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of bilirubin, however, could not be achieved by adding 
EDTA to sera just before estimation, and a rather acceler
ating effect of EDTA on the diazo reaction could be 
observed when using 5 M EDTA, pH 7·2, instead of 
caffeine. Residual pigment moved with albumin on paper
electrophoresis. 

In contrast to the aforementioned results, when EDTA 
was present only in equimolar ratio to bilirubin in a 
solution of 0·1 potassium carbonate the presence of EDTA 
seemed to stabilize the spectrophotometric data of 
bilirubin as compared to bilirubin dissolved in the same 
potassium carbonate solution devoid of EDTA (on the 
addition of these minute amounts of EDTA to the potas
sium carbonate bilirubin solution no pH change was 
measurable). 

From these experimental results two conclusions may be 
tentatively drawn: 

( l) In the presence of EDTA in alkaline solution (above 
pH 7·0) a bilirubin-EDTA compound is formed, differing 
from crystalline bilirubin in its electrophoretic behaviour 
and its spectrophotometric data. 

(2) At a physiological pH range, bilirubin is much less 
stable in tho presence of excess amounts of EDT A than 
in its absence. 

Childs" found in 1955 a decreased amount of bili
rubin estimable by tho diazo reaction when adding 
EDTA to sora, laying emphasis on tho different bilirubin 
binding capacity of serum proteins in the presence and 
absence of EDTA. However, I found an analogous loss of 
bilirubin in solutions of crystalline bilirubin in EDTA also, 
in the absence of proteins at pH 7·8-8·5. 
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Action of Quinacillin on Staphylococcus 
au reus 

QT:INACILLIN. the disodium salt of 3-carboxy-2-quin
oxalinylpenicillin, has recently been described1 •2 and has, 
for a penicillin, unusual properties. The striking feature 
is the pattern of the antibacterial spectrum which shows 
that quinacillin is significantly active (0·15-0·62 [Lg/ml., 
0·32-1·35 [LM) against Staphylococcus auTeus (Oxford 
strain) but that a 10-100-fold increase in concentration 
is necessary before activity against other Gram-positive 
organisms can be demonstrated. It seemed profitable, 
therefore. to compare the action, if any, of quinacillin on 
causing the intracellular accumulation of N-acetylamino 
sugars and t.o compare this quantitatively with benzyl
penicillin as evidence of a typical penicillin-like mode of 
action3 •4 • Staphylococcus auTeus wa3 grown for 18 h in a 
medium containing yeast extract 5 g peptone, 5 g glucose, 
2 g K 2HP04 , 1 g water to 1 I. In the middle of the 
logarithmic growth the penicillin was added and after 90 
min tho intracellular acetylaminosugar was determined 
colorimotrically5 • Results are shown in Fig. l. 

Both compounds cause an intracellular accumulation of 
compounds containing N-acetylamino sugars. At the 
concentration of benzylpenicillin which just prevents 
growth (0·03 [J.g/ml., 0·1 [J.M) 59 per cent of the maximum 
recorded level of amino sugar had accumulated. The 
corresponding value for quinacillin (0·20 [J.g/ml., 0·5 [J.M) 
was 46·6 per cent. 
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.Fig. 1. Effect of benzylpenicillin ( •) and quinacillin ( 0) on the 
intracellular accumulation of N-acetylamino compounds in Staphyl
ococcus aureus (Oxford). (MIG, minimum inhibitory concentration) 

It would appear from these results that quinacillin 
induces t.he familiar biochemical lesion already well 
established for other active penicillins. Experiments are 
in hand to elucidate the reason for the limited spectrum of 
the compound. 
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N-terminal Residues of Aortic Elastin 
FRAYING and fragmentation of fibres are characteristic 

morphological age changes in human aortic elastin. The 
possibility of an underlying chemical basis for these 
changes is being investigated by the dinitrofluorobenzene 
method of Sanger1 . 

Partridge and Davis2 , applying this technique to 
purified ox-ligament elastin and the products of its mild 
acid hydrolysis, were able to demonstrate seven amino
acids serving as N-terminal residues and to derive values 
for the minimum molecular size of the elastin and its 
hydrolysis products. 

Elastin, prepared by the method of these authors from 
isolated tunica media of human descending thoracic 
aortffi, has been used in the present work. The pattern of 
terminal residues found (Table 1) was essentially similar 
to that found for ox-ligament elastin by Partridge and 
Davis. The total N-terminal residues/105 g was, however, 
larger by a factor of ten (Table 2). To eliminate the 
possibility that the mild method of preparation used had 
given high end-group values associated with contaminant 
proteins and polypeptides. an aliquot from each group of 
pooled elastin was further treated with 0·1 N N aOH as in 
the widely used method of Lansing et al.". 

Table 1. N-TBRMINAL AMINO·.~CJDS .~S PERCENTAGE OF TOTAL 
gly ala val leu ser asp 

Group A 41·3 23·4 7·0 9·4 18·9 
Group B 31·0 29·5 10·0 5·4 9·6 14·5 
PD 41·4 27·6 t.race trace 17·3 13·8 

Group A, pooled elastin from six subjects (mean age, 70 years). Group 
B, pooled elastin from six subjects (mean age, 80 years). PD, figures for 
ox-ligament elastin from ref. 2. 

Table 2 

A A' B B' PD 
gly 0·83 2·59 0·81 2·93 0·12 
ala 0·47 0·91 0·77 1·58 0·08 
val 0·14 0·18 0·26 0·39 trace 
leu 0·14 0·17 trace 
ser 0·19 0·36 0·25 0·45 0·05 
aRp 0·38 0·18 0·38 0·24 0·04 

2·01 4·22 2·61 5·76 0·29 
Groups A, Band PD, as in Table 1. Groups A' and B' are alkali-treated 

aliquots from groups A and B respectively. 
terminal-NH,/10' g protein. 

Results are expressed as molP 
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