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FIBRINOLYSIS  Fibrin-deposition is an in-
tegral part of all acute inflammatory reactions,
and the fibrinolytic process is best conceived ag
a basic repair mechanism operative throughout
the organism. “All mammalian sera contain an
enizyme precursor,. plasminogen . (profibrinoly-
sin)..- Spontaneously, or in the presence of se-
rum, tisste, urine; or bacterial activators, it is
converted to plasmin (fibrinolysin). These ac-
tivators may - conceivably “be “inhibited by a
naturally occurring plasima inhibitor, but - defi-
nite studies have not been reported.  However,
free -plasmin in blood “is “inhibited by one or
more antiplasming found inserim - and -pos-
sibly in oplatelets,  Normal - lysis of clot s
thought to be due to activition of plasminogen
which had “been_adsorbed “otito” fibrin during
clot formation by circulating “activator,  The
increased - fibrinolytic activity océurring - after
exercise, ischemia, pyrogens, electroshock, epi-
nephrine ‘and acetvlcholine is -also” associated
with increaged levels of circulating plasminogen
activator.The release “of “activitor into the
circulation is “believed to depend on a ¢ho-
linergic eftector mechanism - in - vessel walls
(veins, arteriés and capillaries) which respond
to ischemia (locally and veflexly) by releasing
activator. - Hyperplasminemia occurs when the
rate of “activation of plasminogen exceeds the
inhibitory “activity -of ‘blood. Plasmin hydro-
lyzes fibrin, but in addition,-it ‘will hydrolyze
fibrinogen; accelerator “globulin, - some of the
compornents of . complement, -ACTH, growth
hormone ~and glucidgon.  Clinically, this s
manifested by hypofibrinogenemia “and - de-
creased factor V' concentration. " (Alkjaersig,
N.: “Fibrinolysis ~and Fibrinolytic ~Activity ‘in
Man; Physiol. Rev. 39: 343 (April)-1959.)

PLASMINOGEN INHIBITOR = Plasmino-
gen in the presence -of “activators’ is rapidly
converted to plasmin, a proteolytie enzyme ac-
tive at “neutral  hvdrogen ion concentrations,
Activiitors specific - for plasminogen include
streptokinase ~ and - staphlokinase ~of “bacterial
origin, urokinase and plasma activator found
in body fluids, and fibrokinase derived from tis-
sue.  Argiiine and lysite -esters aré competi-
tive ‘inhibitors of ‘both- plasmin and its-acti-
vators. This study  describes the effects of
e-aminocaproic” dcid. - The . results indicate
that its primary action is to ‘inhibit the activa-
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tion of plasminogen, but it also possesses; de-
pending upon-its concentration, the dual prop-
erty of ‘either inhibiting or.enhancing the ac.
tion -of ‘plasmin. . (Alkjaeisig; N., Fletcher, A.
P.; and Sherry, S.i e-Aminocaproic - Acid: An
Inhibitor of Plasminogen Activator; ]. Biol.
Chem. 234:832 (April) 1959.)

LIPID MOBILIZATION - Lipid mobilizer
hormone is released during surgical stress, lead-
ing to mobilization of triglveerides” from the
omental depot. There is a shift in paper elec-
trophorograms from alpha-lipoprotein to beta-
lipoprotein predominance in omental vein blood
during surgery.  Omentum also appears to re-
move cholesterol from blood circulating through
it (Zarafonetic, -C. J.; and others: Lipé’d
Mobilization "as a Consequence of ~ Surgical
Stress, AmJ M. S¢. 237 4] (Aprily 1 959.)

BLOOD LOSS ESTIMATION A compari-
son is made between the blood loss measured
by weighing sponges and that determined by
measuring the pre- and post-operative blood
vohime: . To dvoid errors dite to evaporation,
the sponges are weighed immediately after
use. . There is no correlation between the op-
erative blood loss and the difference between
the pre- and post-operative hematocrit, There
is a high correlation between the operative
blood " loss “as measured by the gravimetric
method and the one estimated through deter-
mination of blood volume. Caleulations in-
dicate that the value of the blood loss deter-
mined gravimetrically, plus 25 per cent, is equal
to the true operative blood loss. (Cdceres, E,
and Whittemburg, G.: Evaluation of Blood
I}().S’.S‘("S During Surgical Opérations, Surgery
45: 681 (April) 1959.) ‘
WOUND SHOCK  Civilian injuries resemble
battle injuries i1 the extent of blood loss and
the aniformity with which this loss is usually
underestimated, particularly in “closed injm’ie;s
with fractures of the limbs and trink. A pa-
tient with a normal blood pressure and pulse
rate, pink, warni and with good arm veins, may
already have lost 30 to 40 per cent of his total
blood volume.  Severe collapse -usually “indj-
cates a blood loss of at least 50 per cent. Even
when the total blood volume has been returneil
to 80 per cent of normal by hemodilution or
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plasma-transfusion;-a-raised pulse rate may still
indicate a lowered red cell volume, " (Clarke;
R::"On the Nature and Treatment of Wound
Shock, Ann. Roy. Coll. Surgeons ‘England 24:
239 (Aprily 1959.)

TRANSFUSION "REACTIONS - A trans-
fusion -reaction -exhibits three -clinical phases:
(1) acute reaction, {2)-oliguric phase, (3)
diurétic phase. Arnesthesia miasks most of the
classical symptoms: of acute transfusion. redc-
tions; during an operation, the most prominent
sigh “may- - be  bleeditig” from - cut-surfaces.
Emergenicy -measures ~of ~the “acute reaction
phase ave: - (1) Immediate discontinuanee of
the transtusion: The needle should be left in
place for treatment of shock shiould it develop:
intraverious ~ fluids] . dextran; - oF 7 compatible
blood. -Arterenol may be réquired in addition.
(2) Establishment of the diagnosis. The phy-
sician himself should driw blood from the pi-
tient, “examine it Tor hemolvsis, and “have-it
cross-matched - with” blood  from -the - inerimi-
mated bottle, " He should refuse to accept any
previously used samples, - (3) Tmmediate in=
travenous administration of five per cent §olu-
tion-of -dextrose in water (two liters) with 300
mEq. of sodium bicarbonate (to prevent block:
ing of renal tubules with acid heme). {4)-Ad-
ministration -of Mamnitol, 50 or 100 ‘ml. of a
25 per cent solution, in the hope of ‘increasing
urinary: flow “by Cosmoti¢ - diuresis. - Medical
management ‘of the-oliguric phase inclides ve-
striction of flnid intake and prohibition of so-
dium intake. Protein catabolisim is discour-
aged by .a high-calorie;, low=protein yeginien.
Prophylactic” antibiotic treatment s indicated:
Indications for the artificial kidney are chems-
ical and clinical.. Dialysisis an important ad-
junct to therapy and should be emploved vela-
tively early inthe oliguric phase before the pa-
tient's clinical condition” deteriorates.( Barlas,
G M and Kloff, W_ 1.2 Transfusion Reactions
and “Their Tréatment, Especially with the Ar-
fificial ‘Kidney; J. A_M A7 169: 1969 (April
25).19597)

AMMONIA INTOXICATION ~Ammonia
in stored “blood ‘incréases -at an average’ rate
of 120 micrograms per 100 ml. per dav. The
most practical method at present _for reducing
or coutrolling “ammornia -intoxication that may
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result from: massive-transfusionin-a- cirthotic
patient is - to-administer intravenously arginine
simultaneously with the - blood - as - deseribed.
{(Britton, R.-C:: " Ammonia Intoxication from
Bank Blood in Patients with Cirrhosis of the
Liver, ~Cleveland - Clinic Quarterly = 26:781
(April) 1959.)

CARDIAC ARRHYTHMIAS  Direct coio-
nary artery pressure and How, “coronary sinus
flow, and systemic blood ‘pressuré were meas-
ured in 264 dogs. . After control “studics; car-
diac¢ arrhythmias were induced.  Auricular and
veritricular prématuie contractions; paroxysmal
auricular ‘tachyeardia, auricular fibrillation and
flutter,” ventricular tachyeardia and fibrillation
all were found to decrease coronary artéry pres-
sure and How and svstemic aiterial presstire sig-
nificantly, particularly when irrégular and rapid
rates” (190 and above) were present. Direct
brachial “urtery “pressure measured i Kamans,
showed significant decrease in” blood  pressure
when heart rate was 180 or above.  Vasopres-
sor drugs may ubolish airhvthinias plos correct-
ing hiypotension.” . On-the basis of animal ex-
perimental evidence, therapy of “cardiae  ar
rhivthimias” should aim toward vapid eorrection
with vasopressors and later permanent corfec:
tion: should “he secured “with - quinidine and
digitalis”drugs. - Patients with coronary artery
disease -should - have “arrhvthmias “tréated o
madtitain “adequatecoroniary perfusion.since
both clinical and electrocardiographic evidence
of ‘myocardial -ischemia ‘may- becoriie evidont
with even very small reduction of coronary ai
tery cpressure “and T How!(Corday, 7E. and
others: “Effect of Cardiae “Arrhythwiias on the
Coronary - Circulation, Annals. ~Tnt.” Med. 50
335 (March) - 1959.)

VENTRICULAR FIBRILLATION - Fibril-
lation of the-ventricle in the human 1§ produced
by an_electric charge made - within- the icart
itself. - ATcheckerboard distribution of coronary
artery ‘blood produces these electric charges,
They do not appear when the Beait is uriiformly
deprived of ‘oxygenated blood, but when only
part ‘of “the muscle is deprived of oxvgenated
blood. Conversion of oxyvgen dilferentials into
electric” charges réquires fuither mvestigation,
Hearts witl adequiate inflow bat with checkery:
board distribution require”éven-distribution for
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