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The blood fibrin in canine anaphylaxis.

EDWIN W. SCHULTZ and GLADYS NEWNAN.

[From the Department of Bacteriology and Experimental Path-
ology, Stanford University, California.]

Attention® was called to the fact that the delay or loss of the
coagulability of the blood in canine anaphylaxis is apparently due
to a reduction in the number of blood platelets, resulting in a re-
duction in the amount of thromboplastin necessary for the for-
mation of a coagulum. With this in mind it was found possible
to make a quantitative study of the blood fibrin by means of the
simplified technique of Foster and Whipple® plus the addition of
a thromboplastic agent to the clotting solution. This was sup-
plied either in the form of a suspension of platelets, prepared as
indicated in the previous paper,* or of a commercially prepared
thromboplastin (Squibbs). Since the latter was the most con-
venient, this was generally used. The commercial product was
filtered through a Gooch filter and was added in uniform quanti-
ties, 1 or 2 cc., to the clotting solution into which the oxalated
plasma had been discharged. All the plasma samples, including
the normal, from a given animal were treated in the same manner.

The animals were sensitized to horse serum, 0.3 cc. per kilo
subcutaneously, and the shocking dose, 1 or 2 cc. per kilo of ani-
mal weight, was administered by intracardial injection. Ana-
phylaxis in dogs so injected almost invariably terminates fatally
and marked pulmonary fixation, generally considered uncommon
in canine anaphylaxis, is frequently observed at autopsy together
with the hepatic congestion. The blood samples were also ob-
tained by cardiac puncture.

Our results show that as a rule there is a well marked decline
in the fibrin values immediately after the drop in blood pressure.
The initial abrupt decline is generally followed by a more gradual
one of variable duration. In animals which live sufficiently long,
a gradual shift towards the normal level generally becomes evi-
dent. It is noteworthy that corresponding to the initial drop in

1 Schultz, E. W., Proc. Soc. Exp. BioL. AND MED., 1925, xxii, 343.
2 Foster, D. P., and Whipple, G. H., Am. J. Physiol., 1922, lvii, 365.
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the fibrin there is a well defined rise in the hemotocrit values,
frequently from 10 to 20 per cent above the normal. The max-
imum hematocrit readings are generally attained by the tenth
minute (average on thirty dogs in fatal shock), immediately fol-
lowing which the fibrin generally reaches its lowest level. This
would suggest that the drop in fibrin is probably due to an escape
of plasma proteins incident to the increased permeability of the
capillary endothelium recognized in anaphylaxis, although the
possibility of its partial destruction cannot be excluded.

The following table illustrates the points in question. The
fibrin is expressed in milligrams per 100 cc. of blood; the hema-
tocrit (cells) in per cent.

2871
The blood platelets in canine anaphylaxis.

ALBERT P. KRUEGER and EDWIN W. SCHULTZ,

[From: the Department of Bacteriology and Experimental Path-
ology, Stanford University, Califorma.]

It is well recognized that in canine anaphylaxis the blood gen-
erally becomes incoagulable, often remaining fluid for days. This
loss of coagulability of the blood has been attributed to an excess
of antithrobin or to a diminution of thromboplastin. Recently
one of us noted," in connection with studies on the blood fibrin in
canine anaphylaxis, that the addition of a small quantity of
platelets to the clotting solution, into which the oxalated anaphy-
lactic plasma had been discharged, induced prompt coagulation
in samples which otherwise (in controls) remained uncoagulated
for hours, sometimes for days. This suggested the desirability
of making platelet counts. While a diminution in the platelets
in anaphylaxis has been reported,” ® we were especially interested
in the counts obtained in fatal canine anaphylaxis, particularly
since changes in the coagulability of the blood are more promi-
nent in the dog than in other animals.

1 Schultz, E. W., Proc. Soc. Exr. BioL. AND MED., 1925, xxii, 343.
2 Archard, Ch., and Ayanud, M., Compt. rend. Soc. de biol., 1909, Ixvii, 83.
3 Pesci, E., J. de physiol. et path. gen., 1921, xix, 242.



