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Fig.l Change of body weight gain in THM and

C57BL/6.

(a); THM, (b); C57BL/6. @; control group, [1;

0.4% NaCl group, A; 0.6% NaCl group, X; 0.7%

NaCl group, <; 0.9% NaCl group, +; 1.0% NaCl

group. The values are expressed as mean=®=SD.

*p<0.05, compared with the control group.
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Fig.2 Drinking volume in THM and C57BL/6. (a);
THM, (b); C57BL/6. @; control group, [1; 0.4%
NaCl group, A; 0.6% NaCl group, X; 0.7% NaCl
group, <; 0.9% NaCl group, +; 1.0% NaCl
group. The values are expressed as mean+SD.
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Fig.3 Urine volume in THM and C57BL/6. (a); THM,
(b); C57BL/6. @; control group, []; 0.4% NaCl
group, A\; 0.6% NaCl group, X; 0.7% NaCl
group, <; 0.9% NaCl group, +; 1.0% NaCl
group. The values are expressed as mean*+SD.
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Fig.4 Urinary sodium excretion in the THM and
C57BL/6. (a); THM, (b); C57BL/6. @; control
group, [1; 0.4% NaCl group, A; 0.6% NaCl
group, X; 0.7% NaCl group, <; 0.9% NaCl
group, +; 1.0% NaCl group. The values are ex-
pressed as mean+SD.
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Fig.5 Urinary potassium excretion in the THM and
C57BL/6. (a); THM, (b); C57BL/6. @: control
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Abstract

One of the genetic diathesis in the essential hypertension is the renin-angiotensin system (RAS) which has
been considered to play an important role the regulation of blood pressure and balance of the fluid volume,
together with other biological responses. Fukamizu et al established hypertensive transgenic mice (THM)
that were produced by cross-mating transgenic mice carrying the human renin gene with mice bearing the
human angiotensinogen gene. In this thesis, the object was to clarify the reaction between salt and hyper-
tension using transgenic model mice that overproduce angiotensin II (A II). As a result, human RAS is play-
ing an important role in the progression of disease of the renal disorders or cardiac hypertrophy. Moreover,
it was thought it progressed further by a higher concentration of salt solution loading. Also, it was suggested
that it may be influenced by the quantity of salt and drinking water.
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