
NEWS AND VIEWS

11 CONGRESS OF THE ASIAN AND
PACIFIC SOCIETY OF HEMATOLOGY

lImt’ Secomid Congress of the Asian and Pacific Society of Hematology will he held in

Manila, Philippines, in accordance with the resolution adopted at the First Congress of

the Society in 1958.

All meml)ers of the Asian and Pacific Society of Hematology and doctors and scientists

intereste(l in the field of hematology are cordially invited to attend this Congress.

1)ate: \Vednesday, I)ecember 27 and Thursday, December 28, 1961.

Place: The Science Hall of the College of Medicine, University of the Philippines, Manila.

Language: The official language of the Congress shall be English.

Presentation of papers: The deadline for submitting the titles and abstracts of the

manuscripts which are to be read is August 1, 1961.

The authors shall limit their abstracts to not more than 400 words. These papers shall

be submitted to the following address:

Dr. Eugene Stransky

President, Asian and Pacific Society of Hematology

Philippine General Hospital, Manila, Philippines

BOOK REVIEWS

ROBERT Sc�iw�wrz, M.D., Editor

ADvANcEs IN BI,00J) GROUPING. Edited by Alexander S. Wiener. New York, Gnmne and

Stratton, 1961. 549 pp., $11.00.

Iii an earlier volume ( Rh-hr Blood Types, Grune and Stratton, 1954 ) Dr. A. S. Wiener

selected and arranged 84 of his reprints. Advances in Blood Grouping is a similar collec-

tion of an additional 58 \Viener reprints, plus one repeat. With both volumes, the reader
still has access to less than one third of the total number of 440 publications that are

listed in both appendices. The selections, however, are highly representative and should

yield a simple means for many to determine what Dr. Wiener has done in blood grouping,

and when he did it. Some annotations are provided because none of the included reports

were intended originally to be part of such a volume. Neither Adeances in Blood Grouping

nor its predecessor, Rh-Hr Blood Types, can be considered to be texts. Both provide dif-

ficult reading even for those concerned with the historical aspects of blood group serology,

because each reprint is an independent communication phrased particularly for the moment

it was written. Neither volume, unfortunately, reveals the early academic Wiener style

(Blood Groups and Tran4iudons, 3rd edition, Charles C Thomas, 1946) which could be

so valuable in providing perceptive re-orientation for the rapidly accumulating data in

blood grouping-Richard E. Rosenfield.

KERNICTERUS. Report based on a symposium held at the 9th International Congress of

Pediatrics, Montreal, July 1959. Edited by Andrew Sass-Kortsak. University of Toronto

Press, 1961, 221 pp.
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This volume is a collection of brief reports by a distinguished group of 31 students of
kernicterus who participated in a symposium on kernicterus at the 9th International

Congress of Pediatrics in Montreal, July 1959. It was divided into five panels, the first
of which ( Panel A ) concerned itself with the incidence and causes of non-eryth.ro-

blastotic kernicterus of prematurity. It was agreed that kernicterus may occur in the ab-

sence of blood-group incompatibility, and that premature infants, especially males, are

more liable to kernicterus than term babies because of their greater tendency to become
jaundiced. It has not been established that prematurity per se increases vulnerability, but
there are suggestions that newborn brains are more vulnerable than those of adults. There

is considerable evidence that severe respiratory difficulty in the neonatal period predisposes

in some way to severe jaundice and to kernicterus. All are agreed that bilirubin ( uncon-
jugated, or “indirect,” bilirubin ) is the toxic substance that damages the brain, but

many variables are still unknown, and the correlation between the concentration of bill-

robin in the blood serum and the risk of kernicterus, while statistically overwhelming, is

miot absolute.

The standardization of bilirubin measurement is a serious problem that is still to be

solved. Crossly discordant results from different laboratories, and from the same laboratory

at different times, magnify the problem of interpretation of results. ( Fortunately, a corn-

‘nittee of the American Academy of Pediatrics, in cooperation with a number of other

mimedical organizations, is working out the problems of standardization.)

Panel B talked about factors influencing the life span of red blood cells. Newborn cells

differ in many ways from those of adults, but, except for the red cells of newborn pre-

matures, which are somewhat short-lived, they seem to have the same average life span

as those of adults. Their content of reduced glutathione is less stable than in adults, which
seems to be of importance if the infant is hypoglycemic, and may lead to increased

hemolysis. Babies with hereditary deficiency of the enzyme glucose-B-phosphate dehydro-

genase ( C-6-PD ) also have faulty glutathione metabolism, and have severe hemolysis

when exposed to certain compounds, such as naphthalene. \Vater-soluble vitamin K ana-
logues ( K3, synkavit, hykinone ) oxidize hemoglobin to methernoglobin, which is thought
to interfere with glutathione metabolism, and lead to increased hemolysis. ( The increase

in hemolysis certainly occurs. ) The usual effect of maternally-formed anti-red-cell anti-
bodies, such as anti-Rh, is to increase the rate at which red cells are removed from the

circulation by phagocytes of the reticuloendothelial system. All these mechanisms� of

which blood-group antibody action is statistically the most important, result in increased

liemimoglobin destruction and increased release of bilirubin into the circulation.

Panel C considered the metabolism and excretion of bilirubin. Bilirubin is nearly in-
soluble in water. In the serum it is attached to albumin and achieves a quasi-solubility by

this means. Were it not for the proteins of the serum, one would find no bilfrubin there.

In the cells of the liver, bilirubin is conjugated to form a soluble, excretable, non-toxic

hilirubin glucuronide, in the presence of the enzyme glucuronyl transferase. The glucuro-

nide-donating substance ( UDPGA ) may be somewhat deficient in newborns, but cannot

be replaced by glucuronic acid. The enzyme appears to be deficient at birth, not only in

humans, but also in a wide variety of animals. It may be inhibited in babies with anoxia.

Rare persons with hereditary lack of this enzyme. (Crigler-Najjar syndrome) have severe

jaundice, especially in the neonatal period, and most of them develop kernicterus; observa-

tions on these persons have given insight into the problems of bilirubin excretion. Because

of the enzyme deficiency at birth, most newborns arc severely handicapped in excreting

bilirubin, which explains physiologic jaundice, and explains why hemolytic disorders (even
mild ones) may result in extremely large and toxic concentrations of bilirubin in new-

borns. Fortunately, bilirubin readily passes through the placenta during fetal life; thus,
infants have low concentrations of bilirubin at birth, even those who have erythro-

blastosis fetalis.

Panel D took up the pathology of kernicterus. It was brought out that bilirubin is toxic
to all tissues of all animals tested. The reason for the special vulnerability of brain cells is

not at all clear, but the distribution and character of the lesions in the brain is the same
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in kernictertis resulting from erythroblastosis as in other conditions that produce severe

jaundice. It was shown that bilirubin interferes with intracellular “respiration” ( by tin-

coupling phosphorylation ) which is obviously a severe threat to the well-being of the cell.

Experiments with the motile, one-celled organism Tetrahynzena pyriformis showed that
it could often recover from the toxic effects of bilirubin. This was emphasized not to give

false hope in cases of severe brain damage, but to avoid an unnecessarily pessimistic

attitu(Ie toward babies with mild signs.
Heniatin, another pigment that may result from hemoglobin breakdown, was shown

to be toxic to some animals and is believed to be toxic to newborn human brains. Since

heniatin is more likely to be found in erythroblastosis than in babies with non-erythro-

blastotic hyperbilirubinemia, it is possible that the jaundice of erythroblastosis is more

dangerous than that of other conditions. A lowered oxygen-capacity of antibody-coated

red cells may also contribute to some extent to the severity of jaundice and risk of kernic-

tertis in erythroblastosis.

The last panel dealt with factors influencing the distribution of bilirubin in the body.

NIuch effective research has been done in animals; especially with the Cunn rats, which

have a hereditary lack of the enzyme glucuronyl transferase and cannot convert bilirubin
into soluble, excretable bilirubin glucuronide. The experiments showed that in these

congenitally jaundiced rats, the giving of Cantrisin, long-acting sulfonamides, and a

number of other compounds, reduced serum bilirubin levels but markedly increased the

frequency of kernicterus. ( This observation appears to explain the high frequency of

kernictcrus, and low serum bilirubin levels, in premature human infants treated with

Gantrisin. ) Cantrisin competes with bilirubin for the places on albumin molecules to

which each can be attached. Large amounts of this drug can make bilirubin almost disap-

1)ear from the serum; the baby is evidently safer if the bilirubin is in the circulation than if
it is in the tissues. Salicylate was shown to displace biliruhin from albumin in vitro.

Albumin given to newborn Cunn rats caused elevation of serum bilirubin concentration,

litit reduced the frequency of kernicterus. This is evidently the complete opposite of the

Gantrisin effect. Alubumnin seemed also to protect puppies from what would otherwise have

been lethal doses of bilirubin.

In Cunn rats, age was an important factor in determining the risk of kernicterus, but it

is impossible to guess from this what effect age �mer ce has in the human. Poor nutrition,

infection, and male sex were associated with higher frequency of kernicterus. It was

noticed that Cunn rats are not jaundiced at birth, in which respect they resemble the

human newborn.

I have not attempted to summarize everything in the hook, and have passed over much

of the detailed discussion of enzyme chemistry related to bilirubin metabolism and to the

toxicity of bilirubin, partly because I understand it so poorly myself. The book itself does

not cover all aspects of the subject. In particular, it says very little about the treatment of

babies or the prevention of kernicterus, except in an indirect way. ( Exchange transfusion

is still the only method of proven value ) . Nearly all the papers give some references, but

very few of them have summaries, and very little summarizing was done by panel chair-

men or the editor. The book suffers from lack of an index, and is marred in a good

many places by typographical errors-Fred H. Allen, Jr.

KRZEPNIECIE KRwI (BLOOD C0AcuLATION). Henryk Gaertner, Cracow, Poland, 1960, 527

pp., 54 tables, 16 photographs.

“Scientific extravaganza” is the best phrase to describe Dr. Caertner’s book on the
physiology and pathology of blood coagulation. To begin with, the work is unusual because

it refrains, refreshingly enough, from the popular pastime of imaginative hut unsupported

speculations. Not that he did not pursue several lines of research himself, but instead of

obscuring knowledge with a smoke screen of personal bias, he prefers to report the facts.

And this lie does with a vengeance. The book is a sort of a super reference book, or an

expert’s textbook, and yet is fully descriptive at the same time. The literature reviewed is

not bounded by geography. If anything, the work suffers from a certain embarras de

D
ow

nloaded from
 http://ashpublications.org/blood/article-pdf/18/2/251/570700/251-a.pdf by guest on 19 M

ay 2023



254 BOOK REVIEWS

richesse. Besides the chapters concerned with the more conventional aspects of clotting,

we find extensive discourses on allied topics such as blood cell morphology, functions of

capillaries or neuro-hormonal control, which might perhaps have been presented to ad-
vantage in a more compact form. Today’s concept of clotting is as straightforward as a

corkscrew afl(l it is to the author’s credit that he describes it in a detailed yet orderly

fashion. I refer in particular to the confusing probleni of nomenclature and actions of

clotting factors as (lescrihed l)y various workers.

ll1( I1’Ltifl object, however, in writing the book was obviously the collection of all that

is known or written about 1)100(1 coagulation, irrespective of language, field of human

endeavor or century. Thus the reader may unexpectedly be confronted by a paragraph

explaining in cold chemical terms the cause of death of Hamlet’s father or may find Rims-

sian amal American authors (luoted in the sanie breath, as it were. Many a doctor would be

(klighte(l to learn that the puzzling hemorrhagic iiianifestations of some of his hysterical

patients arc none other, of course, than “stigniata diaboli” well known as such in the

llii(l(ll(’ ages. This diversity of knowledge is presented with a charming old-fashioned

European flourish which to a modern, earnest scientist might appear here and there as a

garrulous iiiel#{233}e of superfluous ti(l-bitS. Even assuming, however, that there is nothing

funny al)OlIt heniostasis, the wealth of hard-fact information, attested to by 50 pages of

references, ‘Would umake tIme book ( in translation, of course ) a immost valuable addition to

the physicians library, whether he profess to practice the art or the sciemice of healing.

-I. I. Biezenski

HESIo(;I,omilN AND ITS AuNoi*.IAIITIm:s. \7(’rm)n Is!. Ingram. Springfield, Ill., Charles C

llU)IflaS, 1 53 iiii.

The author of this hook lm,is been responsible for many of the niajor advances in this

Sul)ject itii(l is therefore omit’ of the immost (1llalified to write (HI it. As descril)ed in the fore-

word, this volume is one of a series (levote(l to advancing the “newer knowledge of chern-

k’al me(licimle in the cause of clinical practice.” While it cannot be said that the material

ii) this text will be of great value to the clinician for diagnosis or treatment of patients
with hemoglobin disorders, it will certainly increase the physician’s understanding and

appreciation of their chemical basis.

The text covers, in a very lucid fashion, the major facts available about the ch�nistry

and three-dimensional structure of human hemoglobin and its inherited variations, up to

the year 1960. In an area as rapidly advancing as this, however, extraordinary efforts are

required to keep a book from becoming out-of-date during the time it is being “put to

press”. The author has conscientiously done his part by the addition of footnotes and in-

serts with last minute information. ( This reviewer hopes that an equally conscientious at-
tempt to hasten the publishing process was exercised by the publisher. ) The reader
should open this book, however, with the realization that several major advances in this
field have occurred too recently to be included.

Specifically, the text is divided into two parts, the first of which covers the general

chemistry of the hemoglobin molecule, selected features of its reaction with oxygen, its

three-dimensional structure as revealed by x-ray crystallography, and sonic very elementary

aspects of the life cycle of the red cell. The section on x-ray crystallography is worth

special mention, since it is the only understandable account of this subject in a medically-
oriented book of which this reviewer is aware.

The second part of the text deals primarily with “fingerprinting” and allied technics for

the elucidation of hemoglobin structure, and their application (largely by the author and

his associates) to the abnormal hemoglobins C, D, E, C, and I. Perusal of these chapters

will acquaint the reader with at least the purposes of tryptic digestion, Edman degrada-
tion, dimtrophenylation, high voltage paper electrophoresis, etc.

The 1)00k finally concludes with all too brief sections on the genetics of the human

hemoglobins, thalassemia, and fetal hemoglobin. These are disappointing in their brevity

and they are actually less valuable than the author’s presentations elsewhere.

In general, this book will be welcomed and reasonably easily read by most persons who
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have the background to become interested in the subject. There are relatively few errors

of fact even when the text deals with medical points, no mean accomplishment for a non-

flie(lical author. ( Although “anemia” is used, p. 68, apparently to refer to a lack of

functional hemoglobin without actual deficiency of the hemoglobin itself. ) A number of

typographical errors are present which are the more obvious against the background of

lilci(l prose-Park S. Gerald

Tu}: REn CELL. T. A. J. Prankerd. Springfield, Ill., Charles C Thomas, 1961, 184 pp.

‘Flie purpose of this bocik was to summarize and integrate current clinical and basic

me(lical knowledge concerning the erythrocyte. The book is well organized, clearly writ-

ten, and extremely well documented. There are very few errors noted in the text, tables,

0I� references. The subject matter is up-to-date, much of it having appeared as recently as

late 1960.

Time first half of the hook is concerned with the normal red cell, and the second half

with its variations in abnormal states, a short chapter being devoted to current knowledge

al)Otit red cells of different species. In part I, the subject matter is divided into chapters on

immorphology, aging, molecular stnmcture, pernieability, metabolism, hemolytic niechanismns

aIl(l 1)100(1 storage. In part II, the same general plan is maintained to descril)e the known

deviations from normal in disease states. Throughout the hook the emphasis is on bio-

chemistry.

l)r. Prankerd is discerning in dealing with those areas where information concerning

time red cell is incomplete, and interpretation of current knowledge is debatable. Although

there are a number of controversial topics in this field, the subject matter is so completely

and clearly presented, and the author is so conservative in drawing conclusions, that the

data is presented in a balanced and unbiased manner. However, there are sonic points in

this book with which one might take issue. For example, the existence of the abnormality

of phosphate turnover in congenital spherocytosis described by the author is disputed by

some. Moreover, statements regarding the significance of in vitro agglutination and the

importance of complement binding by sensitized cells in determining hemolytic mccli-

anisms could be challenged.
The author has gathered a large volume of data from many associated fields and has

put them together to make an extremely valuable and interesting book. This book is

highly recommended for those imiterested in any aspect of time erythrocyte.-Jane Des Purges
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