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MPREBY BEVT BAHR BHE ETE o2 &F
BiE] KB niAe B

Ex#"er st MUt ARRMEC B9
i dgen® 53 ERBLS HRE
e TEVH FEEH KRS FEITOL
3Rt

AhaREd B BB PR &7
B WERRE, Fv BEHA AT
BRE, FUL BHTE, B £ 0O¥EF
BHRBRE, TV ARBKERRE 27
wEstAod, £hol AR BHE &K
gEo] TR b9 REREC Ae
Fg Y PR #/ED 49 AJt

old] FEEE RIHR RHV REEES
BETAZ F de ape= BiR BHE
Al fElE ETd ¢Ae F59
GERBEHRE RBRHSZ KRB} #H
PRRES FAR RBA TR rhe2d)
®REst BHRFEIMES] FEEE, REBEKF
# MRSHRE ARMRY KEREFH
WHE ARREE, ¥ ARIMERS B4R,
B ARRE 5¢ WESAD o FEH
AE KRE ARV #;Ese ¥ olth

I. ## * H&

.8 H

DE W

8~105F Alol¢] BALB./C wh¢-2 (EN:
KB RENAR ERHY HEB)
cage (18X20cm)F 6 HEEo] HEE Hi#Fst
Foy, 2397 FEAM EHX fax (A
YALEFAFANE SR #Higst, W
vre] GHMAE 128FRIY FWESIEA e’
¢ 2EH2E ¥A 4EE HEFS oS
e FEglel ¥ ERI HRIAR.

28 #

A ERAAM EAT Bite EEARK
BEHAR WEREAFRRRAN BAY 3
st ERSAT. MhREES HES
oo #EIIRed AFH SELE 9
ig=

®mOE f £ B (Bf) E 2@
% #%# | RADIX ASTRAGALI 5629
(Astragalus membranaceus BUNGE)
A 23 RADIX GINSENG 3759
(Panax schinseng NESS)
=] i RHIZOMA ATRACTYLODIS MACROCEPHALAE 3759
(Atractylodes macrocephala KOIDZ)
= & RADIX ANGELICAE GIGANTIS 13879
(Angelica gigas NAKAD
B K PERICARPIUM CITRI NOBILIS 1879
(Citrus unshiu MARCOR) '
H - RADIX GLYCYRRHIZAE 3759
(Glycyrrhiza uralensis FISCH)
5 # RADIX BUPLEURI by 1129
(Bupleurum chinense DC.)
F B | RHIZOMA CIMICIFUGAE iE#t 1129
(Cimicifuga heracleifolia KOM)
184 total amount 22859
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WPERHS KA B4R B2 ETE whe2d KR

aEs] kol

2.5 &

D %Kk F#FH

LT BH 28 5EU579)E 2,000 nd
round flaskel]l W3 ZAEK 620 ndS 78ty
100C2 4RSS ERsY BEHE 1B
B3t on, FE%K-S 1,000 rpmol A 20 237t
HOSHESY d2 FERKE A EEslY
100y o2 RmAESY WKS FHESH
o}

2) ®HkY #HH

£&9 BE HERAAM o2 EEY
06mé¥ WY 134 KBKS B4R By
59 FIFEH 159 B¢ Ko@st B
T BIDI ®KS 2R BHI A9
10 95 Bo&Ee # (AT BJ2), K
AR BH 59 #EEH 595% Ko
e LT Bj)os TEIIQT R
< BEY £B AHK085 % saline)E
FR—FEos2 s,

3) s BH(UV Irradiation)'®

uhe-2ol AR BH fHEY UV
lampE 3708 FS—40 Fluorescent sun-
lampE o] & lampolA HKEHE KES 60
% AX7F 280~320nmolx 1% o]dte
280 nme]™ lamp$} target Alojo] A=
21ecmg 3l UVR energye 24 Joules/m',/
secolth, ol BHEEIAY #HE )
Aiol vl-$-& Wie] KEE HErz BES
¥ 10mg/m¢ B (Aet: feFA)E
04 me¥ EIENE BHEI T AAS HER
ez Hxd HHE Adstnes 4t
o] FREHA RIS EEATG. 192
40 E4 54T HR 280~320 nmAlo] o] A
HOHRE BHAC.

BRI -Z

4) BARFIEMM (NK Cel) o] HHE M
ﬁm-m)’

(1) B9 (Target Cell)
op$-2 0 HARKIEMMS BT S
& YAC-1 MIfBE NK Cell {EHE BiES
AT YAC-1 MifsE El BiEs

- o2 HF stYon, BIEKS 10 % Fetal

Bovine Serum®} Penicillin 10049,/ mé, Stre-
ptomycin 100 #/mf, ¥ Gentamycin 100 X
g/mée] H7FE RPMI 1640 & #FEsAY.

(2) BRMH (Effector Cell)

Eo) HEE BRH viexz EE
BEEE YIBAstY spleend W g 3
mé2] Hank’s balanced salt solution (HBSS)
7t B9l Y& petridish® &7 F slide
glassZ 27101 X MMFHKS TEAC
AEFWKS meshg AE g Ficoll-Pa-
queE fEASA 40092 EOHEEAI A A
BEyaEs 999 EBfs HBSS=
33 BE#St HemocytometerS f# st
4X1070 8 MR WET ¥ HARITME
EEE BIEA RS

(3) BABIEMIE FEHE S

Carboxyl fluorescein dye acetate(C'FDA)
9] Working solution (150 #g,/m¢)-& C'FDA
stock solution (20 #g,/mf,acetone) 7.5 #8&
1mée] HBSSel FMEAIAA 15 Fo]ol
EEol FEIGY. ZMie e ¢
'FDA working solution 1mée]] 2X10°7)¢]
YAC-1 #aE BWEAAAM 30 83 HHEA
At BEF 2m9) HBSSE 33 #iest
T BAREILMK EHE RiEd fEHsd.
C'FDA] =¥ YAC-1 MigE 2X1070=
WES ¥ 200 #69] RPMI 1640 mediumo)
€°] 1¥ 5mm round-bottomed polystyrene

tubed] ZRMASt A HERIAD. HE
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FREREY REE AR RBHE ETE ve2d 4%
#eee KE WA= BEY

MM Erofiee HEE 2019 kXK=
BEgon, @MEe AMEANAN Ydtd
20092 307 EOLSEAA 31T 5%
CO: Incubatord| A H&ESIIQYT. BHHS 3
A ZERN S Ao, FK M ST
(FCM)Z T d7x 4T mEAHRE
AA By £ C'FDAd add 2X
10702} YAC-1 #hfgr 200 #¢ RPMI 1640
mediumo] X ERHS I3 Hio=
BEIFo, olAg HEHoE FHY
o YAC-1 #FEe] 47FXRE trypan blue
(Flou Labs)exclusion 3}t phia ks Bt
SHBE NET BFR 02 E oAt
BR Fotdilad o3 HEsEe EiM
fae] RiE-S 488 nmA 712 X € argon-ion
laser beam 20 mW &¥d]A HSfENeH,
B EEXWHE (Fluorescein  isothiocynate) &
530 nme} band pass filtero] A EiEfo 2
EBRMEAJST. BAE 5= BDISY Co-
nsort 30 computer program®| 2sle =
HERZ B} Target control tubed] A
fluorescent YAC-1 cell] ®E % BHS
oo Moz —wsdd.(Fig 15 A
B) B BEMEE 2o E®sS)
RE A9 fluorescent YAC-1 celld #e
target cell-lysis W&o L Ul BEE?
B4 = Aot (Fig. 1% C, D) AARKIEAMS]
EEEs 98 AR 98 sEIQC
NK Cell Activity(%) = LES T x 100
TE,=C'FDAZ label® YAC-1 Cell¥} effe-
ctor cell (1:20)& EASS 5%
E AT (OFkRI)2] CFDAZ  label®
YAC-1 Cell®] #
TE»=C'FDAZ label¥® YAC-1 Cell®} effe-
ctor cell(1:20)& EASI %
3EH ¥ CFDAE  labeld

YAC-1 Cell®] #

5 il KFE MBEEE(ADCO) RES]
ﬁﬁllQ-lZZ)

(D %  Z(Immunization)

4~5F4" BALB/C vu$29 KHE
PEE ¥ BolR(thymus)& #Hsle Mg
ML slide glass® oA BAAKRESHE
S TE ¥ Ficoll-PaqueE o] &3} 400
g2 10 27 B0 ES Y I Q. Thymoc-
yteE phosphate buffered saline(PBS, pH 7.
2)8 2~33 fkifEst 1X10°cells/'mf &
EZ 1mlE EREE rabbit ear veinol] 5 Y3+
7~8 4t 13 KE}AT. 2AEES thy-
mocyteE 1X10°cells/mf2] BEESZ 1nE
THAl 1 AEEEAZ rabbite] 1 xHREZEAIR)
T} FLEA 3~4 LT HFEA A

(2) m¥E#HE (Serum Preparation)

BALB/C ®u}-¢29] thymocyteZ 1, 2 3}
HFEAI ! rabbit ear veinoll A 10 m£2] whole
bloodE ¥ 4T REAREENAM 308 LIk
BREAZ Fol 2500 rpmeE 3083 &
GBS serum& AUk Serum AES
s AAN7) A3ty s6ToA 30 B3
n#gt o8- ADCC assayd) ul2 FEHsAY

—70Ce N RBSFTE EASE

(3) EBAMEAE(Target Cel)¥fE 2 An-
tibody coat
3~4 5% BALB/C w}$29] MiRMR<
422 Ficoll-Paqued A3t thymoc-
yteE #23t9 PBS(pH 7.2)E 3 3 kst
+ 1X10cells/m¢ BEZ HEF T
o929 thymocyte® HEAIN I A&
serum 10 %E& E7}8tY  Pre-Antibody
coatdt 3 3l, ADCCY HEHozXE wlg
£9] thymocyteZ HEEAIFA] L& rabbito
serum 10 & 3718l FulE4
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WARABY R BAR BHz ETE whesd fE
Hres ko mAe B

400 400

A
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Fluorescence Fluorescence

Fig. 1. Fluorescence profile of YAC-1 cells,. When C'FDA-labelled YAC-1 target cells
were incubated in media (RPMI-1640) alone the number of viable, fluorescent
YAC-1 cells is virturally unchanged after 3h (B) when comparing the 0h (A)
sample. When effector cells were incubated with C'FDA-labelled YAC-1 targets
at the ratio of 20:1 for 0h(C) and 3h(D) a considerable reduction in
the number of viable (i e., fluorescent) YAC-1 cells can be seen after 3h
incubation.

(O ErMies BB
EfyMfee] 2bde CFDA working solu-  7F8td 37To|A 30 &7t smEmstoh. &
tion(150 #g,/ml) 7544 1mle] HBSSo)  EF 2me] PBS(pH72)2 33 Axg
BIA1Z] thymocyte (2X10° cells/me) o) 3 th8 ADCC assayoll fEfEs}sdch
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WEREB ®REVL FAR Bsz ETE b2 K
Beee Ed e 8

(5) B EHMM(Effector CelD] ¥Ef
5% BALB/C nt¢29] MiES VIB3sHA
RS B o slide glass® 274 0] A
BB HKS TE o0 5092 30%7
SEOSBESS cell debrisvt & A9 )
FE BEFT o2 total leucocyteE AojA
1X107 cells,/ W2 FHESFA .

(6) BAVMMS BRMAE] BAEE
Bt gRMlE 1:109 H &R
EA% Fo CO, incubator (5 % CO, 95 %
Air, 37C)dlA 3A KEES F PBSE
2~33] A 3d3e ADCC assayol f#F3IA
.

(7) FCME& ©]&% ADCC Assay

HEMEA o8 HENE FEodke
488 nmA| 712 X E argon-ion laser beam
20mW 230N FrERes, #REEXY
B (fluorescein isothiocynate) 2 530 nm<]
band passfilterol A EEHSZ EB KA
Huth BaE FHE BDISY Consort 30
computer programol| 93t B\HRI FH
Bt Target control tubelA] fluores-
cent thymocyte®) B{e BEENHES 539
Bz —Esl9qt). Target celld effec-
tor cell& o] RE&E3RS S fluorescent
thymocyte cell®l ¥ target cell-lysis o
Foll 1 71 EE3I BAEAd. ADCC

assaye The AX6 93t FHESAC
ADCColl 21§ Specific killing(%) = T—E"T%;%x 100

TE,=C'FDAZE label® target cell®} effec-
tor cell(1:10)& EA3S HBEE
77 (OB§fE) 9} C'FDAE label® thy-
mocyte cell®]

TE»=C'FDAZ label® target cell® effec-
tor cell(1:10)& ®ESIY KE

3w ¥ CFDAZ label® thy-
mocyte cell®} &

6) BRMIEY  REMEHHHEROD
RS B

(1) & mER (polymorphonuclear ;
PMN)#ifee] #E
oFEo] IHEE nle29 Mo KEH
45 % Brewer’s modified thioglycolate me-
dium 3mlE FA3t 24 AIZF Fo] PBS
(pH7.2) 2 RS st £HHEERMK7}
%23 peritoneal exudate cell(PEC)& <
Atk PECE A7HE PBSE 4009914 10
B 8O0 238 AH3E 3 veronal
buffered saline(Ca®**, Mg’*, albumin, glu-
coseE3) o] 5X10°cells/ w7t HEE
¥ ¥ chemiluminescence(CL)E HiEst
At
(2) Lucigenin®l
Pise
Veronal buffered salines ©]£3] 5X10°
cell /M2 HEH PECHFHMEE Luminome-
ter(LB 9509, Berthold)WiolA 37T=2 15~
30 ¥5¢t preincubationAlZ] ¥ O HE
& 4 %l¥ chemiluminigenic probe¢! 10
mM¢] Lucigenin 10 4& Fsta A g
NZEF B BORE FBAZE & AE
5.3 “M phorbol myristate acetate (PMA) 10
ME FJs 7CEZAGAN F 0T
CL& BlIEsld. ,
(3) Luminololl ©|3j #F&E€ CL9 HlE
Veronal buffered saline® ©]&3 5X10°
cell/E #EEE PECEGME /4L lu-
minometer(LB 9505, Berthold)WoiA] 37T
2 15~30 83 preincubation A ¥ H.0.&
BEY 4 = chemiluminigenic probedl
10 mM9] luminol 10 4g& FY3t ¢HAg 3}

o3 HHEEA CLY
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WPREHY BRL B4 BHZ ETE Hp2d fE
Baeel REA nAe BE

ANNZE W AMERE HBAL & Us
534M PMA 10498 F¢s3lz 37C =4
oA 60¥7+ CLE HIEFC

7) FEERMERC] WIS BERE HE
CVRE7 I S
BoRg R7ZEtE MRS E A MEiER
(Sheep Red Blood Cell; SRBOE Zitk
B BRERAZAA F@Fs e EmEY
EERes 58 BAY F AEY Alsever

E#%(pH 6.1)S st 4Tl A RB3EA

45 LAY FEAsIger B2RFA ¥
FRIMERE FHE de FEHERN HET
PBS (pH 72)2 2~33 Azt 1X10°
cell/mle) BRER BWET F FHSAC

(2) BERE £ BOFEE e

Yy RE 79 BRE BRI L9
1X10%cells/mfe] SRBCE BEEAZ FY
sty faEEstal, HEF 74 REER §
fke2 HE Pasteur pipetteS ol &3}
B odg BERE £ FOREE B
EsA k.

BEREY NES BERFLE By 42
Mg 56 CollA 308 F¢ mEiste] #
B{FES BEST Fo Microtitration Trays
(Lymbro chemical co)ol| ®WET PBSE 25
Kg¥ A% FEE T od7lel 1X10°cells
/nf2] SRBCE 50 4g¥ Ztzt AR F
37TColA 24 AMTF BEES g0l TAY
Ry BEY oz HAAINAT.

BMRES WES ERFY mES 56
ColAl 30 83 mEkstd fREAS BEd
9] Microtitration Trayo] 5 % Rabbit com-
plement (PBS 19: 1 RC)& 25 #g¥ 43t
& H7]d  1X10°cells/mée] SRBCE
242} LI 37TAA 1AL BHEY

F OEMmel LAY BY RES o=
2R Rk
8) Bt BERES Rz

B BEUKE (Contact Hypersensiti-
vity s CH) o] ##& ¢ste] DNFB(Sigma)

- E HESE #EASAY. Acetone® Olive

oil& 4:19 KBV VE BT F05%
DNFB & 204 #4 HHE 849 B
B vhe29) BEEEE RESln RIEE
49 02 % DNFB B 5405 HRPIE
Zvzh gERee Bl XA EREEMm
EE Mitutoyo engineer’s micrometerS
ol&3td ERAATN BRF 24 A7 Ho
22y BIEste 10*inch2 vebReony, sl
(Depression) &} HHERLE & AKXl 9
3t FEIA

positive controt—experimental control

Depression Ratio(%) = —— -
Positive control~negative control

X 100

. EERRRAE

1. BAKIEMIB(NK Cel) e EMEO Cf

8 X8

BALB,/C vl-$20 QlolA #FEREE
®EIL NK Cell®] {EiEo] viA= HEL
golr 7] 93l YAC-1 target cell oY
Aoz ¥ A, BJ1& 601+ 54 % (p<0.
005), BJ2E 40.5+ 4.6 % (p<0.05), BJ3= 34.8
+27 % (p<0.05) 2 HRH (174481 %)
Hgle BT FEMH Je BmE BYU.
(Fig. 2)
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Percentege of NK Cell Activity(X)

Fig. 2.

fAhIERBY BER7E RAR BHE ETE dhe2o GF

Beael kel

UVcontrol BJ, BJ, \
Effect of BJ, BJ.; BJ: administration
on the NK cell activity in mice. When
effector cells are incubated with C

BJ,

‘FDA-labelled YAC-1 target cells at
the ratio of 20:1 for Oh, 3h, a
considerable reduction can be seen
in the number of viable cells (Fig. 1).
Significant increment of NK cell acti-
vity was shown in mice treated with
BJ., BJ., BJ: groups on day 15. Per-
cent NK cell activity was calculated
according to the following formula 3

TEo — TEsn

TE, 100

NK Cell Activity(%) =

TE,=mean number of C'FDA labelled
YAC-1 cells in target cells+ef-
fector cells(1:20) in no incu-
bation.

Tem=mean number of C'FDA label-
led YAC-1 cells in target ce-
s+ effector cells(1: 20) after
3h incubation.

Data show Mean+ S.E. **P<0.005, *P

{0.05 compared with control.

BJ; : Before mice were given BOJU-
NGIKKITANG (B]) 5 days. Mice
were given BJ 5 days and UV

irradiated at the same time. The

uAe ¥

latter mice were given BJ 5
days.
BJ. : Mice were given BJ 5 dyas and
UV irradiated at the same time.
The latter mice were given B]J
5 days.
BJs : Mice were given BJ 5 days after
UV irradiation 5 days. Faintness

graph means normal control.

2. fiff k7FtE MBI (ADCC)RAEOH
et g

BALB,/C wh9-20 QoA #isES <
&7 ADCCl mA& #HEE dotE7]
$13t thymocyte target celle wAo =
A¥3 23, BJ1L 687+ 10 % (P0.05) 2
B (60.1+ 03 %) Bl3ld FEMH UAA
winst ey BJ29t BJ3E £% 602+ 18
%, 582+ 11 %2 HEBH vsdq HE
e BET & 8A (Fig 3)

ADCC specify killing(R)

UVcontrol BJ BJ, BJ,

Effect of BJ,, BJ. and BJ:; administra-
tion on the ADCC response in mice.

Fig. 3.

effector cells are incubated with C
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WSS WEZL B BHE ETE vhe=d RE
Hpeel gl WAe BE

‘FDA-labelled thymus target cells at
the ratio of 10:1 for Oh, 3h, and
ADCC specific killing activity was
measured by the FCM. Significant
“increment of ADCC response was
shown in mice treated with BJ,

groups on day 15. The components
of administered drugs are same as

Fig. 2. Percent ADCC specific killing
was calculated according to the follo-
wing formula ;

TEq — TEan X 1

TEo o

ADCC specific killing(%) =

TE:,=mean number of C'FDA labelled
in target cells+effector cells
(1:10) in no incubation.

TEs=mean number of C'FDA label-
led in target cells-+ effector ce-
lIs (1:10) after 3 h incubation.

Data show Meant S.E. **P<0.05 com-

pared with control.

Faintness graph means normal cont-

rol.

3. ARMAES REEELEYE(RODENR

Be RIE

RS ROAERRAES BIESH?] 93ty
15497 WPEKEE T 287 9%
29| 45 % Brewer's modified thioglycolate
medium 3mE EBETA FABY £
EamERs FES F 1498 FEZAM

& 233l9 chemiluminometer2 1 &
HES HESIYY ¥ Fig 4, Fig. 59 Ztl

Fig. 414 %€ lucigenind] <3} FEE
EHgamERe] EHES CPMX10° o2
Astgw vl UV RS 19.80X10°UH

¥lsle] UV.BJE 35.68X10°0]31, NUVHE
S 6126X10°, NUV.BJ& 48.09X10°2 2
# hnst 4 o}.(Fig. 4)

80

)

Chemiluminescence {CPM x 10

Uv.BJ NUV CON. NUV.BJ

UV CON.

Fig. 4. Effect of UV B], NUV BJ administra-
tion on the superoxide formation.
Animals were given orally for 15
days. Murine peritoneal neutrophil

was induced by thioglycolate injection

(3m¢/mouse) during 1 days.

Chemiluminigenic probe used 10
mM of lucigenin (10, 10’-dimethyl-9,
9-biacridinium ; DBN?**),
superoxide radicals. Murine perito-
neal neutrophil (5X10° cells,” m¢)
was stimulated as 54 “M of phorbol
myristate acetate(PMA), and measu-

rement of lucigenin chemiluminese-

detecting

nce carry out in the chemiluminome-

ter for 60 min at 37 incubator.

Significant increment was shown in

mice treated with UV BJ], NUV BJ,

NUV control.

UV Control - Only ultraviolet
diation and ate saline
for 15 days.

irra-
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EREe REZL FAMR RBHEZ ETE e aR
BEE KRB "I BE

UV. B;j . Animals were given
orally BJ for 15 days
and ultraviolet irradia-
. tion.
NUV control Animals were given
orally saline for 15
days. No ultraviolet ir-
radiation.

Animals were given
orally B] for 15 days.

No ultraviolet irradia-

NUV. BJ

tion.

Fig. 5914 luminole] 98 #FEdE %
EEam®e] EHEE CPMX10ge=
AsRd uh, UVEHERES 13.87X10°¢0H)
B]3lg UV.BJ& 15.13X10°, NUV &R
15.39X10°, NUV.BJ= 2447X10°2.&8 &N
3t} (Fig. 5)

30

25

20 4

6
Chemiluminescence(CPM x 10 )

. : ) A N
UV CON. UV.BJ NUV CON. NUV.BJ

Fig. 5. Effect of UV BJ and NUV BJ admini-
stration on the hydrogenperoxide for-
mation. Animals were given orally
for 15 days. The components of ad-
ministered drugs are same as Fig. 4.

Murine peritoneal neutrophil was in-

duced by thioglycolate injection (3
m¢,/mouse) during 1 days. Chemilu-
mingenic probe used 10 mM of lumi-
nol (5-amino-2, 3-dihydro-1, 4-patha
luzined ione), detecting hydrogenpe-
roxide radicals. Murine peritoneal
neutrophil (5X 10° cells,/m¢) was sti-
mulated as 5.3 “M of phorbol myris-
tate acetate(PMA), and measurement
of luminol chemiluminesence carry
out in the chemiluminometer for 60
min at 37C incubator. Significant inc-
rement was shown in mice treated
with UV. BJ, NUV control, NUV.
BJ.

4. FOMPFFEFE L FMFRE 0IXE

rE

BALB/C w}9-20] QlolA #hEE 5 ]
BE7Y EEFMmMBR] oIS PB4 AR
TAE IS Zotrr] ditd fEESKRIMN
ol diet BMERE) BOEES AES
log2 gto 2 At d ©} Fig. 6, Fig. 73}
Zsith.

BERES 2 BBl 42+183
Yerst o s, BJj12 7.3+ 1.2 (P{0.005), BJ2%:
6.2+ 1.8 (P<0.05)2 HHEH vdod HE
HA #/indtgx, BJ3E 51+152 <3t
Bhindle A% BYou FEKS BET
& AR (Fig. 6)

BMFRES Z$e HBEol 43+155
YErgten] Bj1e 6.2+ 1.0 (P0.05) 2 HE
A #Eindt s, Bj29t B3 £4 5.1+
15 44+182 <zt #inste AL H
Rovt FREML HEY + QAJd. (Fig 7)
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P RRHd RE7T BAMHR BHE ETE sz fE
Hage] kigel wWAe HE

Anti-SRBC entibody Titers(log 2 )

UVconwol - BJ BJ, BJ,

Fig. 6. Effect of B],, BJ,, BJ; on the hemagg-
lutinin titers. Animals were sensitized
with SRBC on day 0 and hemaggluti-
nin titers are measured on day 8.
Animals were given orally B], BI.,
BJ. (0.6 m¢,“mouse) from 7 day be-
fore sensitization. Data represent the
mean of antibody teters+ S.E. **P{0.
005, *P<0.05 compared with control.
Faintness graph means normal cont-
rol.

Anti-SRBC antibody Titers(log2 )

UVconirol BJ BJ. BJ,

Fig. 7. Effect of BJ;, BJ,, BJ: administration
on the antibody fomation against

SRBC. Animals were sensitized with
SRBC on day 0 measured hemolysin
(HL) titers on day 8. Animals were
given orally B],, BJ, BJ: from 7 days
before sensitization and maintained
for 7 days before sensitization and
maintained for 7 days after sensitiza-
tion. Data represent the mean of
antibody teters+ S.E. *P<0.05 compa-
red with control.

Faintness graph means normal cont-
rol.

5. ¥ BHRBA olXz BE

BALB/C w20 olx #HiKE
&7} DNFB RRfFo]l o3 BBt B%
REEA ©mRe 9L Lolur] 93ty
RS "2 1vtElY 06mdd 15U
ROKES A3, DNFBE(FA o3 Bgt:
BHRES PHERE, BJ1S 381+86 % (P
{0.05) &, BJ3& 413+ 8.7 % (P{0.05) &, BJ2
+ 55.1+ 34 % (P<0.05) 2 Normal controlol]
H)3to] HEMIA @A AA T UV control
(813£55 %)ol ¥l ME MHES WA
At

control

4131487

$5.1%3.4

38.1+86
*

Depression
ratio

UV control
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t T T T
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—r

Ear swelling (%)
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WhRERBY KRBV BSHE Baz KTE vheld &%

eee N

Fig. 8. Effect of BJ,, BJ,, BJs administration
(0.6 m¢,”mouse) on contract hyperse-
nsitivity response in mice. Normal
BALB./C mice were contact sensiti-
zed with 20 #¢ of 0.5% DNFB in
a vehicle of 4 . 1=acetone : olive oil
on day 0. All mice ear swelling was
measured 24 hours later. Significant
inhibition of the contact hypersensiti-
vity response was achieved in mice
treated with BJ,, BJ, BJ: on day
5. Data represent the mean depres-
sion ratio of ear swelling+ S.E. **P<0.
005, *P<0.05 compared with control.
Faintness graph means normal cont-
rol.
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