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o] 2] 4= o dFel] Hk 4FH A A5—
Table 1, Changes of BUN(mg/dl)
m—— H r.' 5 — - — T
S initial 8 24 72 120 163
Group{No.)
Control(30) 21.4-+8.99 19.4-+10. 14 20, 1113, 28 19, 7111.49 18, 4+9.47 20.3=12.93
DDVP(R0)
1 time 22.4+13.23 22.1%13.42 27. 8412, 50 26. 5110, 46 25, 5+10.67 21.61+14.07
3 times 20,349.49 27.6+13.81 28.6+13. 48 24.3111. 47 28.3110.48 24.71+14.05
Mean+5.D.
Table 2. Changes of serum creatinine(mg/dl}
—_— e = e m— —— ——— p— e
Hr's ‘
initial 8 24 72 120 168
Group({No.)
Control (30) 0,920, 44 0. 850, 39 1. 070,37 0. 890,41 0, 740,29  0,96=0.46
DDVF(60)
1 time 0. 830,52 1. 49+0. 67 1.5860.70 1.3210.54 1.070.79 1,240, 65
3 times 1.09-+0. 68 1. 6520, 64 14140, 48 1. 50=0.51 1.311+0. 38 1, 18200, 46
Mean—+5S.D.
Table 3. Changes of serum cholinesterase(IU/1)
Hr's o .
A initial 8 24 72 120 168
GroupiNo.)
Control(30) 83.0+33.2 101.11+43.9 05,5447.0 87.4+38.8 B0, 7+48.6 01.81+44.4
DDVE(60)
1 time HG.3—44.1 26, 7+15.8 3B.0£17.6 33.2+14.2 30.1514.8 28.417.6
3 times 98, 543, 0 28.6+17.5 33.022.5 28.9+16.77 37.2+29.71 31.64015.11
Mean+5.D. )
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}sdv] 7 (Hitachi 600, { &)= spabshgct.
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£ 18 §oftal 4 BUN o] 4§ 2443k tht F7F
(27.8mg/dl)stg o 44 724 34 £ sk 4
#1684 ztel] A4 BUNZHE 3vqn 33 F4IL
BUN #ks] 4% 8,244 zkell F7H27.6 mg/dl, 28.6
mg/dl)algl on] Ag 1684 o] s FhA(24.7 mg/
dl)shsi o A4} BUN shaieb= ghabel,

C) ®§% creatinine 22| HE(Table 2)
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38 sbed 2" % €A creatinine P A 4o 2ol 4
= A A2k Eate 4k Aol A A
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DDVE 5o Foll 4 3= 18] 5o 7ol 4] ¥4 creatinine &
o] 4% 244 el th&F (1,58 mg/dl)sha o 4
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Fig. 1. Control group Fig. 3. DDT.-?P admmlstered group(a quarter of

Relatively normal cortex of the kidney. LDy 3 times for 3 days).

H&E, =100 Congestion, hemorrhage and swelling of
the tubular cells. H&E, =100

Fig. 2. DDVP administered group(a half of LDy, Fig. 4, DD‘V’F admmjstered gmupfn quarter -:rf

1 time for 1 day). LDy 3 times for 3 days).

Swelling of tubular cells and hvaline Collection of lymphocytes, mononuclear
cast in the convoluted tubules, HE&E, x cells in the stroma. H&E, ¥ 100

100
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Fig. 5. Control group
Ultrastructural finding of the epithelial
cell of proximal convoluted tubule showing
relatively normal configuration. Uranyl
acetate & lead citrate stain, x 8,000

Fl:, 8. ]}D‘-.FP admmmtemd ﬂ']'m.i]l
Ultrastructural finding of the epithelial
cell of proximal convoluted tubule revea-
ling distention of mitochondria with fra-
gmentation of cristae and several electron
dense bodies. Uranyl acetate & lead citrate
stain, =10, 000
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= Abstract =

An Experimental Study on the Influence of
DDYP upon the Kidney

Kyo Suck Woo, M.D., Chong Man Him,lh-:[. 0.
and Kook Hwae Koo, M.D.

Department of Patkology, Coliege of Medicine,
Hanyang Universily

With the progress of farming and foresting, the
demand of agricultural pesticide has been remark-
ably increased and accordingly, its intoxication
has heen widely publicized. Among the pesticides,
organophosphorus chemicals has been believed to
be almost nontoxic because they are not accumul-
ative in the tissue,

This study is attempted to examine the effects
of DDVP which has been used most frequently
on the kidney. And they were divided into normal
and experimental groups.

The results obtained from this experiment are as
follows

1) BUN, serum creatinine are increased in the
group of DDVP administered while serum choline-
sterase is suppresed significantly,

27 Microscopically, swelling and degeneration
of tubular cells and hyaline casts in tubules. Ultr-
astructually swelling of mitochondria, partial
fragmentation of cristae and electron dense bodies
in the kidney are observed in the group of DDVE

administered,
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