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Until recent years, postbloom fruit 
drop (PFD) of citrus was a problem 
limited to a few valleys where citrus is 
grown in Belize in Central America. The 
first description of the disease and its 
causal organism was published by Fagan 
in 1979 ( 13). However, characteristic 
symptoms of the disease had been 
reported as early as the 1950s in Belize. 
Few subsequent reports appeared, and 
the disease seemed to be of limited, local 
importance. 

Currently, the disease appears to occur 
widely throughout the humid tropics and 
subtropics of the Americas. Schwarz et 
al (24) ~n 1978 reported the disease in 
Misiones in Argentina. Denham (10) 
reported that the disease had been 
observed on the Caribbean island of 
Dominica and in Panama by 1976 and 
in Brazil by 1977. Orozco Santos and 
Gonzalez Garza (22) studied the disease 
in Mexico in the mid-1980s, and it was 
probably present there much earlier. 
PFD is common in Costa Rica, and 
outbreaks occurred in the mid-1980s and 
the disease was widespread by 1990 in 
Jamaica and the Dominican Republic( L. 
W. Timmer, personal observations). In 
most cases, PFD appeared suddenly 
where i t  had been unknown previously. 
Where frequent rain occurred during the 
bloom ~er iod.  cron loss approached 
100% in' some' locaiions. Flowever, the 
disease has occurred sporadically and has 
been only a minor problem in some years 
and locations. 
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In Florida, PFD appeared first on 
Tahiti limes (Citrus Iarifolio Tanaka) in 
1983 in southwestern production areas 
of the state (21). Subsequently, the dis- 
ease was observed on sweet orange (C. 
sinensis (L.) Osbeck) and other citrus 
throughout the state. Major outbreaks 
in 3988 and again in 1993 caused concern 
among growers, 

The disease appears first as necrotic 
peach to orange-colored lesions on open 
flowers (Fig. 1 A). Although unopened 
and even pinhead flower buds may be 
affected (Fig. I B), petals on open flowers 
are more susceptible to infection (1,11, 
13). Whole flower clusters may be 
attacked, leaving entire branches with 
orange to brown petals clinging to in- 
florescences (Rg. IC). After petal fall, 
the calyces and floral disks. which 
normaIly abscise if no fruit is set, usually 
remain attached to the twig (Fig. ID). 
These persistent structures. commonly 
called buttons, survive for the life o l  the 
twig. The buttons are characteristic of 
the disease and are not known to be 
produced by any other disorder. Leaves 
surrounding infected flowers are often 
distorted, with twisted laminae and 
enlarged veins (Fig. 1 D). 

The fungus Collerotrichum gloeo- 
sporioides (Penz . )  Penz. & Sacc. in Penz. 
has been associated commonly with 
citrus in virtually at1 humid growing 
regions. C. glo~osparioides usually is  
considered to be a saprophyte producing 
acervuli on dead or senescent tissue but 
may be a weak parasize. ConidEa from 
these acervuli germinate on living tissue 
to form appressoria and quiescent infec- 
tions (7.33). To complete its life cycle, 
the fungus invades senescing tissue and 
produces acervuli. Brown (73) found 

that C. gloeosporioides produced post- 
harvest anthracnose on fruit that had 
many appressoria and was exposed to 
stresses such as ethylene degreening after 
harvest. The strain of C. gloeosparioides 
that causes postharvest anthracnose has 
been designated as the fast-growing gray 
(FGG) strain (5,25). The FGG strain is 
not pathogenic to flowers or to living 
vegetative tissues of citrus and is not 
responsible for PFD (5 ) .  

Anthracnose and wither tip of Key 
lime (C. aurantifolia (L.) Swingle) were 
described originally by Clausen (9) in 
14 12. This d~sease produces necrotic 
spots on young leaves, twigs, and fruit 
of Key Iime and. if severe, blights entire 
shoots. The causal agent was described 
originally as Glocosporium limerrirola 
R.E. Clausen, but this group has been 
revised and the pathogen is now consid- 
ered a form of C. ~Ioposporioides (26,30). 
This fungus was reported to attack no 
citrus other than Key lime (16). but only 
vegetative tissues were inoculated. 

PFD was attributed originaIly to a 
specialized form of C. gloeosporioides 
( I  3) that is now referred to as the slow- 
growing orange (SGO) strain (5.25). The 
SGO strain is readily distinguished from 
the EGG strain. The FGG strain grows 
faster and forms gray-pigmented coIo- 
nies in culture. has larger conidia that 
are mostly rounded at the apex and base, 
produces setae in culture and on host 
tissue, and has lobulate appressoria aver- 
aging 6.0 X 8.4 pm (5). In contrast, the 
SGO strain is slower growing and 
produces mostly white mycelia with 
orange conidiat masses, has smaller 
conidia mostly fusiform at the apex, 
rarely produces sctae. and forms smaller. 
clavate appressoria averaging 4.7 X 6.1 
Nm. A medium and procedure have been 
developed to selectively isolate and dif- 
ferentiate the SGO and FGC strains (4). 

Morphologically, the Key time an- 
thracnose (KLA) strain is difficult to 
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