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INTRODUCTION 

Halberstaedter and von Prowazek (1907) described intracytoplasmic inclusions 
in the conjunctiva! scrapings of orang-utans that had been infected with material 
from patients with trachoma. Subsequently, they described similar inclusions in 
conjunctiva! epithelial cells from infants with ophthalmia neonatorum (Halber­
staedter and von Prowazek, 1909) and these五ndings were confirmed by others. 
Hayman (1910) observed inclusions in cells from the cervical smear of the mother, 
and the urethral smear of the father, of an infant suffering from what today is 
known as inclusion blenorrhoea. The inclusions were thought to be a form of the 
organism responsible for the disease (Schachter and Dawson, 1978). The name 
"chlamydia" originated from the description of Halberstaedter and von Prowazek 
(1907) of "mantled animals". There is, in fact, no mantle but the name chlamydia 
h as remained. 

Chlamydiae are ubiquitous organisms and today account for the majority of 
non-specific genital infections. 

TAXONOMY AND GROWTH CYCLE 

The chlamydiae were, formerly, classified as Rickettsiae, being very small, 
immobile, spherical or rodlike parasitic organisms which resemble bacteria, which, 
like viruses, could not reproduce outside the cells of the host. All psittacosis - lym­
phogranuloma - trachoma (PLT) agents are now gathered under one genus - Chla­
mydia (Page, 1966). 

The chlamydial growth cycle is complicated and much is unknown. The in­
fectious particle is the small elementary budy (0.3 µm): it is metabolically inactive, 
and has a hard rigid envelope which is similar to that of Gram-negative bacteria. 
It is taken into the host cell by phagocytosis, reorganising to form, within twelve 
hours, the initial or reticulate body (0.5-1 µm), which is intracellular and meta­
bolically active. 

This particle grows rapidly, within a membrane-bound vacuole divided from 
the host cell surface membrane. It divides repeatedly by binary fission to form 
many reticulate bodies which eventually organise into the infectious elementary 
bodies. Within 48 to 72 hours the host cell bursts, freeing the· infectious bodies 
into the extracellular space ready to invade other cells (Taylor-Robinson, 1980). 

LATENCY AND INAPPARENT INFECTIONS 

Latency, or the persistence of the organism in an inapparent infection, is 
characteristic of chlamydia! infections. The agent of lymphogranuloma venereum 
(LGV) persist in the human host and may become demonstrable many years after 
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