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Effect of Rodenticide, RH-787, on Islets of Pancreas
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Table 3. Blood Sugar Level in Acute Poisoning Rat

No. F.B.S. Time interval | Blood sugar—
before tx. to death | before death
R.1 95 mg% 5hrs 360 mg%
R.2 100 mg% 12 hrs 324 mg%
R.3 58 mg% 6 hrs 498 mg%
R4 77 mg% 24 hrs 300 mg%
R.5 83 mg% Dead
R. Control 70 mg% 140 mg%
R. Control 65 mg% Dead
Mean 78 mg% . 378 mg%
(4 XMLD 50)
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Table 4. Blood Sugar Level in Chronic Poisoning Rats
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0 | to death dosage |beforeautopsy
RC. 1 13 days 1/3MLDso 147 mg%
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RC. 4 13 days ” 136 mg%
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—ABSTRACT

Effect of Rodenticide, RH-787, on Islets of
Pancreas
~ Report of an Autopsy Case and
Experimenal Appraisal—

Song Hoi Park, M.D., Yong Il Kim, M.D.,

Geang Hwan Ahn, M.D., Sang Kook Lee,

M.D., Kwang Sun Yun, M.D., and Hun Ki
Min, M.D.

Department of Pathology and Internal Medicine, College
of Medicine, Seoul National University

RH-787(N-3-pyridylmethyl-N’-p-nitrophenylurea), a
rodenticide, has been used in Korea since 1976 with
subsequent increasing incidence of its human intoxi-
cation for the purpose of comitting suicide, but the
pathogenesis of this drug-induced diabetes mellitus
remains inconclusive., The authors herein presents an
autopsy case of a 40-year-old female whose clinical
course was reflected by a selective involvement of

pancreatic islets as a target organ. f-cell cytolysis

BB % RH-7870] REliel vl & fpgg—

and loss of its granularity comprised a major pa-
thologic alteration.

To support and clarify the pathologic characteristics
of the above autopsy case, an animal experiment was
carried out by means of inducing acute RH-787 intoxi-
cation in rats, In animal group fed with 72.0mg/kg
{MLDgo x4) the blood sugar levels before death ele-
vated 2~3 times (up to 378 mg%) of control group
and died within 24 hours, but in the other group with
1/3 of MLDsg for 2 times, its average elevation ranged
136~180 mg%.

identical to those seen in the autopsy case, featuring

Pancreatic lesions were Dbasically

complete degranulation of g-cells or their cytolysis in
Langerhans islets.

It is of authors assumption that RH-787 affects
selectively f-cells of pancreatic islets with similar
mechanism to streptozotocin, resulting in acute hy-

perglycemic course.
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Fig. 1. Langerhans islet of pancreas, undergoing se- Fig. 2. Normal islet from human control patient who
vere necrosis (autopsy case), H-E, x400. died of corrosive esophagitis, Cell population and
granularity are well preserved. Gomori stain, X 400.

m “0;?3 ‘ e "
Fig. 3. Marked cytolysis of islet and loss of ﬁ-celi Fig. 4. Normal pancreatic islet from control rat, H-E

granularity. Remained cells are largely a-cells. * 400.
Gomori stain, x400.

»

Fig. 5. Striking loss of f-cells and their granularity Fig. 6. Similar cytolysis and degranulation of 3-cells
in rat islets fed with RH-787. H-E, x400, in rat islets fed with RH-787. Gomori stain, »400.
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