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Effects of Talc on Cyclophosphamide-induced Cystitis in the Rat
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We investigated the effects of aqueous extract from

cyclophosphamide-induced cystitis in the rat. The weight of
cyclophosphamide-injected rat compared with normal, but the increase of weight was arrested by intake of talc. More
similar results showed in the uric test involving nitrate content and blood cell number and serum analysis involving the
content of blood urea nitrogen and uric acid in the talc chalienged rat compared with control one. More severe
histological changes of urinary bladder such as edema, wall thickness, bleeding, vacuolation in mucosal epithelium
were demonstrated in the rat injected with cyclophosphamide compared with normal. Fewer scores of these changes
such as edema and bleeding were observed in rats treated with talc. In the immunohistochemical analysis, the

expression of inflammatory-related protein exami

ned tended to

talc for suppression in the process of

urinary bladder was increased in the

increase in the urinary bladder of

cyclophosphamide-injected rat, especially COX-2 and TNF-a in mucosal epithelium and iINOS and IL-13 in mucosal and
muscular layer. The deciine of these immunoreation were observed in the talc treated rat, significant decrease of
COX-2 was detected in mucosal epithelium and iNOS in submucosal layer. These results suggest that talc may use

as a useful therapeutic agent for noninfectious cystitis.
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Fig 1. Comparisons of intake of water or talc extract per one rat.
+ PC005 and + + P(O01 compared with normal rat: # P<0.0h and ## P(001 compared
with normal group: * P{005 compared with cyclophosphamide-ingected contral group. Al
bars indicate means=SD. (n=10). Talc, talc-treated group: Gy, cyclophosphamids-iniected
group: Talc +Cy, cyclophosphamide-injected group witr: talc treatment,
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Fig. 2. The weight of whole body on day 10-post talc treatment.
MeanstSEM (n=10), ##, P<001. Abbreviations listed in Fig. 1.
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Fig. 3. The weight of urinary bladder on day 10-post talc
treatment. MeanstSEM (n=10). *, PXO0B: ##, PC0.01. Abbreviations listed in Fig. 1.
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Fig. 4. The relative degree of nitrate on day 10-post talc
treatment. Means=SEM (n=10). *, (006 ##, P(001. Abbreviations listed in Fig. 1.
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Fig. 5. The number of occult blood cells on day 10-post talc
treatment. Means*SEM (n=10). ##, P<C.01. Abbreviations listed in Fig. 1
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Fig. 6. The content of blood urea nitrogen on day 10-post talc
treatment. MeanstSEM (n=10). #, P0.05. Abbreviations listed in Fig. 1.
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Fig. 7. The content of uric acid on day 10-post talc treatment.
Means+SEM (n=10). ##, P<0O01. Abbreviations listed 1 Fig. 1
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Fig. 8. PAS reaction in the urinary bladder of normal (A),
cyclophosphamide-injected (B) and cyclophosphamide-injected rat
with talc treatment (C) on day 10-post talc treatment. Note a marked
staining  abilties N the vacuolated  epitheliun  of  urinary  bladder  of
cyclophosphamide-injected rat compared with the normal ones. Scale bar = 50 um.
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Fig. 9. COX-2 immunoreaction in the uninary bladder of normal
(A), cyclophosphamide-injected group (B) and cyclophosphamide-
injected group with talc treatment (C) on day 10-post talc treatment.
Note a marked immuncreaction in the mucosal epithellun of urinary bladder of
cyclophosphamide-injected group compared with: the normal ones. Scale bar = 50 um
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