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Antibiotic-Responsive Histiocytic Ulcerative Colitis in Dogs 

Histiocytic ulcerative colitis (HUC) is an inflammatory bowel disease that causes tenesmus, hematochezia, and 
profound weight loss. The disease most commonly is described in young Boxer Dogs, but it also has been 
reported in other breeds of dogs. The pathognomonic lesion of HUC is the accumulation of distinctive, PAS
positive macrophages (indicative of glycoprotein within the macrophages) in the lamina propria and submucosa 
of the colon with loss of the associated epithelial surface. T.he PAS-positive material may be derived from 
remnants of bacterial cell wall glycoprotein, and accumulation of PAS-positive material may be derived from 
remnants of bacterial cell wall glycoprotein, and accumulation of PAS-positive material in macrophages may 
occur because of abnormal lysosomal activity, exhaustion of lysosomal activity, or inhibition of lysosomal 
activity by toxic substances. 

The cause of HUC has yet to be determined. Early studies proposed an infectious etiology on the basis of the 
presence of chlamydia-like organisms in macro-phages on electron microscopy and clinical improvement after 
chloramphenicol therapy. Management of HUG consists of various combinations of the following: dietary 
modifications; antibioties (chloramphenicol, metronidazole, tylosin3; and antiinflammatory or 
immunosuppressive drugs (sulfasalazine, prednisone, azathioprine). Response to treatment generally is poor, 
frequently resulting in euthanasia o{ affected animals. 

Antibiotic responsiveness was evaluated in 9 histologically confirmed HUC dogs (8 Boxers and I English 
Bulldog) treated with enrofloxacin) either alone or in combination with metronidazole and amoxicillin. Clinical 
signs, physical examination fmdings, laboratory abnormalities, and the histologic severity of the disease were 
evaluated. Four of the 9 dogs had been trea ed previously with conventional therapy and had failed to respond 
favorably; then, these dogs were placed on antibiotic therapy ( enrofloxacin, n = 1; enrofloxacin, metronidazole, 
and amoxicillin, n = 3) and had resolution of clinical signs within 3-12 days. Five dogs were treated solely with 
antibiotic t erapy ( enrofloxacin, n = 1; enrofloxacin and metronidazole, n = 1; enrofloxacin, metronidazole and 
amoxicillin, n = 3 ), and clinical signs resolved in 2 to 7 days. Repeated biopsy specimens were obtained from 5 
dogs after treatment, and all sho ed marked histologic improvement. The increase in body weight after 
treatment was significant. Three dogs currently are not on any treatment and have had resolution of clinical 
signs for up to 14 months. 

These observations suggest that an infectious agent susceptible to enrofloxacin is the cause of canine HUC. 
Enrofloxacin is a bacterial antibiotic that bas a broad gram-negative spectrum. In some dogs, enrofloxacin was 
combined with metronidazole and amoxicillin, which provides broad-spectrum coverage against gram-positive, 
gram-negative~ aerobic, and anaerobic bacteria. In addition to its bactericidal anaerobic spectrum, metronidazole 
is trichonomacidal and amebicidal and has inhibitive actions on cell-mediated immunity. Enrofloxacin (5 mg/kg 
PO q24h should rapidly lead to resolution of clinical signs in dogs with HUG. The optimal duration Gf 
treatment requires further investigation. 

Taken from: Hostutler, R. A., et al J Vet Intern Med 18:499-504, 2004, as reported in Vet-Med, Volume 
11, Issue 1, October, 2004, Iowa State University, Ames, Iowa 

· Would You Believe? 

There are 1,473 biotech companies in tbe U.S., most of which are small firms with fewer than 100 employees. 

Bad corks ruin about one in every 20 bo tles of wine according to industry sources. Look for more wine bottles 
to have twist off metal caps instead of corks in the future. 
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Chronic Wasting Disease and Potential Transmission to Humans 

Chronic wasting disease (CWD) is a transmissible spongiform encephalopathy (TSE). Other animal TSEs 
include scrapie and bovine spongiform encephalopathy (BSE). CWD and other TSEs are believed to be caused 
by the neuropathologic effects of an abnormal isoform of a hostencoded glycoprotein, the prion protein. TSEs in 
animals primarily occur by transmitting the etiologic agent within a species, either naturally or through 
domestic husbandry practices. In contrast, most human TSEs occur as sporadic diseases with no identifiable 
source of infection or as familial diseases linked with mutations of the prion protein gene. A notable exception 
among the human TSEs is the variant fqrm of Creutzfeldt-Jakob disease (vCJD), believed to have resulted from 
the foodbome transmission of BSE to humans. 

The only known natural hosts for CWD are deer (Odocoileus species) and Rocky Mountain elk (Cerrus elaphus 
nelsoni). Clinical signs of CWD include weight loss, behavioral changes, excessive salivation, dysphagia, 
polydipsia, and polyuria, and less commonly ataxia and head tremors. Most animals with CWD die within 
several months of illness onset, sometimes from aspiration pneumonia. In captive cervids, most cases occur in 
animals 2-7 years of age; however, CWD has been reported in cervids as young as 17 months and as old as > 15 
years of age. CWD prevalence can be higb (>90%) among captive deer and elk populations. The mode of 
transmission is not fully understood; however, evidence supports lateral transmission through direct animal-to
animal contact or as a result of indirect exposure to the causative agent in the environment, including 
contaminated feed and water sources. In CWD-infected cervids, prions have been identified in the brain, spinal 
cord, eyes, peripheral nerves, and lymphoreticular tissues. Involvement of the tonsils and peripheral nerves 
early in the course of experimental and natural prion infection suggests the possible involvement of the 
lymphoreticular and peripheral nervous systems in the pathogenesis and transmission of the disease. 

Since 2000, CWD has been increasingly identified outside of the original CWD-endemic areas of Colorado and 
Wyoming. Two largely independent and simultaneous epidemics, one in free-ranging deer and elk and another 
in the captive elk and deer industry, appear to represent the main framework for explaining the disease's current 
distribution. Concerns have been raised about the possible transmission of the CWD agent to domestic animals 
which may come in contact with infected deer and elk or CWD-contaminated environments. Although CWD 
does not appear to occur naturally outside the cervid family, 1t has been transmitted experimentally by 
intracerebral injection to multiple species, including laboratory mice, ferrets, mink, squirrel monkeys, goats, and 
cattle. The susceptibility of cattle intracerebrally challenged with the CWD agent was substantially less than 
that observed after intracerebral scrapie challenge. In ongoing experimental studies, after >6 years of 
observation, no prion disease has developed in 11 cattle orally challenged with the CWD agent or 24 cattle 
living with infected deer herds. In addition, domestic cattle, sheep, and goats residing in research facilities in 
close contact with infected cervids did not develop a prion disease. 

The increasing detection of CWD in a wider geographic area and the presumed foodbome transmission of BSE 
to humans, resulting in cases ofvCJD, have raised concerns about the possible zoonotic transmission of CWD. 
In recent years, multiple cases of TSEs in humans with histories of ea ing venison and/or in young patients ( <30 
years of age) have been investigated. All cases investigated to date have been found to be consistent with 
sporadic or familial TSEs, and no link to CWD has been established. To date, only two nonfamilial CJD cases 
with a positive history of exposure to venison obtained from the known CWD-endemic areas have been 
reported. Both patients were in their 60s, and both were found to have CJD phenotypes that fit a known 
sporadic CJD subtype. Despite the decadeslong endemicity of CWD in Colorado and Wyoming, the incidence 
of CJD and the age distribution of CJD case-patients in these two states are similar to those seen in other parts 
of the United States. 



The available evidence suggests that the risk, if any, of transmission of CWD to humans is low. However, 
because CWD has occurred in a limited geographic area for decades, an adequate number of eople may not 
have been exposed to the CWD agent to result in a clinically recognizable human disease. The level and 
frequency of human exposure to the CWD agent may increase with the spread of CWD in the United States. 
Because the number of studies seeking evidence for CWD transmission to humans is limited, more 
epidemiologic and laboratory studies should be conducted to monitor the possibility of such transmissions. 
Hunters should avoid eating meat from deer and elk that look sick or test positive for CWD. They should wear 
gloves when field-dressing carcasses, bone-out the meat from the animal, and minimize handling of brain and 
spinal cord tissues. As a precaution, hunters should avoid eating deer and elk tissues known to harbor the CWD 
agent (e.g., brain, spinal cord, eyes, spleen, tonsils, lymph nodes) from areas where CWD has been identified. 

Taken from: Belay, E. D., et al Emerg Infect Dis 10:977-984, 2004, www.cdc.gov/eid 
Submitted by: Dr. Steve Sorden, as reported in Vet-Med, Volume 11, Issue 1, October, 2004, Iowa State 
University, Ames, Iowa 

We ultrasonographically evaluated the prenatal development in cats, from Day 30 to the end of pregnancy, 
subjecting a group of pregnant cats (n=8) to daily ultrasonographic examinations. The ultrasonographic images 
allowed us to measure the diameter of the fetal abdomen, the biparietal diameter of the fetal skull and the 
diameter of the fetal stomach. A correlation between these measurements and gestational age was found with a 
linear, parabolic and exponential regression analysis. From Days 38 to 43 after breeding we also performed fetal 
gender determination by evaluating the external genitalia. All queens successfully carried their pregnancies to 
term. This study compiled useful new data in order to clinically monitor the normal course of pregnancy in cats 
and to determine gestational age. 

D. Zambelli, C. Castagnetti, S. Belluzzi, C. Paladini. Veterinary Clinical Department, Obstetrical and 
Gynaecological Section, University of Bologna, Italy 
Theriogenology Volume 62, Issues, November 2004, Pages 1430-1437, as reported in Veterinary News, 
October 2004, Penn State University, University Park, PA 

French Goat Tests Positive for BSE 

A report in The Times of London says that bovine spongiform encephalopathy has jumped species for the first 
time, with a goat in France testing positive for the disease. 
It is believed that the goat was fed bovine bone meal and other byproducts, a practice that was discontinued i,n 
2001. 
According to the report, over 140,000 goats have been tested for BSE throughout the European Union, with 
only this one case discovered. The rest of the infected animal's herd was tested, with all returning negative 
results. 
The test results are being validated at the Veterinary Laboratory Agency in England, but scientific experts said 
they believe the tests will confirm the BSE infection. 
The European Food Safety Authority is waiting for confirmation before deciding whether new restrictions are 
necessary on French goat meat, milk and cheese. 

From AnimalNet-L November 3 2004, as reported in Veterinary News, October 2004, Penn State 
University, University Park, PA 



Interferon Therapy for Feline Leukemia 

Feline leukemia virus (FeLV) has been shown to occur worldwide, infecting 5% to 20% of cats depending on 
the country. Susceptibility is age related, and, in general, kittens are more likely to become persistently infected 
than are adults. Once infected with FeL V, 30% to 50% of cats become persistently viremic and develop clinical 
disease after an asymptomatic period of 80 to 310 days (mean 171 days). Once clinical signs develop, 80% of 
infected cats die within 2.5 to 3.5 years, as compared with 10% of uninfected cats of similar ages. FeLV infects 
all hematopoietic cells in bone marrow and lymphoid tissues, commonly resulting in aplastic anemia, 
leukopenia, or thrombocytopenia. FeLVinfected cats thus experience severe anorexia, cachexia, progressive 
weakness, and a multitude of opportunistic infections as a consequence of F eL V induced immunodeficiency. 

Among the opportunistic infections, the deadliest is perhaps coinfection of FeLV-infected cats with feline 
immunodeficiency virus (FIV), leading to more severe immunodeficiency. According to a recent survey, FIV 
coinfection was found to occur in 7% of FeL V-infected cats. FIV infection in susceptible cats often takes a 
subclinical course similar to that of FeLV infection. FIV infection is associated with, among other signs,, 
lymphopenia and a characteristic decrease of the CD4/CD8 T-cell ratio. Cats coinfected with FeL V /FIV have a 
poor prognosis. 

Type I interferons (IFN), comprising IFN-oc, IFN-13, and the recently characterized IFN-co, display antiviral, 
antiproliferative, and immunomodulatory activities. Recently, a recombinant feline IFN (rFelFN) has been 
produced in silkworm larvae (Bombyx mori) by using a baculovirus vector. The clinical efficacy of a 
recombinant feline interferon, rF elFN-co, was evaluated for the treatment of cats presented with clinical signs 
associated with FeL V infection and FeL V /FlV coinfection in the field. In this multicentric, double-blind, 
placebo-controlled trial, 81 cats meeting the inclusion criteria were randomly placed into 2 groups and treated 
subcuntaneously with rFelFN-co (1 million MJU/kg per day) or placebo once daily for 5 consecutive days in 3 
series (day 0, 14, 60). The cats were monitored for up to 1 year for clinical signs and mortality. 

During the initial 4-month period, IFN-treated cats (n = 39) had significantly reduced clinical scores compared 
with placebo (n = 42), with all cats having received concomitant supportive therapies. Compared with the 
control, the IFN-treated group showed significantly lower rates of mortality, 39% versus 59% ( 1 .7-fold higher 
risk of death for controls) at the 9-month time point and 47% versus 59% (1.4-fold higher risk of death for 
controls) at the 1 2-month time point. The IFN treatment was associated with minor but consistent improvement 
in abnormal hematologic parameters (red blood cell count, packed cell volume, and white blood cell count), 
apparently underlying the positive effects of IFN on clinical parameters. 

These data demonstrate that rFelFN-co initially has statistically significant therapeutic effects on clinical signs 
and later on survival of cats with clinical signs associated with FeLV infection and FeLV/FIV coinfection. 
During the course of treatment, no serious adverse reactions were observed that could be attributed to rFelFN-co. 

Taken from: de Mari, K., et al J Vet Intern Med 18-477-482, 2004, as reported in Vet-Med, Volume 11, 
Issue 1, October, 2004, Iowa State University, Ames, Iowa . 



Grapes and Raisins 

Within the last couple of years, the Animal Poison Control Center (APGC) in Urbana, IL has documented 
multiple cases of grape and raisin poisoning in dogs. Presumably, this has occurred for years, but sporadic 
cases seen by individual veterinarians have probably been discounted and written off to some other cause of 
renal problems. By documentation of cases in their database, the APCC was able to establish a correlation 
between renal problems and grape or raisin ingestion by dogs. 

The source of the problem has been varied. Red, Concord or white grapes obtained in grocery stores or 
home-grown have all been implicated. Raisins typically are made from Thompson seedless white grapes. 
Other possible types of raisins are probably also toxic, but haven't been named in case reports. Chocolate 
covered raisins should also be considered potential renal toxicants. 

The toxic principle in either grapes or raisins is unknown. Tannins are present primarily in grape peels. 
The peels are still a part of raisins. However, only low to moderate amounts of tannins are present in gra es or 
raisins compared to acorns, a known renal toxicant in large animals. Whether or not tannins or their metabolites 
are involved in grape/raisin toxicosis in dogs is unknown. Grapes or raisins lack significant amounts of vitamin 
D, which is another recognized renal toxicant. It is unlikely that a pesticide residue is associated with the 
oxicosis because of the variety of types of grapes and sources of grapes involved. Since the to ic principle is 

unknown, the mechanism of action is also unknown. 
So far, the vast majority of grape and raisin toxicosis have been in dogs. Based on APCC calls, the 

minimum toxic dose of grapes in dogs is approximately 0.3 oz/kg body weight. This would correspond to about 
2 grapes/kg body weight. Raisins on an oz/kg basis should be more toxic than grapes, since raisins have lost 
most of their water content. The minimum toxic dose of raisins is approximately 0.1 oz/kg body weight. This 
would correspond to about 6 raisins/kg body weight. Feeding grapes or raisins to cats or ferrets should also be 
discouraged because theAPCC has received a few calls of similar poisonings in these species. 

Onset of clinical signs is usually within 6-24 hours after ingestion with 12 hours being about average. 
Initial clinical signs are typically GI followed by renal problems. Vomiting is usually the initial clinical sign. 
Other potential clinical signs include diarrhea, depression-lethargy, anorexia, colic, dehydration and 
oliguria/anuria. The course of the toxicosis may last from several days to 3 weeks. Dogs that have renal 
problems have a guarded to poor prognosis. 

Diagnosis is made by a history of recent exposure and compatible clinical signs. Renal clinical pathology 
indices are increased. Typically, serum has increased levels of BUN, creatinine, phosphorus and potassium. 
Sometimes calcium is also increased in the serum. The urine will have hyaline casts and will be either 
hyposthenuric or isosthenuric (S.G. 1.006-1.010). 

Treatment is based on alleviating further absorption, if appropriate, and maintaining urine excretion and 
electrolyte balance. If grapes or raisins have been ingested in toxic amounts within the last 2-3 hours, an emetic 
may by used followed by activated charcoal combined with an osmotic cathartic. The animal should be given 
isotonic saline IV at twice the maintenance rate for 48 hours. Metoclopramide, furosemide, dopamine or 
peritoneal dialysis may be needed for some cases. 

Dennis J. Blodgett, D.V.M., Ph.D. 
VA-MD Regional College of Veterinary Medicine 

Blacksburg, VA 

Would You Believe? 

Only 8% of clinically tested drugs eventually get FDA approval. Drug development can take 10 to 15 years and 
cost as much as $800 million. 
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The Effect of Dietary Fish Oil Supplementation on Exercising Horses 

Ten horses of Thoroughbred or Standardbred breeding were used to study the effects of dietary fish oil 
supplementation on the metabolic response to a high-intensity incremental exercise test. Horses were assigned 
to either a fish oil (n = 6) or corn oil (n = 4) treatment. The fish oil (Omega Protein, Hammond, LA) contained 
10.6% eicosapentaenoic acid ana 8% docosahexaenoic acid. Each horse received timothy hay and a textured 
concentrate at a rate necessary to meet its energy needs. The supplemental oil was top-dressed on the 
concentrate daily at a rate of 324 mg/kg BW. Horses received their assigned diet for 63 d, during which time 
they were exercised 5 d/wk in a round pen or on a treadmill. During wk 1, horses exercised for 10 min at a trot. 
After wk 1, exercise time and intensity were increased so that at wk 5, exercise time in the round pen increased 
to 30 min (10 min of cantering and 20 min of trotting) per day. Starting at wk 6, horses were exercised 3 d/wk 
in the round pen for 30 min and 2 d/wk on a treadmill for 20 min. After 63 d, all horses performed an exercise 
test consisting of a 5min warm-up at 1.9 mis, 0% grade, followed by a step test on a 10% grade at incremental 
speeds of 2 to ,...., mis. Blood samples were taken throughout exercise. During exercise, horses receiving fish oil 
had a lower heart rate (treatment x time interaction; P < 0.05) and tended to have lower packed cell volume 
(treatment effect; P = 0.087). Plasma lactate concentrations were not affected by treatment. Plasma glucose 
concentrations were not different between groups during exercise but were lower (treatment x time interaction; 
P < 0.01) for the fish oil group during recovery. Serum insulin tended to be lower in fish oil horses throughout 
exercise (treatment effect; P = 0.064). here was a tendency for glucose:insulin ratios to be higher for fish oil 
treated horses throughout exercise (treatment effect; P = 0.065). Plasma FFA were lower (treatment x time 
interaction; P < 0.01) in horses receiving fish oil than in horses receiving corn oil during the initial stages of the 
exercise test. Serum glycerol concentrations also were lower in fish oil-treated horses (P < 0.05). Serum 
cholesterol concentrations were lower in horses receLving fish oil (treatment effect; P < 0.05), but serum 
triglycerides were not affected by treatment (P = 0.55). These data suggest that addition of fish oil to the diet 
alters exercise metabolism in conditioned horses. 

C. O'Connor, L. Lawrence, A. St. Lawrence, K. Janicki, L. Warren, S. Hayes. Dept of An. Sci., Univ. of 
Kentucky 
J. Anim. Sci. 2004. 82:2978-2984, as reported in Veterinary News, October 2004, Penn State University, 
University Park, PA 

February 7, 8 & 9, 2005 
April 1 & 2, 2005 

April 15 & 16, 2005 

April 22 & 23, 2005 
May 6, 7 & 8, 2005 
Date TBA 
Date TBA 

Please note: 

Continuing Education Opportunities 

3-day Introductory Endoscopy 
Introductory Echocardiography 

Location 

Blacksburg 
Blacksburg 

Vet Tech Seminar - Exotic Animal Roanoke 
Medicine 
Applied Ultrasonography 
Advanced Echocardiography 
Intensive Orthopedic Week 
Diagnostic Ultrasonography 

Blacksburg 
Blacksburg 
Blacksburg 
Blacksburg 

Contact 
Hours 
24 
10 

10 

10 
21 
40 
10 

The courses listed above are limited enrollment and feature a hands-on laboratory experience under the 
guidance of clinical faculty members. Program brochures rovide course details. For more information, please 
contact Anne Cinsavich aclapsad@vt.edu (540) 231-5261; or to register for a program, please contact 
Conference Registration, Continuing Education Center, (540) 231-5182. 
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