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Abstract: The epidemiologic features of 60 cases of feline plague
from 1977-1985 in New Mexico are reviewed. The most frequent
clinical presentation was lethargy, anorexia, fever, and enlarged
lymph nodes or abscesses. A history of hunting rodents was reported
in 75 per cent of all cases. Five human plague cases were associated
with five feline cases. Recommendations are presented for preven-

tion of plague infection and transmission to humans, including
restraining cats from roaming and hunting by neutering and keeping
them indoors, treating them for fleas, and seeking medical care for
febrile illnesses, especially when accompanied by enlarged lymph
nodes. (Am J Public Health 1988; 78:1333-1335.)

Introduction

Plague is a clinically important disease of humans and
cats caused by the bacterium Yersinia pestis. The disease is
important because exposure to plague-infected cats places
cat owners, veterinarians, and veterinary staff at risk of
acquiring a potentially fatal infection.

Enzootic plague in rodents occurs only in the western
half of the United States, but plague may be spread nation-
wide by a plague-infected cat transported from plague-
endemic areas. From 1936-1986, cases of human plague have
been reported from California, Washington, Oregon, Idaho,
Wyoming, Nevada, Utah, Colorado, Arizona, New Mexico,
and Texas, although some of these cases have not developed
symptoms or been diagnosed until reaching other states.*

Prior to 1980, only eight cases of plague had been
confirmed in cats in this country.™ The first case in New
Mexico was confirmed in 1977, resulting in the initiation of
statewide feline plague surveillance. By reviewing New
Mexico’s confirmed cases between 1977 and 1985, the intent
of this study was to characterize factors which predispose the
cat to plague infections, and to examine subsequent risks to
human contacts.

Methods

Between September 1977 and December 1985, New
Mexico veterinarians were requested to report suspected
cases of feline plague to the Epidemiology Office of the New
Mexico Health and Environment Department, and to submit
laboratory specimens for confirmation to the New Mexico
Veterinary Diagnostic Services. Laboratory confirmed
plague cases met one of the following criteria:

® a four-fold increase in passive hemagglutination

(PHA) titer between acute and convalescent sera,

® a single titer of 1:32 or greater with symptoms,

® isolation of Y. pestis from culture material, or

® positive fluorescent antibody (FA) stain for Y. pestis

in clinical or pathologic materials.
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FIGURE 1—Reported Cases of Feline Plague in New Mexico, 1977-85 (n = 60)

Only cases which had been laboratory confirmed were
included in this review.

A case of bubonic plague had one or more enlarged
lymph nodes at clinical or pathologic examination. Cases
were defined as pneumonic if they had clinically or radiolo-
gically diagnosed pneumonia. The pneumonia was defined as
secondary if there was clinical or laboratory evidence of
bubonic or septicemic infection, and primary if it appeared
the source of the infection was direct inhalation of organisms
from another pneumonic case. Cases with neither buboes or
pneumonia were defined as unknown, presumably septice-
mic, plague.

During 1985, a standard interview was administered to
owners and veterinarians from all 1985 laboratory-confirmed
feline plague cases. This interview focused on risk factors for
cats acquiring plague, including predatory habits, rodent
contacts, and flea control measures. Rodent and flea surveys
were also conducted around feline case homes, with live
trapping of rodents for identification and serological testing
for plague infection, and with flea collection from rodent
burrows for species identification and plague testing. When
possible, risk factor information for the 1977-1984 cases was
reconstructed from case and laboratory reports.

Results

Feline plague was confirmed in 60 domestic cats in New
Mexico between 1977 and 1985 (Figure 1). Half of these cases
were reported in 1985. Sixty-five per cent of cases (39/60)
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FIGURE 2—Seasonal Reports of Feline Plague in New Mexico, 1977-85 (n = 60)

were bubonic, 13 per cent (8/60) pneumonic, with three of the
eight secondary to previous bubonic infection, and 27 per
cent (16/60) neither bubonic nor pneumonic. Seventy-one per
cent of bubonic cases presented with submandibular lymph-
adenopathy. Lethargy, anorexia, and high fever were fre-
quently observed signs, with 45 per cent of cases (24/60)
having all three clinical signs reported. Fifteen per cent (9/60)
of the feline cases died, with an additional 23 per cent (14/60)
euthanized.

The peak monthly incidence of feline plague between
1977 and 1985 was in July (Figure 2); no cases were reported
from December through February. Affected cats ranged in
age from three months to 15 years, with a mean age of three
years. Neutering status was established for only 12 of the 60
cases (five females, seven males). In the 48 cats with
unknown neutering status, 25 were male.

Seventy per cent (42/60) of the cases resided in rural
locations, and the remainder in suburban locations. No cases
were from strictly urban settings. Three-fourths of the cases
(45/60) were reported to be rodent hunters; no owners
reported that their cats did not hunt. Descriptions of rodents
brought into households by cats included deer mice (Peromy-
scus species), rock squirrels (Spermophilus variegatus),
prairie dogs (Cynomys species), and chipmunks (Eutamias
species).

Information on fleas, flea control, and sleeping patterns
was available only for the 30 1985 cases; one-fourth (7/28)
reported seeing fleas on their cat prior to illness; six of 30
owners used flea control the week prior to illness; about half
allowed their cats in the house (8/15) or to sleep with people
(6/15).

All of the fleas trapped from areas around homes with
plague-infected cats were rodent fleas. When looked for, fleas
were not found on the cats or in the home in any cases, but
were found near the homes in nine cases. The species of fleas
found included: rock squirrel fleas (Diamanus montanus,
Hoplopsyllus anomalus), prairie dog fleas (Opisocrostis hir-
sutus, Opisocrostis tuberculatus cynomuris), field mouse
fleas (Rhadinopsylla sectilis, Monopsyllus wagneri, Megar-
throglossus divisus), and ground squirrel fleas (Thrassis
bacchi). Plague positive rodents were found in the area for
three cases, and the species included rock squirrels (Sper-
mophilus variegatus) and rabbits (Sylvilagus auduboni).

Five persons associated with five of the 1977-1985 feline
cases developed plague. The first confirmed New Mexico
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feline case was associated with a case of bubonic plague in a
child bitten and scratched by the cat.2>® In 1980, two
children who were owners of two feline cases (with discharg-
ing abscesses) became ill with bubonic plague one and four
days after their cats. The owner of a 1983 feline plague case
developed plague after she had allowed her hunting cats to
sleep with her and found flea bites around her waist five days
before her onset of symptoms. Also in 1983, bubonic plague
was diagnosed in the owner of a hunting pneumonic feline
case, six days after the cat’s death.

Prophylactic treatment of veterinary staff and/or owners
with tetracycline was advised in over one-third of the feline
cases (22/60). None of the prophylaxed human contacts
developed plague. No one received prophylaxis for bites or
scratches from plague-infected cats.

Discussion

As in humans, most feline cases are the bubonic form of
plague. Submandibular and cervical nodes may become
infected because of inoculation of Y. pestis organisms into
oral lacerations or inter-dental crevices during ingestion of
infected rodents, or from invasion of the organism through
epithelial cells. When more distal nodes are involved, infec-
tion probably develops via percutaneous inoculation of Y.
pestis by means of a flea bite.

Secondary pneumonic infections develop from spread of
organisms from the lymph nodes or blood to the interstitium
of the lungs, and then to the alveolar spaces. Primary
pneumonic infections result from direct inhalation of orga-
nisms from oral lesions or from close contact with another
pneumonic case. Primary pneumonic infections are rare in
humans or cats and none of the New Mexico feline pneumo-
nic cases were believed to be primary pneumonic plague.

The incubation period in the New Mexico cases could
not be established because exposure could not be verified. In
experimental infection the incubation period for plague in
cats has been 2448 hours.”

One hundred one human plague cases were documented
in New Mexico from 1977 to 1985 compared to the 60 feline
cases. The case fatality rate of 15 per cent (9/60) in cats was
similar to the rate of 16 per cent (16/101) in humans during the
same time period.

It is not known if the recent increase in feline plague
cases in New Mexico is a result of higher incidence of
infection, improved surveillance, or increased awareness on
the part of veterinarians. The incidence of human plague
appears to follow a five-year-cycle, possibly related to
epizootics in host rodents with high mortality. The seasonal
distribution of feline and human plague cases probably
reflects reduced outdoor activities in the winter of rodents,
rodent fleas, pets, and humans due to cold, snow, and shorter
daylight hours. Dog and cat fleas do not appear to be involved
in plague transmission, and are uncommon in plague endemic
areas in New Mexico.

Based on the descriptive behavior of cases, a primary
risk factor for feline plague appears to be hunting and
ingesting rodents in plague-endemic areas. Evidence of fleas
or flea bites on the cats was noted much less frequently by
owners, but this may reflect observation bias. Finding plague-
infected rodents and fleas near so few case homes may reflect
incomplete feline plague case investigations, ingestion of
dead rodents by predators, or dead rodents hidden away in
burrows.
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Any factor which increases cats’ roaming and hunting
should be a risk factor for their acquiring plague. The
predominance of male cases and those for which neutering
status was uncertain may reflect the tendency of unneutered
cats to roam more, particularly if they are male.

Feline plague infection appears to be an important risk
factor for human plague infection. Between 1977 and 1985
five New Mexico citizens developed plague after their cats.
In four of the five cases, the Y. pestis organism could have
been transmitted directly from the cats to their human
contacts, via draining abscesses, bites, or pneumonic dis-
charges. In one of the cases finding flea bites on the human
case supports mechanical transmission of the plague orga-
nism by the fleas either from the infected cats or the rodents
in the area. In addition to these New Mexico cases of human
plague related to feline cases, there have been 10 others
reported in the literature, three of whom died.!-®° The feline
infection was laboratory confirmed in five cases>%1%-12 and
in feline contacts of the feline cases in two other cases.'>!%
Four of the 10 human cases involved veterinarians.®!!-1>-17

Prevention of plague infection is important because the
timely diagnosis required for effective treatment of plague-
infected cats and human contacts is often difficult. Clinical
signs are variable and may be similar to those of other
diseases. However, any outdoor hunting cat from the West-
ern US with a high fever and/or lymphadenopathy or sublin-
gual abscesses should be considered a potential plague case.
Confirmation of the feline case in time for human prophylaxis
is most likely with a fluorescent antibody test (FA) on a lymph
node aspirate.

Owners who live in plague-endemic areas should prevent
their cats from hunting by keeping them indoors, eliminate
harborage for rodents, such as wood piles, junk piles, or
garbage, and dust cats with 5 per cent carbaryl or other
approved insecticide flea powders weekly during the summer
months.® Flea collars are not considered to be as effective as
regular dusting.

Veterinarians and their staffs can reduce their risk of
acquiring plague by treating cats for fleas as soon as plague
is suspected, isolating suspected cases to prevent human and

FELINE PLAGUE IN NEW MEXICO

cat contact with draining abscesses and pneumonic aerosols,
and using a mask and gloves when handling live or dead cats
suspected to have plague.

ACKNOWLEDGMENTS

The authors are grateful to L Nims, A Barnes, C Montman, R Steece, P
Reynolds and Drs. WJ Arrighetti, K Blackshear, BR Bowker, SP Brandt, FH
Coons, RJ Cortesi, PL Curtis, M Delaney, D Despres, TK Dienlin, SJ Dowds,
B Gardner, NE Hauer, MA Hedberg, C Hibbs, R Hueschen, JR Jackson, M
Johnson, JL Lauer, P McCreight, ET McKenna, K Podkonjak, K Ramsey, TW
Schukei, TA Schupbach, TE Smith, RA Snook, E Staley, BE Swanson, W
Wiatt, FL Willard, and JF Wisniewski for submitting data on cases.

REFERENCES

1. Centers for Disease Control, Vector-Borne Diseases Division: 1979
Report. Part II: Plague Activities. Fort Collins, Co: CDC, 1979; 19-59.

2. Rollag OJ, Skeels MR, Nims LJ, et al: Feline plague in New Mexico:
Report of five cases. ] Am Vet Med Assoc 1981; 179:1381-1383.

3. Green W, Gorman G, Counts JM, et al: Plague—Arizona, Colorado, New
Mexico. MMWR 1977; 26:215.

4. Heaton F, Gaskin H, Marchiando K, et al: Plague—United States.
MMWR 1977; 26:441.

5. Heaton F, Gaskin H, Marchiando K, et al: Plague—United States.
MMWR 1977; 26:337.

6. Kaufmann AF, Mann JM, Gardiner TM, et al: Public health implications
of plague in domestic cats. J Am Vet Med Assoc 1981; 179:875-878.

7. Rust JH, Cavanaugh DC, O’Shita R, et al: The role of domestic animals
in the epidemiology of plague: I. Experimental infection of dogs and cats.
J Infect Dis 1971; 124:522-526.

8. Werner SB, Weidmer CE, Nelson BC, et al: Primary plague pneumonia
contracted from a domestic cat at South Lake Tahoe, Calif. JAMA 1984;
251:929-931.

9. Poland J, Barnes AL: Plague. In: Steele JH: CRC handbook series in
zoonoses. Section A: Bacterial, Rickettsial, and Mycotic Diseases. Boca
Raton: CRC Press, 1979; 515-597.

10. Simpson WJ: A Treatise on Plague. Cambridge, England: Cambridge
University Press, 1905; 104-115, 223.

11. Human plague case—Jefferson County. Colorado Disease Bulletin 1981;
IX(May 16):1.

12. Weniger BG, Warren AJ, Forseth V, et al: Human bubonic plague
transmitted by a domestic cat scratch. JAMA 1984; 251:927-928.

13. Isaacson M, Levy D, Pienaar BJ, et al: Unusual cases of human plague in
southern Africa. S A Med J 1973; (Nov 10):2109-2113.

14. Thornton DJ, Tustin RC, Pienaar BJ, er al: Cat bite transmission of
Yersinia Pestis infection to man. J S Afr Vet Assoc 1975; 46:165-169.

15. Plague pneumonia—California. MMWR 1984; 33(No. 34):481-482.

16. Meyer KF: The Ecology of Plague. Medicine (Baltimore) 1942; 21:143-
174.

17. Meyer KF: Plague. Med Clin North Am 1943; 27:745-765.

National Council on Radiation Protection 25th Annual Meeting
Announced

The National Council on Radiation Protection and Measurements will hold its 25th annual meeting,
April 5-6, 1989, in Washington, DC at the Vista International. The principal scientific session for the
meeting will be ‘‘Radiation Protection Today: The NCRP at Sixty Years.”’

For additional information, contact NCRP, 7910 Woodmont Avenue, Suite 800, Bethesda, MD

20814. Tel: 301-657-2652.

AJPH October 1988, Vol. 78, No. 10

1335



