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ABSTRACT

Objective : Daehwangmokdanpi-Tang (DWT) has been frequently used as a remedy for
antiinflamation. To evaluate effect of acute pancreatitis by DWT, we examined the effects of DWT on
the cholecystokinin-octapeptide (CCK)-~induced acute pancreatitis (AP) in rats.

Methods : Male Wistar rats weighing 200 to 250 g were divided into three groups. Normal untreated
group, in treatment with DWT group: DWT was administered orally, followed by 75 wg/kg¢ CCK
subcutaneously three times, after 1, 3 and 5 h. This whole procedure was repeated for 5 days. In
treatment with saline .group, the protocol was the same as in treatment group with DWT.

Results : The author determined the pancreatic weight/body weight ratio, the levels of pancreatic
HSP (heat shock protein)60 and HSP72 and the secretion of pro-inflammatory cytokines. Repeated CCK
treatment resulted in the typical laboratory and morphological changes of experimentally induced
pancreatitis. DWT was significantly decreaed the pancreatic weight/body weight ratic in CCK-induced
AP. Futhermore, The author demonstrated that DWT increased HSP60 and HSP72 compared with
CCK-induced AP. Additicnally, the secretion of IL-1B and TNF-a and the levels of amylase and lipase
were lower than that saline.

Conclusions : These results suggested that DWT may has a protective effect against CCK-induced AP.
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DWT - - +
CCK - + +
Fig. 1. Effect of DWT on the pancreatic weight/
body weight ratio (p.w./bw.) in CCK-induced
acute pancreatitis, Groups were treated as indicated
in the Experimental protocol, Means t SE. for 6
animals are shown. Significant difference (P ¢ 0.05)
vs. the saline-treated group.
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Fig. 2. Effect of DWT on HSP60 and HSP72
expression in CCK-induced acute pancreatitis. The
figure depicts representative Western immunoblot
analyses of protein lysates (30 wg/lane) from the
pancreata of rats, showing the expression of HSP60
(A) and HSP72 (B).
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Table 1. Effect of DWT on IL-18 and TNF-a
secretion in CCK-induced AP.

Treatment  11.-1B secretion . TNF-a secretion
CCK DWT (pg/dl) (pg/ul)

+ - 3347 + 86 2893 + 9,02

+ + 2348 + 151* 2152 + 51*

Rats were treated as indicated in the Experimental
protocd. Means + SE for 6 animals are shown. Significant
difference (P < 0.05) vs. the saline-treated group.
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DWT - - +

CCK - + +
Fig. 3. DWT inhibits' hyperamylasemia and
hyperlipasemia on CCK induced pancreatitis in
rats. A and B serum amylase and lipase levels in
control rats and with pancreatitis induced CCK,
without and with administration of CCK. CCK was
applied as described in experimental procedures,
Values are means +SE from at least 6 animals for
each group. Values for animals with acute pancreatitis

receiving DWT were significantly lower (*P< 0.05)
than for those without DWT,
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