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Abstract

Oren-gedoku-to (Huan-Lian-Jie-Du-Tang, OGT) has been widely used for patients having abdom-
inal discomfort due to diseases such as gastritis and peptic ulcer. It has recently been revealed that
Helicobacter pylori, a microaerophilic and gram-negative bacillus, causes gastritis and peptic ulcer
diseases. Thus, in this study, an anti-H.pylori effect of OGT was examined using iz vitro experiments
and an in vivo animal model of H_pylori infection. OGT inhibited both the attachment of the bacteria
to the gastric epithelial cells and the urease activity of H.pylori. Moreover, OGT inhibited the growth
of H.pylori in vitro. In addition, the oral administration of OGT significantly reduced the number of H.
pylori in the stomach of the germfree mouse infected with the bacteria in a dose dependent manner.
These data suggested the possibilit/y of OGT being used as the agent against H.pylori.

Key words Oren-gedoku-to, Helicobacter pylovi, Germfree mouse.
Abbreviations CFU, colony-forming unit ; Hp, Helicobacter pylori ; OGT, Oren-gedoku-to (Huang-

Lian-Jie-Du-Tang) #EE# 5% ; MIC, minimum inhibitory.concentration.

&

o

Helicobacter pylori (LL'T Hp) 398350t 777 ok
WOBFERERE T, B - T EERE, BROENNE
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WG TN RIBRDAED L VIER R T A E Hn
TEYN, Z0fuc Hp Bded b BFEBEREDRIIZ 72
2 COBEMNT OGS % FHMICBRET 5 2 L2 ThE
Thbd, 22T, BFRTIRITDERE <7 2% VK
Fee T NEAEL, BHE R EEBE G Hp BREE
DRI T TR L 72,

ek, B -+ HRBREREES LT3R I VL
X7 7 —FREHR], 7o bRy 7IHER], MERER L
EHHW LN TWizh, Hp 278 -+ BB EEDRER
FThdIEHLD E L - TLK, FESZ Hp Dk
BAFTbHE LI ->Tar 2V zoBMr bHE
WE OGN EINDE L)Xk > TERD, Bt
WA Tl E R L N TEEOEWE RS,
HLVRTEWE L Hp A2 >72 F R 7R
ERHEOGFRIC L 2MEEAOMB LG LNz, AR
OB/, HpBREZ L EHBE L 2EEGEED—D L
LTOBEFEDWEEERTTHZ L THE, ERICH
720, FT EMMEEOTRERRICL TERIE 3T
WA EREIZDWT Hp o § 2 5/ ERIEBRE 38
~N, FOHTEL A Hp BEDRIE 4R L 72 EH##
BB DWW T Hp BYEIC T A BEA & L Tof Bl
2DV TRRET L 72,

Mt Bk

(1) #888 . Hp (Helicobacter pylori) #112, #124, #130,
#132, #1101, #1107 R X #1029 12\ $ 41 L BEER-BERR T
b1, FHEEXKFHEE T EREEENRERITIFCR LN
TR HERGHAR L 0 B - L UR. BRI &gy
e 3 EERE R & L C Skirrow SEMSEH E BV, MBS
BREEICIR 7 7 26O EEIKRE, & AP]
CAMPY Kit (Biomeriux, Marcy-I'Etoile, France) i
& N4T- 72, Hp NCTC #11637 {3 National Collection
of Type Culture (London, UK) £ D EAL 72, Colony
forming unit (CFU) m#lsEiz Z b Hp 2 7% Bl
#wofm BHI (brain/heart infusion) FER i (Difco
Laboratories, Michigan, USA) T#FEL TfT-72, *
7z, Zoau=—r L5507 Hp # 5% ™7 & b5 Wik
Bt Brucella broth #5287 (Difco Laboratories) 12 T 37°C
12T T2 RERAEERE L, BERRAREEARIN 4 3000 g T 15 ArRilsE
L, Hp #BUL, 2oLy MZ10% XX L3
7, 1% N i BF ) o msEERASRmL 2L
DEEEE L CTEREHREE T-T70CIC THRHFL 2, &
Witk Cag A B{EFOA ML PCR iz & 0 #i~7 " %
7z, Vacuolating toxin (VT) opezi3 RK13 (KRE
BRI R B IS EO A TR,

(2) BEHRE o8k (EK-5), /NEdRE (EK-9), ¥
R85 (EK-14), #E@E5 (EK-15), "B 18 (EK-
43) X X AFERITESRA A BE LN (KR) &
N5 aNL DR HvT, AnizEENEHOo o b
FS, BRERA, RUZOEEBUTO®R) TH 5D,
Lkl (lot 5 19G) (K (40g), EHE (30g),
HiF 3.0g), HiE (15g), W (1.0g),
HE (1.0g), B%E (05g)

ANERAS (lot; Q1702) @ %88 (7.0¢), +H (5.0g), &
% (3.0g), XE B0g, A5 30g),
B (20g), % (10g)

FEELE (lot; KS106) - +E (5.0g), HE (25g),
A& 25g), KE (25g), %% (25g),
#HiE (10g

WHMEES (lot ; 00111) : ®Z (3.0g), WHETF (20
g), B (15g), #M (15g)

ANEFE (lot;2YG) - A% (4.0g), Bt 40g), 7k
% (40g),¥E (40g), Bk (20g), X
E (20g), HE (10g), £% (05g)

In vitro DEBICHWAZX 23 RBHELX 2 KR
phosphate buffer saline (PBS) I2i5f#L, 3 VET 7 4
g — (022 um, I ) RT Vv, KR 1 THBR
WL TERICHW:, ZOEBBRONKEELZX & EB
L, ¥R 3 9B U0ERI X AKDERLBEL, K
BEIOBERICHT L2 HFELEHL, =% 2KEBOKE
HorEnkag s Lz, FHoHBELZWRY), =X 2K
BEREAEFEOERE 12,

(3) BNFEBPHILEE Minimum Inhibitory Con-
centration (MIC) : &4 Hp % 5 % B Ifi # i Muel-
ler-Hinton X, FMEHENL X 2% 2 BEA
Fakic & ) BMBEE 10 (10/2°) ~0.01 (10/2') mg/ml
TEML, Z4ic &8 Hp#k % 105CFU/ml % 10 xl
L, 4 BRI L 72, B3 T REC B\ T Hp o BgaEss
BOLNLWENBEE ZOESED MIC & L7,

(4) Hp-BLR#EEEFRE -7 2L D EH2HEL, 3%
Dispase &4 ) > BERREMIC T 45 M L 7248, B
MR A HIMEL 72, oA~y T4 700 & ) kiE a4
BEEL 218, X7 4 Ly —%@BLIz, ZNE5% Y
2 REIRIEM RPMI 1640 (Gibco BRL, Grand Island,
New York) 2T 3 BRIEEEEL 7244, 1000 rpm, 10 5-F
EHOL TEMEE RN L, B LEMEEERS L7, X
iZ Brucella broth iz T#5% L 7z Hp % 3000 rpm, 154
DB TEULL, % MbEBiE#Y ~ b (PKH2,
RHARBIE R, Bk & 504 nm) # AV TR L 72,
BEHEEEI R =2 TR T 72, 2o PKH2
1Z:#% Hp # Brucella broth {2 1 X108/ml {2588, =

_
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D ERBIREOWEMBES FRML, 0~12 Fr5EE

L7z, SEEe 718, B LR MIIE#EM 1 xX10%/m] (RPMI
1640) + PKHZ2 #z% Hp 1x10%/ml (G E#3HE & R
Brucella broth) # 1:1 (Volume) T#EAL, 37°Cic T
Wic 1 EMEGEELL, 2ok BAWREZELL, 2
Ly Mz 10% sucrose &M Z., HIFENHE, 1000 rpm,
10530, HEgMias Loz ucksE L 2288 Hp
ZEIULL 72, Z0~2L » b & 200 £l ICFRBL, 96 7O
A4 7arv—rnT B L, WHEHELHEN
ELISA Y — % — (Fluoroscan Il, & HARSIEK) (= C #l5%E
L7z (Fhid & 490 nm), #EfEiz PKH2 ## Hp & &
BEOEEBEL X OEREEED 0 (o & & DEE
#1009% & Lz#ENRPETHRL, 2% Hp ok
HEL LR,

B) L T—EEROREE  Hpo v T—EiGHIC
HERBBE; E DL ) ICHET B2 RBENIZ TN
T, BHEMBIG R AL 72 5 % 7 2 BE RN Brucella
broth (= Hp #130 #inz, 37°C #iF-A &M TREEL,
BEEICH AL, EREHERZDDTL T -1 %
HSEL 72 L P R T v £ =T R % B
TrzEickNkdi, TrE=TELERIT v E=
T—TF A F—7 a— (FEME, KK 2HWTAEL,
15 &720 1umol » NH; FEAE ® 1unit & L T
L7z,

(6) EABREPY Hp IBFEMNEIRAER < 5 9 7 > e i iEm
Brucella broth (= @R L 72 BEHHL = X 2 250
L, Z#4uz Hp#130 # 1x10°CFU Bk L, 37°C #iFA

WAL, BRI 2Ol EBEL 2,

7)) BETUVAZAVEER BER~T7AIHAZL
7 O(ER) INBAL, TAVV—S—HNTREREKX - &
WERHC (T - BEL A, 45 AR olEsER BALB/
ceW AT BRI THB L /2 1X10°/CFU &
Hp #130 (0.5 ml) #-= 2HE V> 7ic CEA 3 AR
e 7>, Hp B L 0 5:8#% L ) RS
HBORE ML 72 BARE S I RE IR KIS ERL,
< 2BV T ERVWCGER 2 BMEE L7, R
THolHZBIz 22 ERL, BEEERL, 2tk
EUFAXLTCHEZBEL, s BNOBEEE L
72 72, BN HplcldBERIZER L TWwbdoe,
HBEBIcE EF -T2 bnedd o, BLEEICE
FHLTw% Hp mAnEEIE, BiIUE, Zns ) o BE
B C 3R L, BRI - BRES R
oz b WIRAICHER L 2RI It ke A XL T
EH = REL 72,

RRER

1. EERFEILF D MIC

EBICHI N, FREEHELX 2D in vitro T Hp B
FHIC RIT TR E, PiAME RSB & R Muel-
ler-Hinton ¥t % FivCRGET L 72, Hp B L | T
BEIRrBERE THE, EBRSEHR1IBZHW, /o, BEHE
ELTIRBRL ZICHRT 5 LR LE R ERFFICHL
TERICIR DD 5N T B 5HEOEFELHW2, %

Table I Minimum inhibitory concentration (MIC) of the Kampo medicines on the
various Helicobacter pylori strains®

H.pyloyi strain Cag A | VT? Anchu- Shou- Hange- Oren- Rikkunshi-to
san-ryou saiko~to | shashin-to | gedoku-to
CECHBRE) | NSNS (CREENE.CH) |(FEM-EE)) OB %)
(75.8 %) (72.0 %) (85.0 %) (76.6 %) (79.2 %)
Clinical isolate 112 + - 10 5 5 2.5 >10
124 + + 10 5 5 2.5 >10
130 + + 5 5 5 1.25 >10
132 - + 10 5 5 2.5 >10
1101 - - 2.5 1.25 2.5 0.63 >10
1107 | nt? nt 10 5 5 2.5 >10
1029 + + 2.5 1.25 2.5 0.63 >10
NCTC 11637 + - 2.5 1.25 2.5 0.63 >10
Range of MIC 2.5~10 1.25~5 2.5~5 0.63~2.5 >10
(mg/ml)

a) Examined in 5 % horse-blood added Mueller-Hinton soft agar

b) vt ; vacuolating toxin

¢) [(content solved in the water) / (Weight of the powder of Kampo medicine before filtration)] X100 (%)

d) nt ; not tested
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DFER, EAEBBBIIHC LT NTOREKIZOWT,
DHERD Cag A EIRT, VI EEOFECHEDL LT 0.63
~2.5 mg/ml @& IZ ¢ Mueller-Hinton ¥z 317 %
Hp »#gf# ik L 72 (Table 1), —7, ZHE0E, /2
i, FEBELNBO&E Hp @kicd+ 2 MICIZ 21
#h, 25~10mg/ml, 1.25~5mg/ml, 2.5~5mg/ml T
HY, EEEFGIC LUK Hp AR LaE 2 R L 72, %
72ANBFEICIE Hp WA kg &< bk -
72o T OOEBRTEMMAESICIT Hp BWEMEiE» H 2 2
EATRENT DT, LBDERITIZDEEBBELIZ OV
T, Hp BEUEICHT 2B R 2 FMIcHmar L, &
72, LB ERTII Hp il L T3 Cag AEIZF, VT
PEED L LICHETH B #1300 Bk E W2,
2. EERESHN Hp LB LRI 0FEFICRITTE
a8

Hp o & 2 BREEH LT % 85— EP¢is Hp 778 L&
YEETLIETH L. FIT, EBEMES» Hp £ H L
R oEEgIc RIZTRB 2 RN, 2R, T
ELEMEE SRS (EERBEBIE 032~1.25 mg/
ml) THIEEFEL T2 B LM 1X10%/m]l & PKH2
{2 Hp 1} 10° CFU/ml % SUS & 72 & = 5, BiHEEM
ROEERBSORE, BLURIERORHOE ST
HFLZBLEEE Hp koA E»#BEE Nz (Fig.
s
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Fig. 1 Inhibitory effect of Oren-gedoku-to (OGT) on the
adherence of H.pylpri to gastric epithelial cells. H.pylori
was cultured in Brucella broth containing various concen-
trations of OGT for 0-12 hours. Then, H.pylori was col-
lected, and their activities to adhere to gastric epithelial
cells was in vitro examined. Each symbol indicates the
mean (n=3-5).

3. BERESHp L7 —EEEICRITTE

Hp 78 L ica L o4k, HEBCEFELEFT LR
DIZBTVLT =L UHTH D, £ 2 TROERTIIE
H#EFEGO Hp 7 v 7 —EiEHIC I8 % 3~
FEHS  STEBE THIm L 72 Brucella broth i2 Hp

2004
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1601 (mg/ml)
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Fig. 2 Urease activity of H.pylori. H.pylori was cultured in
Brucella broth containing various concentrations of OGT.
At various hours after the incubation, H.pylori was col-
lected, and their urease activity was measured. Each
symbol indicates the mean (n=3-5).

#130 # 10°CFU/ml & % 3 L) lc#EfEL T, BEL, £
BANCHEEEZRIL, BREHEHLZN DTV T X
HE ATz, FOE, Fig. 212RT £ 52 1.25 mg/ml
Ll b ol CEERTE I RS 48 B Hp o
VT —RiEEEERICIE L, Hp 0 BE~DEXY
T 2 2 BN,
4. HERESO Hp BEICRITTRE

WEEE SO Hp MG R 2 BICHRICR T 5
2ehiz, MEMRESE P RHEBE TEHML 72 Brucella
broth i Hp #130 # 10°CFU/ml & 7%c % & ) iz 8L,
BRI RIC B R BIE L 72, Fig 3iIcET L1,
# B RS2 Brucella broth i W T4 Hp ¥ %
BRIk L 1.25~25 mg/ml D #F Tl MR L2 RL, 5
mg/ml ORE TR REIYICE) 2 BRI N,
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Fig. 3 Inhibition of H.pylori growth by OGT. Hundreds of
thousands of H.pylori was cultured in Brucella broth
containing various concentrations of OGT. At various
hours after the incubation, H.pvlori was collected, and
their number was measured by the colony assay using a
brain/heart infusion soft agar. Each symbol indicates the
mean (n=3-5).
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5. FEESHO Hp BRIV ABA Hp BHICRIZT
e

HEBEGIIREER LN 12 HNERTH 5OMED
% - T, OME O, QHBEEN =D
IBHBHDZ oD ATy TR L, FEEMESIC Hp
BB DRI H B Z D in viro D LIEDEER L ) IRE
BNz, £ 2T, ROEBTIE Hp B 2% AT
HEMESO Hp B RITTHE 2T L 72, Hp #
130 1x10° CFU # 2% BALB/c <7 228 H 3 B
O d 5 &, BEEIAMNEEBL CLERNICIEY
10° CFU/E## 1g » Hp 7T 5 . 2 0 Hp g
v A Hp GO s A L ) HEMEE 22 &N
5L, 5 28%08RN0 Hp B+ 8lE€ L 72 (Fig.
4). ZDkER, 10mg/~7 & 58" Hp Wz 10%°
CFU/g b FEBBH RS HREO BN E S (10>
CFU) LIDHFBIZHLLTEY, 20mgx5HTIZEN
B (10%° CFU) (23R 5HOEHD 1/30 10 F TIET
LT/, Kic, BHEEECEHEERS L W8 LK
WEHFL T2 HpHEEZHEL 28 2 A, HEFSE
FEHE, 10 mg/~7 2AH%E5H, 20 mg/~7 AHREHT
II7nFhn, 10+ CFU, 10*7 CFU, 10*° CFU/g T 1,
HLENEARE D EEMBLRG L DVARICETL
Twiz,

p<0.05 p<0.005
f 1T 1

p<0.005 p<0.001

The number of H.pylori inthe stomach
(logq g CFU/1g)

10 20
Dose of OGT (mg)

Fig. 4 The numbers of CFU of H.pylor: in the stomach.
Germfree BALB/c mice, which had been orally inoculated
with 1X10° CFU of H.pylori 5 weeks before, were treated
with OGT (10 mg, 20 mg ; n=10 in each) everyday for 2
weeks. The day after the final treatment, the mice were
sacrificed and the stomachs were harvested. The organs
from 5 mice were assayed to measure the numbers of H.
pylorvi in the whole stomachs including mucous layers
(dotted column, n=5). The organs from other mice were
thoroughly irrigated with phosphate buffer saline 3 times
in order to exclude mucous layers, then the numbers of H.
pylori attached to the gastric cells were measured
(hatched column, n=5). Bars represent the standard
errors. Statistical analysis was done using Student’s ¢-
test.

FEEPENL I
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Z O TH 2B R &2 & 5 EERIE LSRRI T
LTHMTH B EENTWBHEODELE (o,
R, REIE.LE, EEREDE, NETE) iKow
THAmEo MIC BlEIC# L o Fkd V-1, £9 Hp
T BPMERIRDOZ 7)) —=2 T EAT - 72, F DR,
HEBEB IR LBV AERES RO LN A, BICHEE
EHO Hp BYYEICHT T 5 8A & L ToRLE, 0
TERBF 2 et L 7o, 208, Figblond LI
2 & B RBPIERIERTF OO R T v 7 ThH S Hp D B
WlE~DHAE - B8, BLU Hp DBMBETORME S H
HIEFBHVIE T2 2 WL Ll - T, B, B
Lﬁﬁ PG EII L E T B ELED Hp RBICBIT 2 5%

ﬁ?]Té BXDLHMEINTHDD, ZTDFHRED in
mm7 BB EREE T ISR R T
5, R TIE, Frp ekl 72 Hp By 227
NERWTE LI in vivo IBWT L EEBEEE»ERD
THbHZE %KL, HpBYE D RBIERF D & A 72 Ed
BEBOERBFO—HE2M o2 E Lz L Lads s,
ZORBREHp P EN LI Ic L CBHEEELS X R-T
PIXRIEZAHTH ), ZoOBBEHUL, ZiUcEER
BET LS HOBEL L TE- T
Wa,

RYEDKALIL Fig. 5 12T & 912, HEKEMHIE
B~ D#RE - A, WMAEYOREE, Bl - B

Therapeutic effect of OGT against
H.pylori infection

Adherence of H.pylor to
gastric epithelial cells

f

Proliferation of H.pylori

#

Mucosal lesions

~a~= |nhibited by OGT

~&= |nhibited by OGT

v

Gastritis/Peptic ulcer

Fig. 5 Scheme demonstrating the action site of OGT in H.
pylori infection. OGT inhibits the adherence of H.pylori to
gastric epithelial cells and the proliferation of H.pylori.
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DBE, VW IBEPLL DL, INLDERT v 713
EHRRFEBEEMAT & OMEBRIC L NEE NS
LoThh, ZOZOooRTEFELZEMET LS
L TR BEPERENFFRII T RE T H 5, 5 » T, Hp Ui
BWTLEHET VL L CUIRROMEIIATEET
HN, WROEE L L LT Z U 2 BA O L
SN 2w, BEEMIEED Hplr 775 —% L
T i% phosphatidylethanolamine ™ GM3 #'> 7'V 4 &
F2 LewisB #1E™ % EHBEE 2 LN T B, ZNb
g TL e F U oMiE Eic L BIEAL T
BY, bty oEREHYIcd Hp ldBEL - 5 &
FZ N Tizhy, EREICEREL/-Hpgisr e L
TIREHI =72, BHE—7 LK, A XicBosn
Tt D 2L DB TS I RS LT B 25, E
CEEME LTI BT, Nk, BERERIED
RELHRTTHHEBEMERFOBHI»IEHICHETH
5, Hp BY e Ic 53 s EFMEFo@iro BR
T3, REEL G TRL-RETHY, EHEONM
KD 3E2 DEREIEFOT v 2 A ROFELL T
2o AR AT BDVERENHETHDLZ L, =
77 2~ Hp BEERIHRA L L2, Karita 513 X —F
~ 242 Hp iRt 2 2 L 2 W& L 720 LirLX—F
7 2 TNE THMEREReT7ATHANDTHpIZ
My rAEEAORIGEZEL CRIET 2 2 S IZTHE - B
n7z, #Z TSPF (specific pathogen free) =7 2~
Hp "~ gehsidA bz, & 255520 SPF =7 2~
) Hp BRI CTHEETH 5 2 E B /-, £
T, Marchetti & (3EER#KD 5 SPF w7 20 BICE
T ok L) MBI L - Tl SPF = 212
EEDVURETH 52 & ez, &L, #2ix SPF~v
ZABE D Hp 98 - @A/ EHE LT VWERE L TeT7 R
BENMERED I » D lactobacilli # Hp W B EE~D
BE-EHFEFHIELTWEZ E2BHLPICL, - T,
lactobacilli # {3 Lo & T B EME#FE»RIWL T
% 4H (germfree, GF) =7 ZIC I3 EBREM, BRIKOHE
HAEMHTERL 2T ToH Hp DA R - EAL,
TR AFOBMBEELGIEEI T 285
722V % 2 T, KBTI 20 GF = 2. % Fv 72 Hp &
Pex TN TCHEERBSO Hp RBEDIR LB LT L
72,

Hp B0 b EREMICc T3 % Hp BEAEEIZ T
TIZEHEEE LT L T 505, T OEEOERICIE
G FTLHERZOEEBKALNSE, KERLIDVKRKTEZ L
bR TwiE 228K 2 d.0 8 L7 triple therapi;ﬂ
(Ex=A, 2bo=g/—N, TLI7%47))Tid
HVWRERIIZASLNDLDNTH, EA2XIT L5

pEE X bo=FY—icx T 2R R L A Y
HAPECT—RICHCLNEZ Eidhh -T2, TDI%, iE
WERST BRI 2R T 7 e b o R TRHLER E SUEA 1A
A AS b dual therapy " BH L, BicZ D
dual therapy & ) BEZEE*HIT5Z &% BiEL T dual
therapy IC 2 LICHMHEA LA, Hbnwii=}tvf 15
V' — L% 2 72 new triple therapy »BUE Clikat &
Twa Y A TSV REERBE 7B bRy T
REEHS 5 B W3NH] & & Lz, Hp o M9 2
M (4 2 75— 110 MICs, : 12.5~200 xg/ml) ** # &
"Hp #HEHET 57V 7T — L0 2HET 27 2 k2
HBTETIE Hp BRSO FLERE ko> T 5, -
T, ARTITV— N~ MIC 3EwL 0o, R
5L EEOP Hp I, iov 7T—iERE2 - Th

N, ERDBREGHEICHERBHRS T W52 8128,
BERO FREGSRIE+IOYBFETEZINEEZ LN
3,

Hp 23§ 2 EFEOHREERIC >V T4 ETIc D
W DROREN D L, FHLHIZEFEOREMREL,
HEEELE, EREOEE, HMo MIC, z#lEL, %
HLEFL 300, 1500, 50, 150 wg/ml TH -7z L @i L Ty
20 E LI FRE O B AES, FEELE, TR,
(22T MIC % JI5E L £ AL 241 4000, 4000, 125, 250
ug/ml Th 572 EBELTwD L F7-PES (35
i, HEg, B MIC, #8IE L, 2121 300, 500,
30, 100 wg/ml THhH -7z & L, FHE O L AF L 704
BRBTE R, EH LI EEEEY, FEIELE
7 MICso, MICqo % BIEL, #1124 2000, 4000 ug/ml
PlETd D FaE, #&H KED MIC, iz vty 800
ug/ml LT Th - 72 L T 52" MIC fIsEI A v
LR, EBREALSICLIEBEREIILZLOD,
NS DRERIIATT TR L N AR L R EA S
FiHp tERAD H B2 EHRLTHBY, TOBFELTH
ERBENDTERMNERTHLEE, BHCLIBEE
Rl T b, EE-ENITESS & LT berberin # &
A, berberin X ZNEFERSTETH 7 v LTITE
7 FERE, BAE 7N A, e bEuag Zicitd
LHEIER S SN TH 0D SEMBIBIC & 24 Hp
EPE I EGE - O ERS T B berberin iC & 4R,
EEARMEICL 200 TId e vwh LHES D,

~—7%, Imamura & 3HILERBICHVWLNS 1280
FHHRLX 2L A4 FOEIT X 20 Hp DIEHHE, 71 7 —
PIHHEIC AT TR L RE L, FAl= X 213 Hp OIEHE,
LT =W BE L5 ko 72d, AELX A
TIIRHE, £F, AE, %, HEWR, FLE 7Tex
K, 1%, 2% 5 mg/ml DEE T Hp BEINHIAH 0,
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M, BRI 0.125 mg/ml DBETY L T -
BEMRHI DL L FRELTVE 2 Bk L
CHHETBOTIRA L, HrOEELEAS b HH
L LTHRT B BETEORBE R S L, AR TR
EERBSOBRERIC & LICENW, BHRKREMI D
Z itk Y, & bicEnze Hp BAEE, 7L 7 — it
BLERR 2 BB RS HRD 2 EHFBFE NN TIR
Tt b5 D

b=] ]

Bk & 0 EEMRHE S Hp DB~ - & % P
L, » > Hp OB % LHHIT 5 Z L ES N Tz
o, REFRTIIINEHIEL, 25, A7 H
vz Hp BEERIC B W TL BEBBEREOROKS
I2& N BN Hp B L7z, EE ) BEEES
i3 Hp B icwt L TASTH Y, 28FE LT, Hp
DB LA~ EEIG], R Hp OO E 2 &
7z,
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