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Study of the offects of moxibustion at the Sin-Soo and We-soo on HgCl.
—Induced Acute Renal Failure in Rats

Duk-Soo Hur « In-Kyu Park - Jong-Kook Lim

College of Oriental Medicine Dong Guk Univ. Kyung Ju Korea.

ABSTRACT

In order to study the effects of moxibustion on renal failure induced by HgCl; in rats aminal
experiments were carry out.

The moxibustion was treat into Sin-soo locus(VI23), We-soo locus(VI21) and Sin-sco + We-
s00 loci these loci were correspond to human body.

Experimental group were divided into 4 groups : lontrol group, moxibustion groups treat on
Sin-Soo and We-Soo, Sin-Soo+We-Soo group.

The obtained results were as follows -

1. The concentration of serum sodium were inreased in all the groups, compared with those
of the control group.

Sin-Soo, We-Sco, Sin-Soo + We-So00 loci showed increased on the Ist and 3rd days.

All three experimental groups showed a significant increased on 3rd day.

2. The concentration of serum potassium were decreased in all the group, compared with
those of the control group.

Sin-Soo, We-Soo showed a significant decrease on 3rd day. Sin-Soo+We-Soo showe a little
decreas but do not significant decrease.

3. The levels of serum total protein were increased in all the group. compare with thoes
of the control group. Sin-Soo, We-Soo show a significant increased or 3rd day.

Sin-Soc + We-Soo do not showed a significant increased.

4. The levels of serum albumin were decreased in all the groups, compared with those of
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the control group.

Sin-Soo, Sin-Sco + We-Soo showed a significant decrease on 3rd day.

We-Soo does not showed a significant decrease.

5. The concentration of serum blood urea nitrogen were decreased in all the groups, compared

with those of the control group.

Sin-Soo, We-Soo, Sin-Soo+We-Soo showed a significant decrease on 3rd day.
6. The levels of serum alkaline phosphatase were decreased in ail the group, compared with

those of the contral groups.

Sin-Soo, We-Soo showed a significant decrease on 3rd day Sin-Soo + We-Soo not a significant

decrease.

In conclusion, the result of this study seemed to effect on the treatment for renal (failure

induced by HgCl
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1. MiEFF sodium EEE{E
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Table I .The Effect of Moxibustion on the Levels of Serum Sodium in Adrenocortical Insufficie-

ncy Induced by HgCl of Rats.

(M SE. of 6 Rats, mEg L)

days 1
G 1 3
Groups i _
Normal | 14275+ 2.04
]
Control | 126.09+ 3.84 13216 2.82
Sample— [ i 137.18+ 2.94 136.93+ 2.21%
Sample— II 13831+ 3.56 | 14014+ 2.67%F
! i
Sample — Il i 127.69+ 3.34 | 137.574 3.18°

M+ SE.

* Mean=+ ‘%tdr'dard Error of 6 Rats.

. Statistica! significance compared with control data

*P{0.05, **P<0.01

Contro! : None operative group after injections of HgCl

Sample— I : Moxibustion treated on Sin Soo(Bx) loci after HgCl, medication.
Sample— I : Moxibustion treated on We Soo(Bx) loci after HgCl: medication
Sample— i

: Moxibustion treated on Sin Sco(B=), We Soo(B:) loci after HgCl: medication.
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Table II.The Effect of Moxibustion on the Levels of Serum Potassim in Adrenocortical Insufficie-
ncy Induced by HgCl: of Rats.

(M= SE. of 6 Rats., mEq/L)

days
Groups 1 3
Normal 4.58+ 0.31
Control 6.22+ 0.37 6.15% 0.51
Sample— [ 5.89+ 0.25 493+ 0.44*
Sample— I 565+ 0.27 4.39+ 0.38**
Sample— I 6.03+ 0.48 589+ 0.32
M= S.E. ! Mean+ Standard Error of 6 Rats.

3 Statistical significance compared with control data
*P<0.05, **P<0.01

Control . None operative group after injections of HgCh

Sample— I : Moxibustion treated on Sin Soo(Bz) loci after HgCL medication

Sample— 11 : Moxibustion treated on We Soo(B.), loci after HgCl: medication.

Sample—1II : Moxibustion treated on Sin Sco(Bz), We Soo(B.) loci after HgCl, raedication.

Table HI.The Effect of Moxibustion on the Levels of Serum Total Protein in Adrenocortical
Insufficiency Induced by HgCl, of Rats.

(M=+ SE. of 6 Rats., mg/dl)

days
Groups 1 3

Normal 728+ 048

Control 6.01+ 0.20 6.68+ 0.26
Sample — 1 632+ 0.55 7.08+ 0.37*
Sample — 11 6.46+ 0.41 6.94+ 0.03*
Sample— 1 628+ 0.39 6.88+ 0.23

M+ SE. - Meanx Standard Error of 6 Rats.

: Statistical significance compared with control data
*P{0.05, **P{0.01

Control . None operative group after injections of HgCl

Sample— I : Moxibustion treated on Sin Soo(Bw) loci after HgCl. medication

Sample— Il : Moxibustion treated on We Soo(Ba), loci after HgCl, medication.

Sample— 1l : Moxibustion treated on Sin So0(Bx), We Soo(B.) loci after HgCl: medication.
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Table IV.The Effect of Moxibustion on the Levels of Serum Albumin in Adrenocortical Insufficie-
ncy Induced by HgCl: of Rats.

(M+ SE. of 6 Rats., mg/dl)

days
Groups 1 3

Normal 222+ 012

Control 282+ 0.15 245+ 0.02
Sample— I 272+ 0.24 229+ 0.28*
Sample— 1I 273+ 0.27 2.35£0.03
Sample— I 269+ 0.17 2.30+ 0.10*

M+ SE. * Mean# Standard Error of 6 Rats.

+ Statistical significance compared with control data
*P<0.05, **P<0.01
Control * None operative group after injections oi HgCl,
Sample— I Moxibustion treated on Sin Soo(Bx) loci after HgCl, medication
Sample— Il : Moxibustion treated on We Soo(Ba), loci after HgCl. medication.
Sample— Il Moxibustion treated on Sin Soo(Bz), We Soo(B.) loci after HgCl: medication.

Table V. The Effect of Moxibustion on the Levels of Serum Blood Urea Nitrogen in Adrenocorti-
cal Insufficiency Induced by HgCl, of Rats.

(M+ SE. of 6 Rats., mg/dl)

days
Groups 1 3
Normal 19.69+ 2.53
Control 3354+ 4.36 36.22x 2.92
Sample— [ 3081+ 4.01 28.19+ 3.45*
Sample— 11 2958+ 3.51 27.52+ 3.54**
Sample—1II 28.24+ 3.85* 27.80+ 2.98**
M+ SE. : Mean+ Standard Error of 6 Rats.

; Statistical significance compared with control data
*P<0.05, **P<0.01
Control > None operative group after injections of HgCl
Sample— I : Moxibustion treated on Sin Soo(Bx) loci after HgCl. medication
Sample— II  Moxibustion treated on We Soo(B.), loci after HgCl. medication.
Sample— 1l : Moxibustion treated on Sin Soo(Bz), We Soo(Bu) loci after HgCl. medication.
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Table VI. The Effect of Moxibustion on the Levels of Serum Alkalin Phosphatase in Adrenocorti-
cal Insufficiency Induced by HgCl: of Rats

(M+ SE. of 6 Rats., mu/m})

days
Groups 3
Normal 26582+ 294
Control 330.56+ 46.9 377.93+ 46.5
Sample— I 303.17+ 34.6 290.05+ 28.9*
Sample— II 296.25+ 43.9 281.77+ 32.8**
Sample—1lI 30155+ 355 294.38+ 24.2
M+ SE. : Mean+ Standard Error of 6 Rats.

3 Statistical significance compared with control data

*P<0.05, **P<0.01
Contro}
Sample— [

. None operative group after injections of HgCl,
: Moxibustion treated on Sin Soo(Bi) loci after HgCl medication

Sample— 11" : Moxibustion treated on We Soo(B.), loci after HgCl. medication.

Sample— Il
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