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ABSTRACT

Effects of Aqua-acupuncture with Woolgum on the Recovery
of Liver Injury in Rats

Ahn Young Min, Park Hee Soo*

*Dept. of Acupuncture & Moxibustion, College of Oriental Medicine,
Sangi University

These studies were carried out to observe the effect of Aqua-acupuncture with Woolgum extract
on the recovery from liver injury of rats. The liver injury of rats induced with 0.5mé/200g carbon
tetrachioride. The Aqua-acupuncture with Woolgum extract solution inserted into corresponding
locus of the Kansu(BL18.) in Rats.

Experimental group was divided into 4 groups : Normal group, CCls-intoxicated group, Saline
treated group after CCli-intoxicated and Woolgum aqua-acupuncture treated group after
CCls-intoxicated. '

Biochemical assays for each serum enzyme activity of GOT, GPT, LDH, total protein,
triglyceride, albumin, WBC, neutrophils, lymphocyte were performed.

The results were as follows :

1. GOT was decreased with statistical significance in the Woolgum aqua-acupuncture treated
group after CCly-intoxicated.

In GOT activity, the Woolgum aqua-acupuncture treated group after CCli-intoxicated showed
higher level significant compared with the saline aqua-acupuncture treated group after
CCls-intoxicated.

2. GPT was decreased with statistical sxgruﬁcance in the Woolgum agua-acupuncture treated
group after CCly~intoxicated.

In GOT activity, the Woolgum aqua-acupuncture treated group after CCly-intoxicated showed higher
level significant compared with the saline aqua—acupuncture treated group after CCly-intoxicated.

3. LDH was decreased with statistical significance in the Woolgumn aqua-acupuncture treated
group after CCls-intoxicated.
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4. Total protein increased with statistical significance in the Woolgum aqua-acupuncture treated
group after CCly-intoxicated.

5. Albumin was increased with statistical significance in the Woolgum aqua-acupuncture treated
group after CCly~intoxicated. '

The saline aqua-acupuncture treated group after CCli-intoxicated was not recognized as
compared with CCls-intoxicated group.

6. Triglyceride was increased with statistical significance in the Woolgum aqua-acupuncture
treated group after CCly-intoxicated.

7. WBC was decreased with statistical significance in the Woolgum aqua-acupuncture treated
group after CCls-intoxicated.

In WBC count, the Woolgum aqua-acupuncture treated group after CCli-intoxicated showed
higher level significant compared with the saline aqua-acupuncture treated group after
CCls-intoxicated.

8 Lymphocyte was decreased with statistical significance in the Woolgum aqua-acupuncture
treated group after CCls-intoxicated.

9. Neutrophils was increased with statistical significance in the Woolgum aqua-acupuncture
treated group after CCly-intoxicated.

The saline aqua-acupuncture treated group after - CCly-intoxicated was not recognized as
compared with CCly-intoxicated group.

From above results, it is suggested that the Woolgum aqua-acupuncture had significant effects
on the injury induced by CCL

[.# = RSN EY FRE MARE HEWES BB

BHe WEOIEE MY HRAY FRe @i
BaBAN Kol 2 L BEEOs Bo] XKl TP
FIFE s F&RAe ERANRY #71 ¥R #4(Curcumae Longae Radix)& £ EFfto] &3
#HES Ko &iEsle Tog, BIER Wik 1+ 2E4 BEREAA 84 (Curcuma longa L.)9 8
55re] RABENG & 1o BT A2 B H#S BRY A2 7123 Agd TEo BE
o BEMSEY e BF=n A FeReE HFH 0 ¢ F Fietd RES BRE KEdn e 2
FRIE, WHER, AR, BHEE el Ao, o dAY AN mEstd RIS ge g
7, SBMITR, HE KB OF B SRS SRE FESL g@std O, F =8 Sosin
BEE S0 Trgi? Ve gon =3 g2 TP fstd I B &S50 o7l FRESs
BEEEBE BHE Mieh HEE mEA7Y BE I =% msd o7t FEmEHIEE M
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842 BHHtOSE d-camphene, d-camphor,
sesquterpine, sesquiterepenol %3 curcumin %
¢ eHsa™ mrre) Hwe RESRD FIRMeE
A e mae s E97F EmiTRSSY 1A
e fFEE Iz e HE BRE 2 Fxi
FE{ €A Yeide e ER2S HEE ¢
313}12'15).

EHEES WEREY U= KRRERY FE
o {kmsle] HEdyS BEMRN HHTE R,
EETS e HBRY oz A3 BHRIE
o FEAZIY FEE #EHE Bt 4i8d
WeES RESI T HEKEE WEANA BRE B
gare wagEt o g hEdMe HiE K
AR, PESEERE: o) £HoE WE W
489} BEERME7L ven 93, UMz
1970 R o)A gEetRtiko] T3 /Tl
57 tafEste BlEEE A58 Y Kdet
FRER 2 FEAY Woert g@ustAl EgiTHeRlz
uct.

Friame &3
tetrachloride(CCly),
ethionine, dimethylnitrosamine, thioacetamide &
o] en¥® 53 o] delHE CClLE iy
RGBS doA Mm% Transaminased] LHEF
A1 BERIENS BMLE $BsY, BBy &
L2 FFMfEe [EIR, TelhkE 8 2 /B
H O Ho] dojun, 1BHM#LE FESES
rss Aoz deAd Yem®® cCLel o
R oe Hrz %, 27 2% 1™ K
0 2 Zol 9 KRB tINE it
Tﬂ%"ﬂr‘:- 51.33)’ “,"34) .*I‘SS) , %36)’ ﬁB’l’), %38)’ )H\BQ),
%40)' %41)' ﬁﬂ) %QI 9\15}'

a8, o3 @4 HkEHoE HEEA nijs
HEY witd AE FEE RE gz o9
EEE RSB Ug Bogste] HRE MEFH
7l 98ty CCLE =S &nFRES FRsia

dedle {LBWHEHLS carbon
chloroform,  phosphorus,

F&EM eSS HHEstd mE S
glutamic  oxaloacetic  transaminase (GOT),

glutamic pyruvic transaminase (GPT), lactic
dehydrogenase (LDH), total protein, triglyceride,
albumin, WBC, neutrophils, lymphocyte &7
1t £& & FHHLZ UBEZET v FF#Kol
UE HRE LAV #ESHE vlolr)

KBRESREEE FI5%H H2n

I. g&ME 2 Hik

1. WEME

1)

#4(Curcumae Longae Radix)e it ZHA
oM EIMREZE RAStY HHE Kidn #
7t 28 AT MRS RS
fFREe HRYWEEE CCL(SAM CHUN pure
chemical industries Ltd)24  olive oil(Shinyo
pure chemicals Co, Ltd.)3} 1:32.2 E&std @&
fsk s ok

2) BRI

el EAD B 6840 B2E 210+25¢9]
e Sprague-Dawley % ARE FHEWWA BN
A EFAALR(FE)NS B 83 #gsey
RRERS ERERKEANA MJ-721CS, &
2ol A 28R FEAZ F BB ERNG
(Table 1). )

Tabie I. Composition of Experimental Diet
Composition %
Crude protein 221 %
Ether extracts 35 %

* Crude fiber 50 %
NFE 60.4 %
Crude ash 80 %
Ca 00 %
P 04 %
Others 06 %
Total 100 %
2. R&HE

1) #|gtel Mg
4 300z 3000me] FT T3 HEK

1500m{8 ¥ X Heating mantle(Hana instrument
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CORPS. HMI-F, #3)olA 35t Rl Sch
a% EES BERRBHBB(YAMATO, Japan)Z &
B B % FEKkE 2002 #%s D alcohol
2 75% ethanol BHE &) 4T F5¢¢
HESZ nEYe Ba%t 2F BRS HER
B BB BT ¥ REKE 100n2 #Axs
I alcohol2 85% ethanol HHEES TEI 4ToA
25 HEAGI 94 RS BEdd o
A BRS REARES BE BRY I EEK
2 50m{E @EEEaL alcoholZ 95% ethanol BH
£ wEY 4T FE¢ REACDL il
& FEYT ux Yo FEEHRE K B
31 4£EREAZ 100ME #ARH ot pHE
742 ARE Iz, °]8  045m  syringe
filter(Whatman, U.S.A)Z #i8% ¥ ZEgo) 2
o] autoclave(ZrZ A w2, SJP-04-8, TF)o]A
120C 15FEE A MEEEE S #ol #EAst)

2) BHES o4 ¥ EEFE
- BRE FH BEY /ML ERSS BERR
EAste ERASE o 18]
15021y EESY IEEFNE), CCLIEREERC
), CCLEHZ ABIKIEES IR (SHE), CCLEHE
HPSEUEEEWGEHSR UFo] CCLEES
FE A LBR ¥ &S 148 ¥ 8 —F
Bxlol gt EEE Ak

FFEES FH37 3t CCl(SAM CHUN
pure chemical industries Ltd)®}  Olive
oil(Shinyo pure chemicals Co., Ltd)& 1322
BHAT ARES af 18E 200gF 05m KR
fREE 36, 68 Sonde® FiAsle |OEES}
ot

3) BN o HEetEE

ARl Frivel MM S F09 el
#38l9] Laser detector (Akuplas MFL, MBB,
Germany)E FlIAstd BR3IEoY, Bl F&
2 EANET, 88 FHdl v 04mi4 9]
BARTY 4BAMKE 45 EEH 26 gauge
9] 10m¢ 1318 5288 (FAstY fTHEHSIALT

4) &L
EHEBEE HFRA 146 AY 9F BEE

diethyl ether2 MiBEd F LEZH A o) nlg
3 5n AE Hmste ERSE

5) &84 BE

BZEASRE miEdA glutamic oxaloacetic
transaminase (GOT), glutamic pyruvic
transaminase (GPT), lactic dehydrogenase
(LDH), total protein, triglyceride ¥ albumin®
BIES Auto LLab Z/¥(AMS, Italy)Z 247 #ch
BMmEk &8s Improvedneubauer's counting
chamber& {FMA3IGLoH HAMmIRS] HEREE
Gimesaf:f2 2 ¥ BHKEARES WES @mmER 200
Neg HiEoR o wESHAT

3. #rErS e R

HEERY HEREE SPSS for windows
release 5.0.2(SPSS. INC, 1993)& FIfsld o3
FAEAEY duncani% o 2 sl e
P-value7t 0.05Kt & & < l#d A%
& e st A THP<0.05).

. EEHER
1. f5% GOT(AST)oll pix|l&= #E

GOTe &EHEs EEBENHLS 577+

157unitd 29, CCLEBER(CH)E 138.00%
5.80unit& el CCly 2 # FFRFe] s
Aoz HoAn, CCLEMEHKRBIKEHRENES
)2 127.0014.42unitE, CCLEE AL BN
F(WGE)2 7243+276unitE JEldo] & ®
A3e FHEolN, 53] CCLEERE SRR
HAMNE FEHUS BPE YR TP <0.05)
CCLEE® A KB RENT CCLERZBSHE
sHRER] HECANE FEMIE HRE e
With(P<0.05)(Table O, Fig. 1).
Table 0. Effects of Aqua-acupuncture of
Meridian point Kansu (BLis.) on
the activity of GOT in Rats
intoxicated by CCly solution
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Gow  Treamen | ° °fs GOT (Karmen Usit)
N - 15 5L71t15F
C CCly 15 13800580
S  CCl+Sdine 15 121005442
WG CCl + Woolgun 15 T4B3+276°

N : None treated group

C : CCly-intoxicated group

S : Saline treated group after CCly~intoxicated
WG Woolgum Aqua-acupuncture treated
group after CCly-intoxicated

Means on the same column with
different superscripts are significantly
different (p<0.05).

ab.c

N [ S WG

Group

Fig. 1. Effects of Aqua-acupuncture of Meridian
point Kansu (BLis.) on the activity of
GOT in Rats intoxicated by CCl
solution.

N : None treated group

C : CCls-intoxicated group

S ! Saline treated group after CCls~intoxicated
WG Woolgum Aqua-acupuncture treated
group after CCly-intoxicated

2. Mm% GPT(ALT)o| o|X|= ##

GPTY EMEE FERS 5789+ 164unito]ld
I CCLEERS 121.71%388 unit® vehio
CCly R % FifEe] e Aoz EdAY,

AEEARGIE H15% H22R

CCLEBE S RMKSES UL 120.1413.60unit,
CCLEE®BOESMBHLS 022012 71unitE Y
o] £& EHAdlE Hadn 53] CCLEE
HELEHEENINE FREIE BIE U
WRon(P<005) CClizEsREKEsRERNT
CCLEEABSE IR  HRANE HEH
e BRE JERIQATHP<0.05)(Table M, Fig.
2).

Table . Effects of Aqua—acupuncture of Meridian
point Kansu (BLis.) on the activity of

GPT in Rats intoxicated by CCl
solution
Groyj Treatment o. of GPT(Karmen Unit)
P Animals
N - 15 57.86+1.64°
C CCly 15 121.71£388°
S  CCl+ Saline 15 120.14£360°
WG CCl + Woolgum 15 92.20+2.71°

N : None treated group

C : CCls-intoxicated group

S @ Saline treated group after CCli-intoxicated
WG Woolgum Aqua-acupuncture treated
group after CCly-intoxicated

ab.c Means on the same column with
different superscripts are significantly
different (p<0.05).
T
Karmen Unit GPT

e} Group
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Fig. 2. Effects of Aqua—acupuncture of Meridian
point Kansu (BLiz) on the activity of
GPT in Rats intoxicated by CCl
solution.

N : None treated group

C : CCly-intoxicated group

S : Saline treated group after CCly-intoxicated
WG Woolgum Aqua-acupuncture treated
group after CCly-intoxicated

3. m;5 LDHol o|xf{= &

LDHe #HiEs EEHES 248431583unite]
21o0) CCLEEMS 590.86+5.60unitS Hehiof
CClL, 8 # FiEo] e Aoz Hoxn,
CCLEE th R BN/ SEET IR EERES  604.71 £12.9unit
2 #\mile EEeE HE#ol e CCLE
ERSoEet BENS 447.00+31.34unitE e

of HEMUE BB UEhEATHP<005). CCli

RE s RS REEET CCLARRB IR
HEY HECINE HE#IES BRE JEHA
-tHP<0.05)(Table IV, Fig. 3). .

Table IV. Effects of Aqua—-acupuncture of Meridian
"point Kansu (BLig.) on the activity of
LDH in Rats intoxicated by CCl

solution
Group  Treatment Arjgﬁ(;]fs LDH (Wroblewsk Unit)
N - 15 248.43+5.83"°
C CCla 15 590.86%5.60°
'S CCli+Saline 15  60471%129"
WG COCL + Woolgum 15 447.00+31.34°

N : None treated group

C ' CCly-intoxicated group

S : Saline treated group after CCly-intoxicated
WG Woolgum Aqua-acupuncture treated
group after CCly-intoxicated

1 Wroblewsk
“Unit iLDE]

ab.c Means on the same column with
different superscripts are ' significantly

different (p<0.05).

.5BBABBYE

we  Gow

N C S

Fig. 3. Effects of Aqua-acupuncture of Meridian
point Kansu (BLis) on the activity of
LDH in Rats intoxicated by CCl
solution.

N : None treated group

C : CCls-intoxicated group

S @ Saline treated group after CCl~intoxicated
WG :
group after CCly-intoxicated

Woolgum Aqua-acupuncture treated

4. ;& Total proteinoll o|lxl= &4

ABO

Total protein®} &&< LHML 857%0.05g/
deoldew CCLEERS 52910.10g/dtE e
o] CCL RER # FFREC e Hoz HoF
o CCLEBMSAEKEHEENS 54710062/
df, CCLERTEHBE L RMHAT-S 64320.15g/dE
Uetio] &4 @t @A, 53 CCLE
HABSEH4EERANE FRMIE BNE 4
ENIQITHP <0.05). CCLEE# REKEE S IR}
CCLEE LBt R Hidx HFEH
= #£28 JehiAHP<0.05)(Table V, Fig. 4).

Table V. Effects of Aqua-acupuncture of Meridian
point Kansu (BLi.) on the level of
Total protein in Rats intoxicated by
CCly solution
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Group Treatment Al\:l(i);n:lfs Total protgin(g/dﬁ)
N - 15 857+0.05°
o CClLy 15 529+0.10°
S (CClL + Saline 15 547+006°
WG CCl + Woolgm 15 6431015

N : None treated group

C ' CCl-intoxicated group

S @ Saline treated group after CCly~intoxicated
WG Woolgum Aqua-acupuncture treated
group after CCli-intoxicated .

Means on the same column with
different superscripts are significantly
different (p<0.03). -

o/l Tota Protein
10 g
9 £

ab.c

Group

N c S WG

Fig. 4. Effects of Aqua-acupuncture of Meridian
point Kansu (BLis) on the level of
Total protein in Rats intoxicated by
CCls solution.

N : None treated group

C : CCly-intoxicated group

S : Saline treated group after CCli~intoxicated
WG
group after CCly-intoxicated

Woolgum Aqua-acupuncture treated

5. fiE Albuminol ojxls BE

ABFXBEE W15% WM

Albumin®) £8& FHEBS 355+0.09g/d001
ov CCLEERE 3151002g/dt& ehiel
CClL 8B # FHEH e Roz BdAH,
CCLEE#ABKSSHRER S 3.122003g/dE
Yehie] Eidste @AE, CCLIREHBLIE R
HEELS 332+004g/deE @mete MAS JeRY
AN 53] CCLRE#BSEMRENANE A8
#elE #me eyl os(P<0.05) CCLiEE
AR RENDN CCLEESBLSERER)
HEIME HERIE HEES JehiAiP<
0.05)(Table VI , Fig. 5).

Table VI. Effects of Agua-acupuncture of Meridian
point Kansu (BLis) on the level of
Alburnin in Rats intoxicated by CCly

solution
Group Treatment I:In?x.n:s Albumin(g/de)
N - 15 355+009°
C B 315%002°
S  CCl + Saline 15 3121003
WG CClL + Wodgum . 15 3324004

N : None treated group

C : CCly-intoxicated group

S : Saline treated group after CCli-intoxicated
WG Woolgum Aqua-acupuncture treated
group after CCli-intoxicated

Means on the same column with
different superscripts are significantly
different (p<0.05).

ab.c

o ' Alem'n]
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Fig. 5. Effects of Aqua-acupuncture of Meridian
point Kansu (BLis) on the level of
Albumin in Rats intoxicated by CCl
solution.

N : None treated group

C : CCly-intoxicated group

S : Saline treated group after CCls-intoxicated
WG Woolgum Aqua-acupuncture
group after CCly-intoxicated

6. M& Triglyceridedl 0|X|&= R

Triglyceride® 28RS EEHS 8.71%
1.15mg/d¢el o™, CCLEERES 66.29+1.70mg/
e Yehie] CClL R # o] de AL
2 yoAn, CCLEEY%RUMKIEES HEIEL
65.00+1.46mg/dtS eI EAstE @,
CCLEBRAB S RIEEL 721411.06mg/dlE
Uerdle] mdte fme JeEriAn 53 CCl
EEABSERERIAAE BEMHIE BME
Jeh g o8 (P<005) CCLREEAEKESRH
23 CCLEEZEEIEmuEe HEANE &
Fls BRE UEUATHP<0.05)(Table VI ,
Fig. 6).

Table VI, Effects of Aqua—acupuncture of Meridian
point Kansu (BLis.) on the level of
Triglyceride in Rats intoxicated by
CCly solution

Group  Treatment ﬁr;n:fs Triglyceride(mg/de)
N - 15 86711115
C B 66.29+1.70"
S CCl+ Saline 15 G014
WG CCL + Woolgum 15 72.14£106°

N : None treated group
C : CCl-intoxicated group

" § : Saline treated group after CCls-intoxicated
WG Woolgum Aqua-acupuncture treated

treated

group after CCly~intoxicated

Means on the same column with
different superscripts are significantly
different (p<0.05).

abc

WG

Group

Fig. 6. Effects of Aqua-acupuncture of Meridian
point Kansu (BLis) on the level of
Triglyceride in Rats intoxicated by
CCly solution.

N : None treated group

C : CCls-intoxicated group _
S : Saline treated group -after CCli-intoxicated
WG Woolgum Aqua-acupuncture treated
group after CCly-intoxicated

7. WBCo| ojxls &

WBCS s E#ERE 815%01610°/moIx
oy, CCLAERERS 3260151 107/mtE Yehy
o] CCL ER # FFiRMel Ue Ro2 BoAn,
CCLERIE % REIKES M-S 31.151.2010%/me,
COlREEBe s RENRS 1694109010V E
Ueldle] &% mddteE HRSE CCLERE#®A
BAKEE BT HEMC] ARy CCLR
BRBoRstREEIAs ARMIIE BLE Y
Bl o5 (P<0.05) CCLEREY% AEKREG RN
3 CCLEB#%BLEMMERY HBIME BFE
Hele #ERZE  HEJUTHP<0.05)(Table VI,
Fig. 7).

Table VI. Effects of Aqua-acupuncture of Meridian
point Kansu (BLjg) on the count of
WBC in Rats intoxicated by CCly
solution
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Growp  Treatment ms wscuo’/m)
N - 15 815+0.16°
o cCy 15 R6+150°
S CCL + Saline 15 31151
WG CClL + Woolgum 15 16409

N : None treated group

C : CCly~intoxicated group

S @ Saline treated group after CCly-intoxicated
WG Woolgum Aqua-acupuncture treated
group after CCly-intoxicated

ab.c Means on the same column with
different superscripts are significantly
different (p<0.09). -

10%m WBC

WG Group

N C S

Fig. 7. Effects of Aqua-acupuncture of Meridian
point Kansu (BLis) on the count of
WBC intoxicated by CCl
solution.

in Rats

N : None treated group

C : CCly-intoxicated group

S : Saline treated group after CCls~intoxicated
WG Woolgum Aqua-acupuncture treated
group after CCls-intoxicated

8. Lymphocyted| o|lx|l= £4
Lymphocyted] 82 LEEHFS 51.80%£044%

= BT

RBFRPEE B15% TR

Qom CCOLEERE 6512+1.12%F Jehye]
CClL R #% FRE Y Aoz vdgxn,
CCLEE#RBKEHEERH S 64.441091%,
CCLEEHBESBMRENS 560711.14%S U
Bullo] &4 BHosts BEEOIQATL, 58 CCLEE
HBLBHEERINE FERIE BHE VY
W on(P<005) CCLAAMKABKERERT
CCLEEH®BOBH RIS HRINE HEH
e HEE JeEhiAHP<0.05)(Table IX, Fig.
8).

Table IX. Effects of Aqua-acupuncture of Meridian
point Kansu (BLis) on the level of
Lymphocyte in Rats intoxicated by
CCly solution

Group  Treatment .I\I‘\In?;n(;]fs . Lymphocyte(%)
N - 15 51.80+044°
c ccly 15 &I2+L12
S CCly + Saline 15 64.44%091°

5607114

WG CCL + Woolgum 15

N ! None treated group

C ! CCly-intoxicated group

S ! Saline treated group after CCls-intoxicated
WG Woolgum Aqua—acupunsture treated
group after CCly-intoxicated )

ab.c Means on the same column with

different superscripts are significantly
different (p<0.05).

% Lymphocyte

Group

N c S WG
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Fig. 8. Effects of Aqua-acupuncture of Mendian
point Kansu (BLjs) on the level of
Lymphocyte in Rats intoxicated by
CCly solution. -

N ! None treated group

C : CCly-intoxicated group

S : Saline treated group after CCly—intoxicated
WG Woolgum Aqua-acupuncture treated
group after CCls~intoxicated

9. Neutrophilso] o|x|= &

Neutrophils®] &8 EHHS 3484£073%%
o CCLEERL 2213£054%F el CCly
RER % FEe] e Aoz BdoxH, CCLE
B aEkEEs IS 21.01£1.00%E ek
o] Wdsle M-S, CCLEEESSE RIS
2094+129%% dElo #@mete @AmS e
Wol CCLAEHARBKESRENINE HEH
o] gy CCLEHKBLEHMERAINE &
Efole 8mE JehAd o(P<0.05) CCLEZHE
B A OKEES RN CCLEEERE S RNt
o] HEAE FEHIE GRE UeliddP
<0.05)(Table X, Fig. 9).

Table X. Effects of Aqua~acupuncture of Meridian
point Kansu (BLis) on the level of
Neutrophils in Rats intoxicated by
CCls solution

-

Group  Treatment AI:I;'n:]fs Neutrophils(%)
N - 15 U847
c . CCL 15 213054
S CCl + Saline 15 2101 £1.00°

WG CCl + Woolgum 15 29944129

N : None treated group
C : CCl-intoxicated group

S ! Saline treated group after CCly-intoxicated
WG Woolgum Aqua-acupuncture treated
group after CCly-intoxicated

abc Means on the same column with
different superscripts are significantly
different (p<0.05).
% Neutrophils
9 v somen
%
ko]
%
)
15
10
5
0 R
N C S WG Group

Fig. 9. Effects of Aqua—acupuncture of Meridian
point Kansu (BLis) on the level of
Neutrophils in Rats intoxicated by CCI4
solution. '

N : None treated group

C : CCly-intoxicated group

S : Saline treated group after CCli-intoxicated
WG : Woolgun Aqua-acupuncture treated
group after CCly-intoxicated

V. % %

EhAe BRAKY St & BED AL =
BIREME 14 5ot fES TABEKR
8 IRERME BiEste RO MRl Mol
BASY MY &R B ETRY, SR
UeldA =e) 2ol FIEY 4 dx, KA
B, WHE, 2t 58 RN HRS mTe=A
ERE B8 =t £Rs BEE & gz 89
41.43"45).

FRe BEXBENEY Bsld Fe HaAE
GLFIRFRR, RS, FEW, BEES Aol ol
P, 28K, BE B8 0O BE D&
PR %o Twmee® Vo o =3 B
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eEERE A BN BE S%EAYY BE
Mo 2 RERE BT, FhOis WY, nEEe,
R SEEAW %9 AL BN Y £
TR PR EEWES MmEdlE RRo=
Z FRY THRAY Fie @ES xR ©
o,

e FFE BEZE ZBHEY, ERAK
FEZzw®olat st B #aET MKke oA
WE BMEN gol KHEsd 1 AL EES
I FEHEE e &Y £e XY HY LB
fe g FRREMT CFLENCE kS Wil
Bio g WHMAH, FAEMAH, BEAS, BHe
#RB T hiEHERe) 20 £ BEE
Vitamin, #i% £ Fastal s o} s
ofeEm RETY 2 OsMAE, Rt wEBe
s M A Qg

mmBEES mKe MMstE mEg MEsts
wae wate R HRHRT M ele st
T ARAERGKY AN MAPMETRIF o) ehate] o] &
& FmiEEel kWHE iEdE olg Ml
b, B, @ESE HAAFe Eite) BRe
& 9 ooy phiipepe o To) FRIEATIZ FEE
AF)= EHE BES D 8 JlE e
ol ABEMES] AM P MEiT wEY WHEE
W3 Qs WO ro) gRik 2 A mikkes
o] %Mz Wt EASE KESME 7hed AT
GBS MR, bR, WORRE, WIS %
oM, FEMFEE T MolA, EMFIRe
BiEgAg FoM 2 Jehte HmePPemz
ol5 h WHEEE FMTE % HEEgN
TTRES Blte]l ASE ¢ 4+ Uk

gl de %S %M AMARKRY &
BRELTEY E0FE B288, FAREEY
o] ‘BEALIE WHD, WRERRSN HHE
W TR TS ST BB RE2RELtm
Do) ‘HMIEE $55H 5HEEHE SEBAHE %
FEBSHEERE EHGHEMAE HEHEX N
k¥ HEd'E stdth & EEHANE IR
Fzt EEWT BEXOF EXTLEERE 25
R olgleld =B, WiE BE R BE £5o
ole] Bl Holzt stk HEAMET M=
FEY SR BEez Hild BEY KBS
B D so] HWE KBS ME SHIA 2 5

RBRAPEE BIo%H H2W

AE Hkg} ol FRERS BR, ~E, € &K
BXHE &olzgt dA|T. FKRE BEE FHF
B, FmLE, TR, HEEE, BF, BEEF,
BHTE 2 Kk &2 FEEBY ERS &K
o 23d BB FRFFNSTS,

FFEEBE FFA77 98 A" @ §)
£ 4eA 9= A2 S a-amanitine, phalloidin,
TAA & ®&o] it 1 & CCLEe Bt
g8l ARMCIA S FELIE 1A FEGS 4o
e A¥P o2 & BHIME AL ALaA
. CClie BF endoplasmic reticulum(ER)2) JE4
Bt oxidase kol #ksld CChez BifbE el ER
B£ol polyenoic acidE Ei{bAlAA BEELERS
RS EZ ERY Mg R OBES B4 MUY
¥ webM triglyceridest #5&8 S Mo &
W= apoprotein®] W dtn NERFERC] YAt
o HfEREe) &BH: Bt MHA Ca'e WA
o] dojutc} ¥y wjFel FEEL KEERE
BURT JALISE RS ANAN Fi@s #Ed
olzd dvn ¥ ou) MO calcium B
FEIMeEo] BiMiElo] FEFHMMORE MiEYl BhHE
Yot Farber™ & @stdch

BESERA S FBAE Y SR SR E
el kst EEFEWS RBNA BT KL,
BRREES Bl Bakel o= dolz B EIEE
ol EASY, HimT EWIEAE T3l 4ige
BEES MRy BERES WEANA KHE B
gt WEmECToR, RESS Be Mo
A Holen FEAME BE RMESRE, B
BHEsRE $o AMoE 22 Wgeel FEKEH
#H7h e X X, @MEAME 19705 Eol4
g LY H4 Tl BEHAeY RSB ¥
dofr e e TEHEEFC CCL FE 87 #
Hirel vl B, o WERBRSOAM EEIES
o] FFEEEE HXFTS #mEden, £
TEREMEKEo) =% RFFEcEEe] BReE 2E
of o)X= g, & ol BVl THiEste)
CCLZ F#% Ratsl WigEd vixis #Z,, &
Do) Tgmeste] CCLE FREY AR FHEE
o] "lale BB, AME FEitol Y BEEE
FEstD &l HEHAYT

A ®Ee FEHURE ALE 84 (Curcumae

Longae Radix) 4 Ehio] B S54 HREX
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Ql 8&(Curcuma longa L)9 BEL E1R#E A
o2 &R AE EFol HEF F HEEY
g2 EpE BREstn B B4 449 A4
st FEARHTY. ge jf ke FEsin
mEated b, F =& So7tn"® gatd i,
BEESH SRS TBES ROB M
8 BmTR HBufirm 5ARIEYET mEER
FIOTDo|} Mo ooiE B FEE £
By METE £Vkm BEMD m#F Ko &
B %o x¥fEolatn @ v dn FP= FilE @
B BR SmrRS fAs1q FREEE 2 7B
ERE st Frigmtt 3HEY EAstz X2 A
BAR (TREH WiFrEm BE B8 OFEHR
g FrE mi SEHN BETrR gETIR ¥
B A B|E #h £ Heln =3 mehe ¥
£ Wty mmz R HAHE BKdzhl HKE
AbLE Bt s

49 oL EXEEEEAM  curcumin9)
0.3-4.8%, ¥ 1-5%, Bt 30-40%% L &S fg
Rl Fol  Slen  wihe FRHLEE
d-camphere, d-camphor, sesquterpine,
sesquiterepenol o] #EIE] ATHTW @4 o)
ieEol BAY WgE=A Jentzschst Holler®'=
curcumin®) #F A FfR(EA 2, Ramprasad<}
Sirsi® & sodium curcumate$} il HIEEM
& EbEE, Robbers™E curcuminiSfer} I
HEEfRERCIRS BEKGEIER] ASS BED
v} 2ot

oloff EEE KRB B BE&EESY] B
£ #MEAsy) 98 CCLE Fid aRe &M
g distd BEMR £ g B FRE
of E&Este MWHTetd miE e glutamic
oxaloacetic  transaminase (GOT), glutamic
pyruvic . »

transaminase (GPT), lactic dehydrogenase
(LDH), total protein, triglyceride ¥ albumin,
WBC, neutrophils, lymphocyte 252t &2 #A
#3tgo '

GOTE GPTS 4 Stefrsel RHzh, 8
HFFEREY LEEE Sd LAY BEITh 1
g2 GOTS} GPTY %L £ FEHRINAM —
EY H@A@E Bole RKiEs B2v] - &7%
gl BN 580 2o AEFAS BROET

¥ GOT, GPT &t #mE 2o KHF 500unit
b EEG #mE »Au BRI E GOT
>GPT, Bl GOT<GPTE =1 FEHEGE
ffitez WESHEA oAl GOT>GPTE ¥t
Byt FLIMNE 718 =& 3 2d F
= BHEENE  Fx(hdelys, #idae
200-300unit AT <7 3ok &M FsolA
= @9 LR GOT, GPT7t fEfRY Efkel ot
g o] ETEE 5587 Aok &WFL KE
o= 100unit AIENA =2WgAY BER &
o] Jod Bt BHE F ok 1BHMF 5l
Me BEZ BiwstEx EFHEE Xl GOT
<GPTQ &7t B3 WFIEE, FRElMdE GOT
>GPT #8720,

A BHRAAM GOTY EHEE CClERH R
ARESREHTS CCLEEABEEMRENSE %
% EAste EEE YElT 538 CClLEE%
BegEstREgdNE FELIE B E e
Qoo (P<0.05)  CClstHts ABUK S R}
CCLAB GBS EIIY HBAME HFEM
AE BREE YA R(P<0.05)(Table 1, Fig.
1), GPTS &Y CCLAE %Rk B
I CCLEEEB SIS REPL £& Bt
fim-e JYebAn 53] CCLEHEEESREEt
M FEHIE BAE JYEHIASH (P
0.05) CClpEs R KEEE B REnl CClRE! %
BEESIREY MRIMNE FEHEIAE ERE
el ATHP <0.05)Table I, Fig. 2).

LDH+ transaminase 53 &7 il Brse
o Mol Emdte HRBEZRCIY, I MRSt
REIEE ] oFo Wl Rie] 31, E FRE
o deix el mrh EE kRl GOT, GPT %9
8] @& EiEsl 9ok a3y piEke] Ky
sty FEE Uidr £ SBMBEE,
OHEE HRE, EUEE $)94 o WEd B
Ky BHE REgx deq @mE LDHE &#
B4 ol ERISI(EE LR 3fE7HX]) BRI
o] At wel ETAT Bk, FEE, B
BiE, BEEL FodMe EE 22 4719 RS
E F Joy BHESY JdF EERzEdAe
ERSE 87 gk gl A GOT,
GPTEY #ifsA LR % LB 565 L
kol He 71 o, @Bt kol Bl i

=3
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EEY =& 3¢ UEhiE FE@ol g,

LDHe #EHES CCLEBRGREKES RENH
L Emsle FEReE EEMC] YUY CCLER
“BLEEREN S HENIE BPE HERAA
2 5(P<0.05), CCLEZEE th REN KBRS R IR BT 7
CCLERBESELRENS AN FEHS
de BEE JEHATH(P<L005)(Table I,
Fig. 3).

AlEel miE ‘A 42 Y] REHsLR
Beste B RmEnA 0sE e BEA
o] €A gltt welA oF HEARHES M@
24 #HWEHE Total protein®& FEHAE 2
Globulin #hmol 2ty Exe T2 o™
Albumin® miF RES held Y e WH
olny BH &S Mty EAHLE BiRE
2A9 gHREE KHI £ T4 Albumin
o] A EE HIRAES THE BES AEs
£d FACH B e Hils BERN, EE
i, B3, |E R FHE &8 K#IE
e Fol AT .

Total protein® &&H< CCLZEI# frElKaEs]
RIERER CCLRE LB R REIEl A &4
msle Aol et CCLARE % REKest T
Proll A= BN U CClLEH BB Sk
ol e HEMUE EHnE et es(P<
0.05), CClLEHtLREUKEEEIMET CClLUREREH
EEEE ENY ERAMNE HEMIE HRE
Vel 2(P<0.05)(Table V, Fig. 4), Albumin
o GRe CClLRE ABUKEE ML W3t
= iR g, CCLIBBIKRE G RS Hindtes
ffim-g vieEhlol CClORBILFrER/KEEE | BR A ol
ANe HEMHC giddlevt CCLEMGEEEE R
HoAME HEMHNE BHE Yehdoes(P<L
0.05), CCLEEEE%ASIKESHERMPED CCLAEEE
BEEEL RN MRANMNE FEMUE BRE
VR TP <0.05)(Table VI, Fig. 5).

B AfH shed [5W5el AAste thERe 3}
21 9H(<k15%) &tE o @iEk5 S

95% LAEel Triglycerideolth. Triglyceride®
37F9 IREEel AR d2HEZ #42
3 Aoz chitfgiboldtn: BINAT EES
g0l A= chylomicron(CM) % lipoZE&(VLDL)9]
ER oW £ olux e RrET ik BES

REBFRBEE BI5%F W2

o BEA @ BEE EEsed gloA
triglyceride= cholesterol® © 8o FAT igE
o BEARHE AF BEY —XKEE HHY 3
Yo|t}, K& hyperlipoproteinemia, BIIEE{LEE,
WRA, BERN, PRIZBEETE, Rt &8
9] BT TG ®Bmaly FESE & Ead
FREREBAAMT FoM VLDL &) B4 3ld
o TG &S Wy g™ >

Triglyceride®] €8& CCLIEES AW KIESHE
BEL BAss HRS, CCLREABSEMRE
e Ehdte fEE JeEhle CCLEEEGAH
KgEEHRERtl M s AEM] ¢lslou CClugH
HESEHEENAAE FEMHIE BME Ve
WAoo (PL0.05) CClLEzH S REKEES EE )
CCLEE B SRS EES) HRANE HEH
le #ES(P<0.05)(Table VI, Fig. 6) B9 &
&3gto] o MREMNRH HES X Hez
Btgc

m + WBC BifES RIiEMH EEOIV BEH
g EmI ™ sdsd ARHIME
CCLEEE i KBS R RE Y CCLEHGE S
FHoREEtol N &4 WA Ses HES JUEUAe
Y CCLAHE#% AR EEH AN FEM
VRT CCLEHAELEHREHANE FHEM
UE WAE BEAT(P<0.05) CCLEEHREIKE
FHoREpEs CCLARERB S RImIEe] iy
ME HEHIE BERE Yshlls R22 HoKP
<0.05)(Table VO, Fig. 7) @484t &K 2 4
BIEE REANAH WBCE mdAle ZHez
v aa2le

Lymphocyte: A%8 BHE(EAC BREASI: fm
ReA, FE=3e FHe FakdA hxdx @
fotk RS WEe T JEZFE BiRANA, 8%
t# &S o ¢ B X7 BEY Fabricius
Fol HESE BEAN £8 oL BED %ol
R UZFE BT TB HZTE 484
B2 i BB PRt aERES &
178 k#m  FEZTFe KoL B 10
um AT R BRIt e AFoZ MRA
of AAde BEES I ST EF B
e ot oA g YZFen ¥23 oz
KERD e AEEFez 27 siH &
YT FH amm, KA T #iiEE amiK, 8% 3
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=7 BmR, virus B, S8 8E PRES
BETE S04 Bmsr s g™,

Lymphocyted] €8 CCLEBEHHKES R
BED CCLEE#BOEHRENS £4 HI s
= fHho® CCLEBESAHKEHEHFANNE
HEMo] ey CCLRE®RBLEEHEEIFY
e HEEIE BLE JYEHIAH(P<0.05)
CCLEE#AHKEHRENY CCLEERESE
SEEH HEANE FEHIE BRE Us
WAk (P<0.05)Table X, Fig. 8).

Neutrophil® o¥ 8 Bmikel s fKRA
o] FEde Fhuo) IFhfo 2 HfEEE MK
A e d¥d SmROFER, FEERS ER
ook Foike] FET LTS (b B o
3 BFEfEMIol L) fFhike] HIMES I EI3A
ulebel] WIS EEY, nad FhE MG AL
Zel S dE amiRel 50-60%E A3}
o PE3 gz gk FhiRel Had DNA
&) FEES MR B AR gech I
Bz BEANME EmMETA A48 HES A
A Jh-&ul SEEN Em FARZYE St
|t HEEE Aol FhiRke WEENE
Fal3n, & BF RKEont B BF F44A #F
shiRel ®mzt Bk FhEkst B EE o)
U EmE Lol gojdo™ Neutrophils 2}
SRS CCLEBHANKEHRENS B dts
BEES, CCLRE#BSIERERE Bmsie 1#
me Uelio] CCLEE® ABKER BRER A
= BEMC) 9oy CCLEESB &S S
dHE FEHIE BmE YR en(P<0.05)
CCLEE#RMAKEHEENY CCLEEREBSE
stiEmRee] HBME FEHIE #£FE g
W} (P<0.05)(Table X, Fig. 9) @&l Fig
fEiRBIo S Fol AR HEHEES fFRste
FERE WmAIE Aoes BREd

LAEe BRERE HFe%td BY CCLEE#%
AHAESTRER S GOT, GPTAA EHAE e
wleu MEES CCLEEHBSESIREY
Hate] BRI oy o &t ohE HE
MNE HEHES BRY & o 28502 A
£ KEEES KT Aoz Jeign CCLEE
BESHHRER fE+e] glutamic

oxaloacetic  transaminase (GOT), glutamic

pyruvic transaminase (GPD), lactic
dehydrogenase (LLDH), total protein, triglyceride
2 albumin, WBC, neutrophils, lymphocyte &%
Wt SolM HRHEYE BES Ushiol Bom

gto] BFAMES REC HRAe A2 HAH

ok o REJAE WRZ BES M LEY
Aoz Ehtdoh

V. ¥ &

B euEsto] FE WE vAE BEE M9
87) 913l CCLE AaRe &t FHBES &8
Al % NSl FF&dl ZESE i Bow
$e W F miEb glutamic oxaloacetic

transaminase (GOT), glutamic pyruvic
transaminase (GPT), lactic dehydrogenase
(LDH), total protein, triglyceride ¥ albumin,

WBC, neutrophils, lymphocyte & &%k %2
wale o3 g HRE AUt

1. GOT®] EiEE = CCLAEI4 B SRS UREIRT
oA HE#IE BAPE JEAdeD CCLER
HREOKES RENY CCLRNHEREH REN
9 HEAMNE FEHEIE BRE e

2. GPTY @EMEE CCLEEGABUKES R
B CCLEHE# LM EERLE &4 Histe
tae g JebdR T 53] CCLREREBSEtRE
BolMe HEMIIE BLE JEHIN2Y CClL
REAKREAEGEEFT CCLEEREB&ES
EEe] HBIAME FEHIIE BRE WEr
At

3. LDHY) E#MES CCLAEE®ABKES EE
me Wmale EHoE BEK D CCLE
BERBLBHRERS AENIE B S Ye
Adov CCLEE %AMKSEHEERY CCLEE
HBLBHEREEY HEANE EEHIS BR
& YAt

4. Total protein®] &8-S CCLEEZREB &
SHERERA AEHUE \EmES Yeugled
CCLAEB R RBKSEHEERT CCLEEGBLE

- 250 -



shEEBY HBOIME HEMIE KRE ug
Wi,

5. Albumin®] &8 CCLIREHABIKELE
BES RAE HRALR FEM AUy
CCLAEERBERESRERAMNE HEHIE 8
mE Uehliglen CCLAREH% REKES RE
o CCLEE#BEEHREM] HBAME FE
#ole HRE el

6. Triglycerided &EL CCLEERE S
REREA  FEMUE BhE Jeluyddedy

CCLUEE % REIABESHERR T CCLEH BB o %
stiEmIpEel HECIME AEMIE BRE uE
Witk

7. WBC i€ CCLERIE%RE SEE Rt A
FEMUE BAE HAT CCh REER Ak
SHRERET CCLARMGERFEEHRIMS Lol
AR FEMEIE HRE JEBUAdD

8 Lymphocyte® && CCLEH%KE G
wHEMANE HEMIAE BLE JEIQon
CCLAE Mt REK SR MM CCLEN BB
stmEpnre]l B E FEMUE #RE e
Wit

9. Neutrophils®] &8-S CCLEBEBESIHEL K
A BEMHUE #BnE Uvelligen CCl
R AR REN Y CCLIERSS LB R
e HRAME F§EHUS BRE Ve
o}

ke BHERE Fedtd Bd CCLERER
BEOKSEE EER S GOT, GPT} #mAslgant
CCLEE R BB AT Hlstd BEFRE
dolFon fih vl HEAME FEMS A
2 7 glo] ARz FFiEE REREE WMH
¥ Aoz UEwI CCLEESEBLERme
mEs  glutamic  oxaloacetic
(GOT), glutamic pyruvic transaminase (GPT),
dehydrogenase (LDH), total protein,
albumin, WBC, neutrophils,

transaminase

lactic
triglyceride %

ABHABEL BI0H W2HR

lymphocyte &E# L ZodA FEMIE £EES
Uelllo] EéaEstol FFAMGS) HEEKEY MNP
7t e Aoz 2dA E% 9 EEAE He)t
SEE Aoz B,
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