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Jarisch-Herxheimer Reaction and
Syphilitic Aortitis
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The importance of the Jarisch-Herxheimer reaction as a cause
of deterioration in cardiovascular syphilis is still a matter for
debate. The more widely quoted cardiovascular complications
include acute on chronic coronary-ostial occlusion and the
precipitation of heart failure. Another complication, poorly
documented but theoretically possible, is the precipitation of
the rupture of an aortic aneurysm. This report describes a
case in which this may have occurred.

CASE REPoRT

A white man of 60 was admit.ed to hospital complaining of
sudden sharp pains in both legs occurring twice weekly, unrelated
to exertion. A dry cough had been present for four weeks.

Examination showed the cardiovascular system to be entirely
normal apart from slight cardiomegaly. The blood pressure was
170/90. Abnormalities in the central nervous system included
Argyll Robertson pupils, absent knee, ankle, and triceps jerks,
positive Romberg test, and absent position sense and deep-pain
sense in both legs. Chest x-ray examination showed considerable
calcification of the ascending aorta with widening of the mediastinal
shadow suggestive of an aneurysm. The results of serological tests
for syphilis were: Reiter protein complement fixation test, cardio-
lipin Wassermann reaction, fluorescent treponemal antibody test, and
Ireponemal immobilization test, all positive; venereal disease refer-
ence laboratory test positive in 1 in 32. A diagnosis of syphilitic
aortic aneurysm and tabes dorsalis was made.

Nineteen hours after an initial intramuscular injection of pro-
caine penicillin, 600,000 units, the patient suddenly vomited profuse
fresh blood, collapsed, and died. No rise in temperature had been
recorded.
At necropsy a large saccular aneurysm was found involving the

ascending portion and arch of the aorta. This was associated with
severe atheroma, ulceration, and calcification in almost the whole
of the thoracic aorta, only the first 3 cm. being spared. Arising
anteriorly from the aneurysm was a second aneurysm 4 cm. in
diameter, at the centre of which was a ragged perforation into the
left main bronchus. Around this perforation the aorta was paper
thin. The aortic valve and coronary ostia were normal. Fresh
blood was present in the main bronchi, and peripherally there was
evidence of old blood, suggesting previous leakage from the
aneurysm. Tabetic changes were observed in the spinal cord. No
other abnormalities were found.

Microscopy of sections from the aortic aneurysm confirmed the
presence of burnt out mesaortitis. There was patchy coarse focal
scarring af the middle coat of the aorta with fibrous replacement
of the elastica (see Fig.). Perivascular collections of lymphocytes
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Patchy coarse focal scarring of middle coat of aorta with fibrous replace-
ment of the elastca.

and plasma cells were present around the vasa vasorum. Sections
taken from around the site of rupture and from sites throughout the
aorta did not show oedema or infiltration by polymorphs.

DISCUSSION

Reports of serious deterioration in cardiovascular syphilis as
a result of penicillin therapy are rare. Tucker and Farmer
(1947) reported febrile reactions in 5 out of 30 patients in this
situation. Their series included eight patients with aneurysms,
only one of whom developed a febrile reaction. There were
no other effects which could be attributed to the Herxheimer
reaction. Sinclaire and Webster (1951) reported Herxheimer
reactions in 6 out of 53 patients with cardiovascular syphilis.
Of eight patients with aneurysms nohe developed reactions.
Sheldon and Heyman (1949) showed that the pathological
changes of the Herxheimer reaction were those of an acute
transient inflammatory process chiefly involving the small
vessels. These changes appeared within four hours and sub-
sided within 18 hours. Whorton and Denham (1951), how-
ever, described identical histological changes in a patient with
syphilitic aortitis who died 27 hours after receiving penicillin.
Porter (1948) reported the case of a patient who died from
rupture of a huge aneurysm two days after 9,600,000 units of
penicillin had been given. In this case, however, there was no
histological confirmation of a Herxheimer reaction.
The evidence against serious side-effects from the Herxheimer

reaction, however, is much greater. Moore, Farmer, and
Hoekenga (1948) and Hahn (1959) comment on the number of
people with unsuspected cardiovascular syphilis who must have
received penicillin without untoward reactions. Several large
series of patients with known cardiovascular syphilis treated
with penicillin have now been, reported (Edeiken et al., 1952;
Eisenberg and Bradfonbrener, 1953a, 1953b; Edeiken and
Beerman, 1954; Vivas Salas, 1956; Rimsa and Griffith, 1957;
and Koulumies and Heinivaara, 1957) in which no adverse effect
could be attributed to Herxheimer reaction.

In the present patient the relation of the time of death to.
the injection of penicillin suggests a Herxheimer reaction
precipitating the final rupture of an extremely thin aortic
aneurysm. However, in the absence of histological confirma-
tion of such a reaction a chance association cannot be excluded:
Case reports such as those of Porter (1948), in which rupture
occurred after the course of penicillin was completed, favour
such a chance association.

I am indebted to Dr. Lawson McDonald for allowing me to
publish this case, and to Dr. P. Rodin, of the London Hospital
Whitechapel Clinic, and Professor I. Doniach for their invaluable
help.
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