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September 23, 1991

Dear Editor:

We recently reported a series of clinical variables associated
with high risk of associated abdominal injury.' In that study,
assault or abuse as the mechanism of injury was associated with
a significant risk of abdominal injury (odds likelihood ratio
= 5.08, 95% confidence intervals = 1.07, 24.2, p < 0.05), and
bicycle accidents were not associated with such risk (odds like-
lihood ratio, 0.702; 95% confidence interval, 0.21, 2.35; p = not
significant).

While performing subsequent analyses on these data, we dis-
covered that a computer error had caused the reversal of the
above variables. The corrected analysis shows that children in-
jured as a result of bicycle accidents are at significantly higher
risk for having associated abdominal injury. Assault or abuse
was not found to be a significant variable in predicting associated
abdominal injury based on a multivariate analysis. This is prob-
ably due to the relatively small number of children with this
variable (n = 26; 4%). Nevertheless, we believe that these children
probably should continue to be viewed as "high risk" for ab-
dominal injury. In a prior series, children scanned after suspected
abuse had a high frequency of thoracic or abdominal abnor-
malities (67%), as well as a high mortality rate (50%).2

These changes do not alter the conclusions of the original
paper. Nonetheless, we regret this error and hope that it has not
been the cause of serious inconvenience to readers ofAnnals of
Surgery.
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September 19, 1991

Dear Editor:

I wish to raise a criticism of Dr. Klar's conclusion.' The con-
clusion states: "These results lead us to suggest that vasocon-
strictor agents may worsen pre-existing pancreatitis in humans
and therefore should be avoided if possible." The design of this
study and choice of animal model automatically predetermine
this result. Perfusion is the issue in septic shock, but perfusion
is dependent on adequate flow (cardiac output) and an adequate
perfusion pressure (mean arterial pressure). When vasoconstric-
tors are used to improve perfusion, one is obligated to assure
that it is not at the expense of blood flow. In Dr. Klar's study,
no attempt was made to document flow stability during the
phenylephrine infusion. It is also known that in rats, to maintain
cardiac output during septic shock, high-volume infusions must

be given or low-flow states result. Therefore, rats are not a true
hyperdynamic septic model. Use of phenylephrine to maintain
blood pressure alone in the presence of a low-flow state would,
by necessity, decrease perfusion to organ systems, and is con-
traindicated in the treatment of any shock state. Dr. Breslow's
study in swine, which more closely approximate human cardio-
vascular physiology, showed no flow decrease to multiple organ
systems with the use of high-dose pressors in the presence of
septic shock when filling pressures and cardiac output are main-
tained at pre-existing levels.2 Human studies using vasopressors
in a systematic approach to septic shock, which aim to augment
total perfusion as indexed by oxygen consumption and delivery
parameters, have shown beneficial effect in overall survival and
organ perfusion, specifically in kidneys.35

I applaud the authors' attempt to answer the question of re-
gional flow in septic shock; however, I seriously question their
use of this model and the subsequent extension of their conclu-
sion to the human condition.
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JAMES S. GREGORY, M.D.
Chicago, Illinois

October 15, 1991

Dear Editor:

We wish to reply to the letter ofJames S. Gregory, M.D., who
has written a critique of our article entitled "Adverse Effect of
Therapeutic Vasoconstrictors in Experimental Acute Pancre-
atitis."

Dr. Gregory points out that studies ofthe use of vasoconstric-
tors in septic shock in some animal models do not show that
there is any adverse effect, and in fact there is some augmentation
of total perfusion in some studies. He points out that particularly
in rats high-volume infusions must be given to maintain cardiac
output lest vasoconstrictors indeed have an adverse effect.

Although we do not disagree with the material cited by Dr.
Gregory, we wish to point out quite clearly that his comments
are directed at models ofseptic shock. Our study is not concerned
with septic shock but with pancreatitis. In addition, one should
note that the degree of pancreatitis induced by cerulein is quite
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