet aggregates before and
after the drug administration. Data were
presented as mediant SE. Significance was set
at p <0.05.

Results
Before administration of flurbiprofen, nine
patients showed almost a normal pattern of
platelet aggregability induced by collagen
measured with the laser light scattering method
(Fig.1). The intensity of small-sized platelet
aggregates significantly increased from 2.25
+ 0.34x 104 to 6.13 =+ 0.56x 104 after
flurbiprofen administered (p <0.05). In
contrast, the intensity of large-sized
platelet aggregates was higher at
pre-flurbiprofen point (3.78 + 0.56x 104)
than those at post-flurbiprofen point (0.87 £
0.19x 104, p <0.05). All patients showed a weak
pattern of platelet aggregability after
administration of flurbiprofen (Fig.2). There
were no embolic complications and side effects
of flurbiprofen.

Discussion
Our preliminary data demonstrated that
flurbiprofen inhibited platelet aggregation
induced by collagen, suggesting that
flurbiprofen, as same as aspirin, led to
cyclooxygenase inhibition followed by the
inhibition of  thoromboxane  synthesis.
Nonsteroidal anti-inflammatory drugs may
include the possibility of temporary
replacement of aspirin.

Conclusion
Our findings showed that the administration of
flurbiprofen with recommended doses can
inhibit platelet aggregation induced by
collagen in patients undergoing general

anesthesia.
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