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CHAPTER V

DISCUSSION AND SUMMARY

The renal pathology rats following Russell’s viper

envenomation revealed varwing de ’

intratubular casts, vascular eengest onglomerular pR o

Significant pathologics

focal tubular degeneration,

n the first 3 days, but at

10tk and 30th day,. B soemsl. Al of these

changes in pathology as "early as 2 hours after
envenomation, though

;:?\ bular necrosis was more

apparent after 24 hours udv reported by Chugh et.al.
(1984), absence of rena mals receiving lethal dosages

of the venom might be

From our dé!ﬂ,

scores are 51gn1f1caniiv higher than t ose of the control group. However,

oty tee (ORRIRIR wgs/]@wfmﬂ i 1o ik i

generally accepted as a maJog'pathologl 1 change 1n ses of Russell’s

wiver i8] G4 SOUBAIN B VRE) ereres 1

e time for any pathology to be

shown.

esiﬂn and vascular congestion

in the course of disease, so renal vascular congestion was not
demonstrated.
Infact, the feature of renal vascular congestion has been

described in many cases of ischemic renal injury in both humans and
experimental animals (Mason et.al., 1984). In 1986, Mason proposed the

role of medullary hyperemia in the pathogenesis of ischemic renal failure.
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Analyzing the correlation between renal functions and degrees of vascular
hyperemia, she and her colleagues found that when medullary hyperemia was
more severe, renal blood flow, glomerular filtration rate and tubular
functions were more compromised. Their subsequent study showed that
correction of vascular congestion could restore renal functions.

The possible pathogenetic chanism of vascular congestion came

from a work by the same , igators (1987). In post-shocked

Qmoé:ontamed densely packed

kidney, congested vasc ‘
erythrocytes, while i . |plasma.. wal was nearly absent. They
concluded that, in ischeg tien, vascular congestion occurred after

NN
plasma water had been ta v fedjacentiswollen tubular cells.

The role of *vagtullad icons ‘ N pathogenesis of renal
failure in cases of #Rudsall’s viper bite|is still not known. Since this

\

study did not find gorrelation between vascular

congestion and tubular lesio icance of vascular congestion as

On the othe "‘ ongestion in our study

of renal 1schemia m pathogenesis of tubular

lesions. Our fi ﬁﬁﬁ ﬂﬁﬁ%ﬁﬂﬁﬂf‘i‘bﬂar degeneration,

tubulorhexis lesion, and c arT -'c stion esemble many renal
" . s

pathologiaql mﬂ qﬂ ?ZWT:HWQJ ﬂdiﬂﬂ@»lgch have been

reported i@ humans and experimenta animals. n, our data do not

would support the x'me

show the correlation between dosages of the venom and severity of tubular
lesions. The mean tubular lesion and vascular congestion scores of group A
in some intervals were significantly higher than those of group B, even
though the animals in group A received lower dosages of the venom. These
lines of evidence indicate the significant role of renal ischemia in the

pathogenesis of tubular necrosis from Russell’s viper venom. The role of



46
direct nephrotoxicity, albeit - not completely excluded, seems less
significant.

Mechanisms of ischemic renal damage from the venom may be either
through hemodynamic alteration or intravascular congestion. We believe
that both mechanisms play roles in the pathogenesis. With aforementioned

data, the role of intravasculai gnlation has been proposed by many

investigators (Chugh et.ale Shastry 1982). Their evidence

came from the studies d¢ églomerular fibrin thrombi.
Our study also dem(yy in wever, the percentage of

cases with positive fj ubular lesion is found in

100%. Thus, we feel sulation would not be the

primary pathogenetic

Since fibri be dissolved readily by

\
fibrinolytic system i f‘ ﬁ' sJdpathogenetic role cannot be excluded

only by the reason of necatl e Fib 7: ains in specimens. However, though
-‘F'.}#J’_,kd "“

the renal morphologica. pe asrearly as 2 and 6 hour by

using both light anddelectron ’ Rl .. choved a significant

y
I;;’mﬂ‘ e (11 le) 11 T2
percentagq W’Tﬂ qﬂhj mmv‘ﬁﬁ nferenc ﬁ#ﬂ‘h lower. These

conflicting results may be exp ained by d e in types of animals

amount of fibrin.

used or in dosages of the venom. On the other hand, we would like to
postulate that the venom of snakes from different regions may contain
different components. Since bilateral cortical necrosis from snake bite in
India and Srilanka is quite common but has never been reported in our
country, it 1is possible that venom of Russell’s viper in those countries

may contain stronger pro-coagulant substance causing more fibrin formation
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and more ischemic renal damage.
It doesn’t mean that intravascular coagulation has no role at all.
In this study. there is the correlation between positive fibrin stain
and severity of renal tubular lesions. Thus, it is concluded that in cases

of Russell’s viper bite, hemodynamic alteration plays the primary role in

the pathogenesis of tubular d f ile intravascular coagulation plays

an additive role in severe
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