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An 18th-century view of demonomania. 2: Vampirism - explanation

452

Martinus Martini considers that a supernatural explanation is an easy way out for complex phenomena, and develops more
naturalistic explanations. First, the symptoms of a vampire attack are ‘sudden awakening, anxiety, oppression of the chest,
difficulty breathing, a sensation of suffocation, and terror . . . Shortly afterwards they breathe their last.” He considers this very
similar to a nightmare except for the fatal result, and wonders why people imagine that they have been attacked by the dead. His
explanation is that:

When a rumour of vampire attack spreads to the crowd . . . the terrifying idea occupies people’s minds the whole day,
because they fear immediate death . . . And when such a highly fixed idea is manifest in sleep, a situation in which
imagination alone thrives, all senses are silent and are inactive, and all movements of the body are suspended with the
exception of the vital powers, so it must be as vivid as that which is produced by sensations. This agreed, it is not
inappropriate for people to say that they have seen this or that dead person and to have been oppressed by them, while
at the same time pressure of the chest and constriction of the throat by muscles contracted in spasm take hold.

Next has to be considered why people die. The presence of acute disease is likely, and added to this are the effects of fear:

a man suddenly with less will, a painful sensation as if the chest is compressed, palpitation of the heart, great difficulty in
respiration and the whole body is convulsed and grows pale because of spasms of the muscles. In the greatest terror all
these things are increased.

Then there is the question of why the bodies do not decompose: Martini points out that the environment of the grave affects the
rate of decomposition, which is likely to be slowed if the surroundings are dry, cold or nitrous. Decomposition is more likely if the
body itself is moist rather than dry: ‘And so the bodies of scurvy sufferers decay sooner than those with typhoid, and those who
have suffered with putrid fever [typhus], than those who have died from the emaciation of old age’.

Why do the hair and nails grow?

Many doctors are united in the opinion that this is either a fallacy of the senses, because . . . as the smallest vessels of the
superficial body collapse, the flesh shrinks . . . and so the roots of nails and hair become more prominent and look longer. Or,
such dead are buried with longer hair, about which at the time nobody was concerned.

| have abbreviated Martini's comments, but, as he says: ‘Let this brief contemplation suffice for the more noble mind, so that it
may condemn the superstition about Vampires as chimeras'.

Part one, ‘Introduction” and part two, ‘Stories’ were published in the March and April issues of the BJPsych.
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