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Dosage of 300,000 units is connnonplace and a dosage of
less than 100,000 units per quarter is seldom employed.
These results afford some indication of the quantity of
penicillin which may be present in the milk obtained from
an infected cow shortly after treatment. For instance, after
24 hours a two-gallon cow treated in each of the 4 quarters
with 100,000 units excretes about 74,000 units of penicillin,
or approximately 2,000 units of penicillin in a glassful of
milk.

The degree of contamination of the bulked herd milk
supply ultimately depends on a number of factors such as
the dosage administered, the number of quarters infused,
the amount of milk produced by the infected cows, the number
of infected animals in a herd, and the volume of milk from
treated cows in relation to the total herd milk supply. In
general terms, however, the interaction of all these variable
factors, as well as the possibility of allergic or sensitizing
ill-effects to persons consuming the milk, can be easily

. eliminated if the milk from each treated quarter is discarded
or used for purposes other than human consumption for a
period of 72 hours after treatment.

Control

The fundamental requirement is that the milk from an
infected cow shall be withheld from the herd milk supply
for 3 days after antibiotic treatment. Since the milk often
appears to be normal shortly after treatment the farmer
may believe that the milk is suitable for use, but apart from
its antibiotic content such milk is also adulterated by pus
and is generally unsuitable for consumption.8

Obviously there is need for considerable educational and
propaganda work to' overcome ignorance of this type.
Another possibility, which may be of eventual assistance in
ensuring the discarding of milk, is .the incorporation of a

suitable dye-stuff in the antibiotic preparation, in order to
discolour the milk for a considerable period after treatment.
Workers in the USA and Scandinavia have already achieved
a 'Iimited degree of success in this direction.

Unfortunately there is at the moment no rapid platform
test which can be used on the incoming milk to detect anti­
biotic contamination of milk supplies and to prevent their
being used for consumption. Thus the control procedure
would seem to depend essentially on the routine antibiotic
testing of herd milk supplies, and subsequently either
(a) possibly prosecution for supplying contaminated milk,
or (b) suspension of the milk supply until the milk has been
demonstrated to be free from contamination. As procedure
(b) is likely to require several days to complete, the penalty
is sufficiently severe to deter the dairy farmer from taking
the risk of including doubtful milk in his herd milk supply.

SUMMARY

Samples of market milk supplies collected from dairies in
Johannesburg were examined for penicillin contamination.

Penicillin in concentrations exceeding 0·01 units per m!.
of milk was found in 3· 09 %of the 1,229 samples tested.

Acknowledgement is due to the City Dairy Inspectors of the
Public Health Department for their cooperation in collecting
milk samples, and to the Director of the Abattoir and Livestock
Market Department, Johannesburg, for permission to make this
publication.
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URTh1E AND STOOL ThrvESTIGATIONS IN THE DIFFERENTIATION OF THE PORPHYRIAS AS
SEEN IN THE THREE RACIAL GROUPS IN CAPE TOWN*

L. EALES, M.D., M.R.C.P.

In the delineation of disorders of porphyrin metabolism the
determination of faecal porphyrin is just as important as the
estimation of urinary porphyrin. For a complete appreciation
urinary D-aminolaevulic acid (ALA) and porphobilinogen (PBG),
determinations may also be required.

The investigation reported here includes estimations of urinary
and faecal porphyrjn in a series of normal- subjects, in a group
of patients with various disease states and, finally, in various
porphyric disorders as seen in the 3 main racial groups-the
White, the Cape Coloured and the Bantu.

1. Normal Subjects
A series of 70 apparently normal subjects of the 3 main racial

groups in Cape Town was investigated. Twenty-four-hour urine
collections and faecal samples obtained during or just after the
collection period were analysed. Urinary uroporphyrin and
coproporphyrin, and faecal coproporphyrin and protoporphyrin
were determined in all subjects while ALA and PBG were de­
termined in several of them.

Urine. In the White subjects average coproporphyrin and
uroporphyrin concentrations were 42· 5 and 7·4 fLg.jl. r~pect­
ively' in the Cape Coloured, 33· 1 and 6·5 fLg./l.; and ID the
Bant~, 35· 1 and 5· 4 fLg./I. The uroporphyrin fraction did not
usually exceed 20 fLg.fl.

Faeces. Faecal determinations were expressed per g. dry weight
of faeces. In White subjects the total faecal porphyrin averaged
41,0, the coproporphyrin 8·8 and the protoporphyrin 30· 2 fLg.jg·

• Abstract of paper presented at Research Forum, University of Cape Tov.'Il,
4 August 1959.

dried weight. In the Cape Coloured the figures were 23· 9, 6· 3
and 20'1, and in the Bantu 44'9, 14·6 and 34·4.

It is believed that the often quoted upper limit of normal total
porphyrin (50 fLg.jg. dried weight) is too low. The range for
total porphyrin in all subjects studied is 0·2 - 137·6. The majority
of determinations fall below 50 fLg./g., yet there are several values
above lOO fLg.jg. Protoporphyrin accounts largely for the total
porphyrin. In Bantu subjects in the metabolism ward on the
'basic Bantu diet' stool porphyrins are very low, yerthe addition
of meat in one instance failed to increase faecal porphyrin.
2. Subjects with Various Disease States

Twenty-six cases with cardiac, renal hepatic, gastro-intestinal
or endocrine disorders were studied. In 3 cases of cirrhosis of
the liver there was a low faecal porphyrin concentration, but
the urinary coproporphyrin level was markedly increased; other
cases ofhepatic disease had normal levels as a rule, but an abnormal
amount of urinary uroporphyrin was found in 1 case each of
primary and secondary carcinoma of the liver.

The results in cases of cardiac, renal, and gastro-intestinal
disease were usually within nortnal limits, but high values for
urinary uroporphyrin were encountered in a case of congestive
heart failure due to aortic stenosis, and in another patient with
cor pulmonale. In both patients the faecal porphyrin concentra­
tion was within normal limits.
3. Cases of Porphyria

The clinical presentation in 122 cases was reported (67.White•
35 Coloured and 20 Bantu). All had uroporphyrinuria.. The
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clinical presentation was denoted as acute, cutaneous, and mixed.
(Mixed referred to cases with both cutaneous and acute symptoms.)
In the White race the 3 clinical forms were encountered with
more or less equal frequency, while almost all of the Bantu cases
were examples of the cutaneous form. The Cape Coloured pa­
tients studied fell between these two extremes; cutaneous por­
phyria predominated, but acute.and mixe~ fo:ms were encountered.

Urinary and faecal porphynn deternunatlOns were earned out
in 30 White, 16 Cape Coloured, and IQ Bantu porphyrics. In
addition urinary ALA and "PBG were determined in many of
these patients.

White porphyrics. Of 30 closely studied porphyrics 25 had
markedly raised stool porphyrin concentrations (211 - 2303
flf!,./g.). These were all South African-born porphyrics and in
the majority there was a positive family history. The remaining
5 patients had stool concentrations of 136 I"g./g. or less and in
each case there was a possible cause for this. Two had cirrhosis
of the liver; 2 were not South African bom-a Russian and a
'orwegian-and the 5th was a case of cutaneous porphyria in

a child.
Coloured parphyrics. Of 16 cases 9 had normal stool porphyrins

and the remaining 7 had markedly increased stool porphyrins
(181 - 8135 I"g./g. dried weight), and in some of these cases a
positive family history was obtained.

Bantu porphyrics. Of 10 Bantu cases 8 had normal faecal por­
phyrin concentrations (19,9-93,5 I'g./g.). All except 1 had
gross uroporphyrinuria. Urinary coproporphyrin concentration
was also markedly increased but to a lesser degree. In 1 Bantu
patient with acute porphyria the stool porphyrin concentration
was very greatly increased.

Thus the Bantu patients had mainly increased porphyrin in
the urine (and not in the faeces), and cutaneous forms of the

disease predominated; in the White South African patients faecal
porphyrin concentration was usually markedly increased, all
forms of the disease occurred, and affected families were common.
The Cape Coloured patients seemed to fall between these two
groups both as regards excessive excrerion or porphyrin in the
stool and as regards clinical presentation.

The Swedish form of the disease which is rarely seen here has
increased amounts of ALA and PBG in the urine most of the
time. [n South African genetic porphyria these substances occur
in the urine in excessive amounts only during the acute attacks,
vi?, in a fatal case of fulminating porphyria the urinary ALA
excretion reached 316 mg. per 24 hours. In the few Bantu subjects
with cutaneous porphyria so far investigated no significant in­
crease has been encountered.

Other means of differentiation (ALA loading and electro­
phoresis of urine porphyrins) are under investigation.

Further experience with a faecal screening rest was also re­
ported (red fluorescence induced by exposure to U.V. light of
an acetic acid, erher, and amyl alcohol extract of faeces. The
test was graded as follows: 0 yellow blue-green; ± doubtful
tinge of red; + definite red fluorescence; and ++ brilliant red
fluorescence). 610 stools from 582 patients wirh miscellaneous
disorders were examined: 0416; ± 99; + 76; ++ 19. Of the
76 with a posirive reaction 2 had genetic porphyria; this was also
the case in no less than 14 out of 19 patients whose stools had
brilliant fluorescence. If anything the test was too sensitive.
The results of the test correlated fairly well wirh the faecal
porphyrin concentration (U.V. spectrophotometric method).

The help of Drs. S. J. Saunders and E. B. Dowdle; the support of the South
African Council for Scientific and Industrial Research and the Staff Research
Fund of the University of Cape Town is gratefully acknowledged.

DERDE AKADEMlESE PERSOl\TEELDAG VAN DIE KARL BREMER-HOSPITAAL E DIE
GENEESKUNDIGE FAKULTEIT VAN DIE UNIVERSITEIT VAN STELLENBOSCH

Die jaarlikse akademiese personeeldag salop· Donderdag en
Vrydag 8 en 9 Oktober gehou word by die Geneeskundige Skool,
Karl Bremer-Hospitaa1, Bellville, Kaap. Die volgende is 'n
voorlopige program:

REFER!\TE
Donderdag 8 Oktober
2.00 run. Opening: Prof. F. D. du T. van Zijl en dr. R. L. M.

Kotze.
2.15 run. Die uitwerking van monasiet op die longe van rorte:

Mm. B. F. Thiart en dr. J. L. Meiring.
2.35 run. Longaanpasbaardheid: Dr. S. V. Potgieter.
2.55 run. Jongste vordering by die behandeling van skimmel­

siektes: Dr. J. MarshaII.
3.15 run. Teepouse.
3.45 run. Bespreking van gevaIJe van porfirie in die KarI Bremer­

Hospitaal: Dr. J. Stockenstr6m.
4.05 run. Etiologie en rnikrobiologie van aktinomikose: Dr.

H. Brede.
4.20 nm. Esofagea1e peristaltiek by die konyn: Dr. G. S. M.

Botha.
4.40 run. Die atoom- en waterstofbom soos gesien deur 'n

medikus: Dr. J. P. de ViIJiers.

Vrydag 9 Oktaber
8.30 YID. Die verspreiding van bloedgroepe by pasiente van die

Karl Bremer-Hospitaa1: Dr. H. Brede.
8.45 YID. KaIiumverIies en spierverslappers: Dr. P. A. Foster.

9.05 vm. Die invloed van kolloidale silika op die 02-verbruik
van weefsels: Dr. F. M. Engelbrecht.

9.25 YID. Filmvertoning.
9.55 vm.. Vaskulhe fistels: Prof. A. J. Brink.

10.15 YID. Teepouse.
10.45 YID. Postpartum bloeding: Prof. J. N. de Villiers.
11.05 YID. Bespreking van L.E.-gevalle in die Karl Bremer­

Hospitaal: Dr. C. L. Wicht.
11.25 ym. Aspekte van die behandeling van skoliose: Dr. J.

Anderson.
11.45 YID. Panhipopituitarisme: Dr. P. W. A. Botha.
12.05 nm. Chirurgiese bespreking: Dr. J. J. W. van Zyl.
12.25 nm. Middagete.
2.00 nm. Kunsmatige hartkleppe: Dr. B. J. v. R. Dreyer.
2.30 run. Voltydse ekstra-uterine swangerskap: Dr. J. P. du

Toit.
2.50 run. Filmvertoning.
3.30 nm. Teepouse.
4.00 run. Hemo-dinamiese en miokardiale metaboliese uit­

werking van die infusie van hipertensin-2-Peptiden
by honde: Dr. L. Potgieter.

4.20 nm. Epidurale analgesie: Drs. R. D. AlJan en P. A. Foster.
4.45 run. Amniotiese 10ngembolisme: Drs. J. J. de Wet en

J. G. Steytler.
5.00 nm. Verkiesing van nuwe komitee.

Daar sal wetenskaplike sowel as farmaseutiese uitstaIJings wees.

IN MEMORIAM
LT.-CoL CHARLES PERCNAL BUGH-WALL, O.B.£., M.D. (Edin.)

Dr. Hamilton W. Dyke, CB.£., of East London, writes: Dr. when Dr. Bligh-WaII came to South Africa, he held resident
C. P. Bligh-WaIJ died in East London on 11 August 1959 at the appointments at the Inverness Infirmary and Fever Hospital.
age of 8~ years. .. Dr. Bligh-WaII served with the BritiSh forces during the Boer

Dr. Bligh-WaII was born ~t Pa~dmgton, Mld~lesex, England, War as a medical officer and was mentioned in dispatches by
on 7 October 1871 and receIved his early educatIOn at Bradfield La d R be
College. His professional training was at Edinburgh University, r 0 rts.. . .
where he graduated M.B., Ch.B. in 1897 and in 1905 obtained After the War Dr. Bligh-WaIJ set up practlce m Butterworth,
the M.D. degree of that University. Between 1897 and 1899, Cape, and was District Surgeon there from 1904 to 1915. While


