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HEEMEFE N RER RS — LEHMBER P ENE S RE R
R RHBENIR R OBEE AR A B AR B RS e /) B
SR Wi 975 1IE < 65 B 462 it o %€ > 40 B # (Cervus nippon Temminck) [iiR=
(Panax quinquefolium Linne) » E# MM | B RWHEEL B4 (B
AEBZNEL RABEES2E13L)  EREHABEELEET AC e o 28
ZEBER > ERA RN 0 — FE R A M P8 5 (histamine) -
H =455 C4(leucotriene C4, LTC4) - interleukin (IL-4) ~ interferon-y (IFN-y) -
IgE FHRE R 72 81k » — 5 & L mitogen ~ mite i BUH £ #1 g - Btk
HEURFREURZREREZ B  HEBES
L R EEE % > histamine {85 T K # % H IFN-y {E38 10 » BRAFHE2
f‘ﬁ HERMEK -
HemRAEENERS > LTCLE® TR » T IL-4 + IgE {8 B % { F
f( " HIGEEHEMZ 8% o

3. 7£ mitogen Z FEE B B E K E L Bﬁlﬁﬁﬁ?&ugﬁlﬁ  HRFE& S

e



7, [ERMEG6M B % KFER LR B NE 5 %8t 58 Fascan A7 8
memory T cell Z B LHFE - MRABEE L2 Z KERTHR -
L fEmite PRHREBREREL BAEER  HXEETEES  BRA
2% HRKEAERMES -
A ERER TNEEERAKIBEHEREAESRE  HHPR
I AREHERN HAWERARTE  HINBEER CBERHER
PIE > FEREME EZMam ©

Clinical and I'nmunological Evaluations of Chinese
Medicine in the Adjuvant Treatment Childhood Asthma

W-C Shao*, G-L Wu*, G-S Shieh**, Y-Y Kao***, L-L Yang***

To promote the function of "spleen” and "lung" is one of the methods to
treat childhood asthma in traditional Chinese medicine. The concept of
invigorate viial energy and good in clinical result are speciality of
traditional Chinese medical treatment. On this study, we chose the
supplementary drugs which commonly are used on clinical to improve
childhood asthma, such as Cervus nippon Temminek( & ¥ ), Panax
quinquefolium Linne( % # % ). While they still taking western medicine,
those patients were suppleméntary treated with traditional medicine.
Sample 43 of deficiency in "spleen” and "lung” -- energy asthmatic
children(20 children took Cervus nippon Temminek, 13 children took
Panax quinquefolium Linne), those who were examined the immunologic
changes which included: Histamine, leukotriene C4, interleukin-4,
interferon- 7, IgE in their blood and in the meantime, used the extraction
of mitogen and mite as stimulant to examined the change of non-specific

immune reaction and the change of specific immune reaction.

The result are:
1. After taking Cervus nippon Temminek, the serum histamine

__2__.



concentration is declining and IFN- 7. is increasing. However,'the result
is on the contrary for those who taking Panax quinquefolium Linne.

2. Either taking Cervus nippon Temminek or Panax quinquefolium Linne
LTC4 is declining, IL-4 and IgE are no significant change, but IgE has _
a tendency of rising. |

3. After 3 months taking Cervus nippon Temminek, nonspecific immune

 reaction of mitogen is pretty ‘strong, but the reaction after 6 months
taking is lower than before taking, the change is the same as the
change of memory T cell from Fascan's result. The reaction was more
irregular after taking Panax quinquefolium Linne. ‘

4. After taking Cervus nippon Temminek, the specific immune reaction of
mite is decreasing. But the specific immune reaction of mite is
increasing after taking Panax quinquefolium Linne.

We have concluded from above finding that the Cervus nippon
Temminek 1is better than Panax quinquefolium Linne in the
supplementary treatment. Because the occurrence of asthma is associated
with the season, and the samples of the study is not large enough,
therefore it will take a longer period of observation and more samples to
be observed to conclude a positive result.

I . BiS:

LEX  ARABRERE MEREL BT - F
MEFRFRERSE - EFCHREER, BREER AL
THEEZREBNEEERTMRS , KMES8N,;R8
DNFENHFERNEE, FRFLIEBHE K
CREBB NG, ﬁ%&:@&%&%ﬁ?@ﬁ%%ﬁ& s
BREVEEN -

ENERWEBERROT, HEBEEPERZE
FLORGTRAER "EFRR" B EEAEESN
HRTEE, HRENRSEEREE(1-6)° B 1985
FOAREHN PHBRE SRR EXREERI24)
REBE" (1), FEEHEANER I—E80BFEX
B, A EF 0N  AEB BN ERE R ,100

— 33—



{ EEEWE QAR TOEBSE-THRY -

FEMERCRE, TEEREERERE (A0 %,
nite) EE - REABRBEECIEE B, HEXH
B (mast cell) EZ 828 (receptor) &, E M EK
Bk 4 R LB A E (chemical mediator), AIEMAR R
(histamine)(8-10) ~ =48 C4(leucotriene C4)
(II-4)BHFAHR - TEX, EEAREE, SWR4E
EALT M, B e interleukin 3~4~5 (IL-3~4-
5)FKgranulocyte/macrophage colony stimulating
factor (GM-CSF)Z#AfusE (cytokine),li{lfATh2 &
FREER(15), BEBEZIFN-» gRBEAW - Hit,
HEmmahistnine ~ LTC4 ~ IgE~ IL-4 ~ IFN- 7 =2
s A LAmitogen ~ miteFIM BRI EE, BCEHR
HEERANCERERBEZERL BRI E IER
FERBEEY, RN EERBELRELAC
NEEEAEE-

EHRUEFEIFERAMBYBERERIER
TORTREHERBA REETERTBRER
BHESEY "HAETEAEEREUNT BEERAT
BEf g o 2, fmEEE (Cervus nippon Temminck).
FEEES (Panax quinquefolium Linne) = FHhER
Eiig, UEEREFRF2BL HEPEENERL
HUTAE o

XXZEER BERT(BETREN) 8K,
R HRTBEECERRR AMEE, HERR
HHBERER, ARERBEAHRRNREZ— -

I.BEREH:
-1 R
4 1. BEE (Cervi Parvum Cornu):

& B ER e e L (Cervus nipp-
on Temminck)Z K EILZHA °

— 4 —



2.Fa¥ 2 (Panacis Quinquefolii Radix):
A fRA IR (Araliaceae ) fH Y vE e 2
(Panax quinquefolium Linne)Z & #&48 o

I1-2 5%

1. HE5E
2. &R
3. Ik{b4E
4 WEBHE (Buchi Rotavator)
S. MM (Eyela)
6.7k 45
T. ¥z (Eyela)
8. FEMEE
9. M AR B, (Bright-Line)
10, Z S bR 55 2 58 (Quene)
11 R
12.96-well AHBRIEEE
B REEHERE
14 .Beta-scintillation counter(Bechman)
15.FASCan flow cytometer
16 . M EXZ(Shimadzu)
17.Gamma-scintilllation counter

-3 #A%® -~ BEEK:
1.Heparin (10 U/ml)
2. Methano!l solution (pH 4.0)
3.Ethanol
4 Ficoll-Paque (Pharmacia,Uppsala,Sweden)
5.Hank’s balanced salt solution(HBSS)(10X)

(Gibco Laboratories,Chagrin Falls,Ohio)
6.Dextran BB (6% dextran/ 0.85% sodium
chloride)(Sigma)

7.Ether
8.RPMI1-1640 medium (Gibco,Grand island USA)
9.Turk’s dye
10.Phytdhemagglutinin (PHA)(Gibco)
11.Calcium ionophore A23187 (Sigma Chemical

Company,St.Louis,M0,USA)

—_5 -



12 Concanavalin (Con A)(Gibco)

13.P¥¥ (Gibco)

14 .3H-Thymidine

15.Cocktail 0 in Toluene

16.Yite extract

17 .Fetal bovine serum

18.Kits (NEN Research produsts,Boston,MA,USA)

[I-4 M RERIEE:
Ivb1¢$ﬁﬁ@&ﬁ§ﬁ2§ﬁ:

1R RE:
(D&%
() (BRER)
(3)PIH
(HHEs BEESEERBXREESRRAR -
(5)B 8
(6)@EEIIH

2. WE B

(LHEE:
wg g i) A %S B KRR (corn starch),
HEmAERES BS MR ER FAE &
&~ HE BEMUERERERERL.2EZH
H o

(2)EHS:
HEMERTABMARRER S, BT R
HEE -

[ -4-2 Bh¥Z M
] Mite B2 BH(16):

seMite ¥y Z Bk (ether) EHE48/NF, 2L 400g
Bl U 3E b, B ERAEE4C T EIPBS S0ml



EHRBAPEILER, MNWEBEFPBS f 48/h
o ANESPHNY 10, ERPBS 250n1, 4
CTRBASNEF,LUI0K 305 SEL, BN EER
oIl ACTRERA - REMKREE0.9% NaCl
Z10m¥ Tris-cl(pH 7.4) ML EBEREWR (dialy-
sis) (membrane MY 6000-8000) 48/\B%% , EE
EhZzEEHE - |
2.Cocktail 0 in toluene:
2,5-Diphenyloxazole 6 g
1,4-Di-2-(5-phenyloxazolyl)benzene 0.2 g
Eé%é,ﬁﬁéﬁ,ﬁﬁxﬁ,@z@'%é,
TREG,IREFH o
II-5 FEMZEEEE:

U-5-1 koreEHE:
BEELI0SCEHERSINER EBIUNERBE, B
HE FERESKSGZESE -

II-5-2 JRGTEEHE:

IR Z B
WEEZRE 2-450, BREAERE L HBD,
MRS, LT A 450C T BT BMEEE
HEZEME, ERBERENENS , BE I
HERKSESE o

LBTEBEERSZAE:
& ERBRE R CREKS INFREE 25n, X
BONTME, HEMERZTRHBREKR
AMEE WELBRKER BREEZ2EH HRA
BRETFESBRIBERFIZIESE

I1-5-3 HNYZER:
1.EX:
NERI0010 FRZ3I08 EH,ET0CET
E—RE AR EF LRSS E R B -RE
BEH REBHER SHLE BEEHEREE

— 7 -



EE o
2.FEFES:

HSREEE °

3.1 f1 2. FEUAASKAEN BELTER

ER R

-6 hEEAMEE BRARY NEZXREER W
ZREBRHA:

I-6-1 BRARREZHBER:

I1-6-2 HEFR:
FABRCEE EACHERB2HFEXRER®
% ENTREHEENBEERE, E%
ERENHE BERTIERE, 7RFEK
BERERE,SHNETFTEERBEES( A
—), —HEEEERA=ZR -

FRATE

B K R OB

HEXE IREBEE SREH
BF#E TREAE s28%
YEREE RREE BRESR

T E REERK BRI

RRHRIE BRK WK

R R

S

Fasy SBEA EBERK
BEFEME BVRE BEERHE
HEEE BT KBS




I1-6-3 Cytokine(IL-4~ IFN- 7 )Z & Hl:

I1-6-3-1 Cytokine(IL-4~ IFN-7 )Z 84 (17):
MAE heparin(10 unit/ml) ZSEHIUE A
FZm#E30nl, L1400 100 8.0, RELEFQ
w,5LEFRE IBSS RMFE, BE . BZmMA
Ficoll-Paquedff LL400g 204388 BECy, TR BN b
B 3R/E (nononuclear cell;¥NC), FFHBSSH &
—7, ELL RPMI-1640 BRE BBE ( 2x10°
cell/ml) o F it MNC &%, 48 -#,—#HMA
PHA(IO ug/ml), B —# g ARPHI-1640{/ERI B
, A BRI X1 ,L400g 10088 B ;R
EER, U ERENE, BL-TOCEE

I1-6-3-2 IL-4~ IFN- 7y =B84 58 :

AAEBRERA ELISA FE#EI(IL-4 kit: Lot
9317008; IFN-y kit:32707 CODE 40.123.00) o

I1-6-4 HistnineR&LTC4 2 BBALHRHI:

II1-6-4-1 HistaminkLTC4 Z 8E4E (17):

I -6-3-1 EMNCZ F &R &1, It AHBSS K
dextran B, B4R FEIISE , KN LE
", %K*ﬁﬁfﬁ@Zﬂﬂ‘ﬂﬁ EH DIRPMI-1640
FRFEZBE(4x10° cell/nl) e HZHE
ZH#E,—#EMmAA23187, E—#H in ARPUI-1640
TERESE, —HESEI05#E %R, 14008 104
EHEL, BTN LEER B ERTON TR
B -70°C o

I1-6-4-2 Histmine®LTC4 Z & Hl:
FREBEHRAELISAHF K (Histanine kit: Kat

Nr./Cat.No. RE 59201, Ch.-B./Lot-No RHI
13; LTC4 kit:Cat# 52021%F.Lot 203149D) -



II-6-5 Mitogen test:
$596-well platerp ,fm A II-6-3-1 ZMNC (100
ug/wel 1) — T4 RIMZ Y, 4 5N A BRUNCE &
Z RPMI-1640%Con A (40ug/ml),PHA (4ug/ml),
PWM(dug/ml)ZE Rl B, i IK K harvest , B
B -counter EH o

I1-6-6 Mite test:
RS ERE L-6-5, R EGUnite Y, B
%ﬁ%ﬁaﬁaﬁﬁﬁf °

11-6-7 IgE Z 85 afl:
s 11 -6-3-1 S EEHE M, Llradioinnunoassay
(RINEFRBEHEPZIGE & °

JHEE=E
l|.hEEHZHBEEE:

AWREACTE(EE EE2)CREUNZER. W
EZFR, IREZPERRKARISS °

2HR(EE -HHB)EREBZIRRER:

(DIRFEESE histaninef§E FTREMSE IFN- 7 38 0(
M=) ERAGEZ2R EEREK(M0%M) o

()ERRABEERERES , LTCAEE TR, IL-4~ [gE{E
RISLAR K, EIGEEFR M/ (OR=-X) -

(3)%Emitogen ZIHHRAMNBEREL REEEBIEA,
HEEEERAI ,BEREBEAR KEKMNLIEHNE
(=t ), ¥ (LB Fascan frfmemory T cellZ 8L
BEERT—) MBRAEEZ2IRERTEREA(E
J\) e

()EEnite CHENREREL RABEER XREFT
Bas (L) ERAEE2R, ERERZEME
Z(m=T) -



N

SO LSRR, TAEEERBERLER T84, 88K
M HELRER2EE, AMURAEEIEAE, hista-
mine(0.05¢p<0.01) ~ LTC4(0.05¢p<0.01) ~ IFN- 7 (0.005¢

pO.00)Z BB EE o

==
=
H = B = O 2
KAEENK ) 4.86 10.35
RaraE() 38.45 4.23
BAEEKRS(R) 0.99 0.36
308 BEHEMNE(Y ) 11.40 33.83
KB ) 13.12 42 .48
x=
& A i:4 .
BB EE
0fF A @A 68 B
control 21.02+4.73 13.52+3.77+ 7.87+2.99*
Histamine - ‘ : —-
(ng/ml) A23187 50.32+4.47 48.57+5.87 18.81+ 6.34**
control 159.05+76.05  23.90+19.66+ 291.23+134.58
LTC4 ._
(pg/ml) A23187 1075.154+49.2  993.05+69.60° 679.08+133.07**
control - - 0.65+0.37
IL-4 - :
(pg/ml) PHA 1.284+0.87 ~ 1.06+0.80 -
| control 3.1740.38  4.7940.42°  8.85+3.78+
IFN- »
(IU_(m‘I) PHA ©34.04+23.62  27.304+4.04 35.62+4.82
l.Mean 4+ S.E.M.(Standard Error Mean)
Z.with paired t-test, +: 0.05<p<0.1 *: p<0.05 **: p<0.01




R B & B 2
B B XE B - ,
0 A 3@ B
control 9.60+3.54 66+3.58
Histamine
(ng/ml) 423187 36.70+6.37 .73+6.56
control | 701.304+£59.79 .56+239.36+
. LTC4
(pg/ml) | A23187 31.161+18.44 .194+68.54
control - -
IL-4
(pg/ml) PHA - .00+0.97
control 8.71+3.60 .54+£1.52
[FN- »
(1U/nml) PHA 30.14+5.51 .06%+4.65

1.Mean + S.E.M.(Standard Error Mean)

2.with paired t-test, +: 0.05¢(p<0.1 *: p<0.05 **: p<0.01
-3
[gE
k. H
B = 0 @A 3 EA 6 & R°
(cpm) 621.15+81.62 663.85+71.29  679.23+81.42

1.Mean = S.E.M.(Standard Error Mean)




E- YA

IgE

Bk H
E ¥ B 0 A 3 @A

(cpm) 622.62+97.75 671.77+91.78

l.Mean + S.E.M.(Standard Error Mean)

BB B B ¥

Al gl

(cpm) 0 BH 3 @A 6 @A
l:ontrol ’ 3365.00£491.00 17506.44+5237.83** 3098.544-804.43

Con A ’ 52894.25+10147.72 96746, 17+22145.45* 20461.69+5237.79*
LPHA I 108085 00+=19264.09 1285 08 39 26159, 92 41938.15+16849 .20 |
P¥X ’ 4569.30+8398.72 84747.67+13027.42* 43634.00+18933.56
1.Mean = S.E.M.(Standard Frror Mean)
2.with paired t-test, +: 0. 05<p<0.1 *: p<0.05 **-: p<0.01




=N

kR B B ¥ 2

k- gl
(cpm) 0 & A 3 ER

control 2515.23+393.70 21438.17£9294.78

Con A 117753.38+£33979.11 110347 .42+23610.17

PHA 163457.85+38694.15 118068.17+29554.13

PYY 73544.08+15633.75 95745.75+18535.32

1.Mean + S.E.M.(Standard Error Hean)

=
B OB E =
MBH
(cpm) 0 @R 3 @A 6 @A

control 17569.31+4208.66  13579.40+3661.65 3789.23+624.19*"

mite 14090.14+4458.42  21894.95+4425.88 8495.15+1200.42+

_

1.Yean + S.E.M.(Standard Error Mean)
2. with paired t-test, +: 0.05¢p<0.1 *. p<0.05 **: p<0.01

— 14—



=+
Bk B B ¥ &
Ikl
(cpm) 0 & A 3 @A

control 13280.67+£6038.74 14629.67i§4377.12

mite 6163.22+1191.53  34294.17+7900.48**

1.¥Mean & S.E.M.(Standard Error Mean)
2.with paired t-test, +: 0.05¢p<0.1 *: p<0.05 *=*- p<0.01



f+—

| B OB E =

® B EE

(cells/100 cells) 0E B MEH 6@ B
T cell 68.32+1.74 68.85+£1.62  66.21+1.93
B cell 20.42+1.78 19.35+1.42  23.00+1.99
NK cell | 9.004+0.99 9.45+1.21  ~9.00%£1.75
HT + NT 35.56+1.76 39.21+1.81+ 34.79+2.00
HT 14.88+1.25 17.05+£1.24  13.57+£0.69
NT 90.56+1.74 22.16+£1.93  21.29+1.74
ST _27.624_—1.3-3' 29.15+1.28 28.77+1.25
CD4CD25+ 6.00+0.34 4.70+0.44° 7.46+0.55+
CDACD25+/CDA ( % ) | 19.19+1.16 16.05£1.43" 22.46£2.78
CD4HLA-DR 3.89+0.34 4.10£0.51 4.08+0.61
CDAHLA-DR/CD4 ( % )| 35.56+1.76 12.65%1.07  34.79+£2.00

1.Mean + S.E.M.(Standard Error Kean)
2.with paired t-test, *: 0.05¢p<0.1 *: p<0.05 **: p<0.01
3 MT: Memory T cell, NT: Naive T cell, ST: Suppressor T cell
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(cells/100 cells) 0@ B 3{E B
T cell 68.00+42.29  66.67+2.58
B cell 20.75+1.56 21.67+2.63
NK cell 7.2540.94  8.23+1.11
MT + NT 38.80+1.71 41.08-+3.26
HT 11.20+£1.27  15.83+0.97*
NT 27.90+1.54 -25.25+3.33
ST 23.83+2.04 29.62+3.19+
CD4CD25+ 5.89+40.39  5.23+0.61
CDACD25+/CDA ( % ) | 17.79+0.89 16.92+2.03
CD4HLA-DR 3.75+0.43  3.46+0.48
CD4HLA-DR/CD4 ( § )| 11.00+1.40 11.54+1.52

1.Mean + S.E.M.(Standard Error Mean)

2.with paired t-test, +: 0.05¢p<0.1 *: p<0.05 **: p<0.01
3.MT: Memory T cell, NT: Naive T cell, ST: Suppressor T cell
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A Study of Therapeutic Effect of Wan-ng Paste on
Fractured Bone

Teen-Meei Wang

Institute of Biology and Anatomy, National Defense Medical Center



One hundred and twenty 2.5-3.0 kg New-Zealand male rabbits were
divided into 4 groups of 30 animals each. The rabbits of each group
received sham operation on left hind limb as S group, sham operation and
wrapt Wan-Ling Paste (W) over the skin of operated area of left hind limb
as S+W group, fracture opération and removed 1 cm long of the shaft
portion of left fibulae as F group, and fracture operation and wrapt W over
the left hind limb as F+W group. Animals were sacrificed at 1, 2, 4, 8, or
12 weeks after operation, respectively. Seven days and 3 days prior to
sacrifice, all animals were received 15 mg/kg of calcein, respectively. The
fibulae were removed whole and assayed microradiographically and
histomorphometrically for healing changes in gross appearance, callus
and bone formation, and other elements. The results show the gross
appearance of the S and S+W groups was not significantly different at all
time intervals of treatment. The gross appearance of the F and F+W
groups although showed no significance, however, more granulation tissue
and less blood clot existed at the fractured site histologically at the F+W
treated group than the F group. At 2 weeks F+W treated group, more
united callus formation and bone formation were found between two
fractured ends of the fibula. At 4 weeks F+W treated group, the processes
of bone modeling and remodeling proceed more than F treated group. At 8
weeks F+W treated group, the proceeding of modeling and remodeling was
going on well. At 12 weeks F+W treated group, the gross appearance of
fractured fibula was almost recovered to the same appearance as before
operation.
| Based on these microradiographic and histomorphometric findings
suggest that Wan-Ling Past not only could have a local therapeutic effect
on a longer distance of fractured bone, but increase the callus and bone
formaticn and promote the proceeding of bone modeling and remodeling.
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MBREESR, RRTER o # r BHERAETFEAFRIELEE N #
MY FRBFCEBEL, RAMTBG K EEF (Pl o 58 b 85 N
WETIEFRTR, FADIRRRE— = & AR+ = EMHHRLL -
BT MER LRGN S A AR (7-0], 5 M B e T 4 -

=130 FR AN (S EHFXELG M)
Calcein* . Calcein*
1R
(FB9eix &) (B H)
— 2 e WU 7R AT 3R
el 11 WU 7R WBWAT IR
pas -4 1 F 4 Fr- e R Tl g BP 35
A2 R4 WHAT TR BYF 3R

+=Z e BUF TR WHEATIR

* Calcein EH &K F2 15mg/kg o
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Effects of Acupuncture at Zusanli and Neiguan on
Resting Cardiopulmonary Function

Jaung-Geng Lin, Jung-Charng Lin, Shaw-Jang_Ho
Institute of Chinese Medical Sciences, China Medical College

Acupuncture has been used in China for thousands of years. Forty-
three illnesses which could be treated by acupuncture were identified by
the World Health Organization (WHO). The research of acupuncture has
involved the fields of biochemistry, hematology, anesthesia and analgesia.
To our knowledge, however, acupuncture is seldom used in sports
physiology. In this study, volunteers were divided into 3 groups, each
containing sixteen volunteers. Group 1 was treated with acupuncture of
"Neiguan" and "Zusanli" acupoints. Group 2 was treated with acupuncture
non-acupoints. Group 3 was experimental control. The effects of resting
cardiopulmonary functions were measured using the gas analysis system.
The resting heart rate(HR), respiratory rate(RR), oxygen consumption
(V02), carbon dioxide production(VCO2) , expiratory volume(VE) were
recorded over a thirty minutes test-time. The arterial blood gas(ABG) was
analysed at the beginning and the end of the experiments. At time
5min.-10min., 15min.-20min., 25min.-30min.,electroacupuncture was
performed on group 1 and 2 . The ANOVA and paired t-test were applied
to the data analysis . In the acupuncture groups resting heart rate and
carbon dioxide production decreased ( p < 0.05 ) ;oxygen consumption
decreased slightly but was statistically insignificant ( p >
0.05) :respiratory rate , expired volumn and arterial blood gas were also
insignificant . Qur results show that acupuncture can decrease the resting
heart rate and carbon dioxide production ; thus it may lower the metabolic
rate.
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?ch’*”lu RED = IB5LL Dopamin
BRI B Z IR RS LA

TFHE AH488

Hh B B B2 e B % B e

i £

AHARBEERBDOLONFEZ LB ERBEE L3194 » LA Dopamin

2 1 g/Kg.BW/min #F IR BE T 16 /2 10 £ 8818 > 4> 716 BN A0 5 3R 4 IR 0 BB 75

G BB ER 81 BEMEEMZIREER > % hl < 20mm K > 8

HEAR > 0% hl > 20mm B S B IR - H & EIRZE PR A mBP W82 » M

i R B % 2| EF f1 FS % % - T Dopamin 2 u g/Kg.BW/min H#i &K ( g5

mBP ) FI# i ( ¥ LVOFV » EF » F.S% ) WIER + % 1 IR W% B 7 & 15
A TEEM#S ) MEEHE KREZHN - T2EIMEEER

Evaluation of Pulse Sphygmography by Dopamine
Loading in Patient with Dilated Cardiomyopathy

Huang, Su-Hwa , Jou, Shiang-Tair
China Medical College Hospital
In this study. We select the Dilated Cardiomyopathy (DCM) Patient



19 cases. And treat them with Dopamine 2 1 g/Kg. BW/min in Intravenous
drip for ten minutes. Then analyse the correlation of sphygmography and
Cardiac echogram. The conclusion is that when main amplitude hl =
20mm, we call it blood insufficiency pulse(ﬁfﬁﬂfﬂ). When hl>20mm, we
call it chi insufficiency pulse( & & % ); And Blood insuficiency pulse is
effected by EF and F.S % . Chi insuficiency pulse is effect by PR and mBP.
So Dopamine 2 « g/Kg. BW/min has the function to correct chi insuficiency
and Blood insuficiency. In order to keep Blood and chi in balance
condition.
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%;«ﬁ@ﬁ%%%mﬁiﬁéw~ﬁ$§ﬁm,m%lm SIREFRIEE
= mRYESENERYRERNERSN ABNRS  CE-EBR LK
%TW%WEK%@,@ﬁX&%%ﬁ%%ﬁ%%%%%&%E,A%Wé@ﬁ

SHLEREBEETRENERR - ZHRTI LEABLIREZLVBRERES
. MDopaminiaf » W5 A EIREA] - &Z%ﬁ@ﬁ%fbﬁ@@ﬁaﬁzg’fb ;

EEERLBORE 2 RERENREEYY ROES RHBHEE

S

-H
i

TERE -
MELERTTIR
HmEER
f T R ESEE L0~ 05 ) BAELIKBZLERBES  BRH19E
“%n EHSE

(o) BEEZLBEESEE , BBREBlood, urine, LFT,RFT.EKG,chest x
- ray B8 Cardiac Echo flphysical examination% » FREFERILH
REZLBEREE -

(b) EFEES (HE—)



(¢) HIRERE
(WRERFOT |
DEREFLKENIEE  BREE -
QEREANTFERLBYL ) ALEHGASBWRTFL ) BFTRE
GASBREL , RLOALFER, LEFHTE-ESM - |
Jiz!

OEFEFAS R EEEESEHE .
RIUEHREESR : |
BETHTESHEETHRRENE Y 8 R I ZETEBIZE
%%@ﬁ% EHERSEEEFTHIREE  HERESERAFZERS TH
5ITR

v RS TRE BTAESE—88 1) BLaNE—ES

ORKREEE R EREREREEATREETSRER T A ERE -
cFEHBAREKEEER BLUEERZEEREZ » ¥ETZETRE
WEJWTE)  HERPTFEEFINZFE, £ 18EER - £BEF
 BRES ) KR TREFSTHER T -

ENRENT -

SERHEBERE -

’%: (BE-80) X0.7

Z: (BHE-T0) X06

REKRHE - (ERBE/ELRE ) CHE BENEHTT -

i
B b ) o R
HAE
<0.8 50gm | 100gm | 200gm | 300gm
0.8—1.0° | 70gm | 130gm | 250gm | 400gm
1.0—1.2 100gm | 180gm | 300gm | 450gm
>1.9 150gm | 230gm | 350gm | 530gm




@ W Lead] ZLEBRRASSERS -
B REREEE N BRTRE  BREA , BMEKNES (interface ) £
RIBEEAL  BRABKIBMER -
@B=EESNEVEARSE , BHER TEBRRERY , B AEHE
FHREWY , MEFERERATEZIH -
(B RFEET FE -
ORERSEFRESS tTARERERE . LEE , —REEEMS
& ( first derivative ) '
QFFEKSBHER  EREE  LEE  R—XEREHSZASRY
SEERA RS EUR ( cursor ) IRB=E MR8 ERBERG -
ORESTEERE - (HE—)
WIEHEE - h1-h2 h3>h5> h2/hl>h3/hl h5/hl1 R w/ t{EEY
81k o : |
(d) B Cardiac Echo RE & :

Left ventricular end—diastolic dimension (Dd), End Diastolic
Volume(EDV), End Systolic volume(ESV), end — systolic dimension (Ds),
Fractional ;shortening(F.S%.) peak flow velocity in the L.V outflow
tract.(LVOFV), Ejection Fraction(EF) Cardiac Output(CO), - Stroke
Volume(SV), Mean Blood Pressure(MBP)» Peripheral Resistance(PR) e

H A2 HE (4K Teichholz method) W T :

7xDd” 7XDd’ Dd - Ds
=EDV , ——————=ESV » ———X100%=F5% >
2.4+Dd 5atDs 20 o 100% =FS %

EDV — ESV
oy F

EDV-ESV=8SV SVXHR=C-O
C» OXPR=BP(mean)

( e) ¥ Dopamin 2ug / kg.Bw / min IV drip.

— 74 —



(£) 107EREERE LAIREKRZEN Cardiac Echo BE o
(g) BB TRMEEER S LENRES 2 LR LBES kS
gzt -
(h) BRI ST HE
O IR 3% BB B AT 1S 8054 B & M Cardiac Echo FTE# R Y mean+ S.DXR
£ > Whlpaird student t—test EFHHTEBNBEEEESR , £
P value/Ni20.05 AR B HWE EFEEHIELER
OB EARE I IR B BT 5% EM Cardiac Echo FIE#2 M Corre
lation analysis Z 77 R EE 5 Bl 2 FHEIRIE o
(1) BREES: - EREIRHE ( Dr. WANG’S sphygmography ) » ( Bl
EXEFRAFE)
() LEEETRESEE
ALoka SSD-870 ( &M-mode two dimensional Echo and Doppler Ech

o).
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h1 EEHEE (mm) » h2 EEESE (mm) » h3EFEHSE (mm)
) b5 EFERE(mm) » b- VIEBAHE) » w EREKE£6H b
1/ 4B FBREE (mm) o
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— » Dopamin 2ug/kg. BW/min {68 » Z2EEEFESH ST HE (mean+S.D

YREPE
:!:-—
AC—
, hl ! h? h3 ! hd h9/nl 13/h1 h5/hl w. t. 1 wit
FHE |y 2 o | 5 o220 | 03 6t
OB R W 1242797 512443 | 332395 | 1492201 | 053404 | 0281023 | 0.944014 | 2742 |2066+7.76] 0.14+0.08
(1e18) B OB B(14262779) 612716 | 432485 | 1052152 04620.39 | 0.27202 | 0.68£0.86 | 28+176 | 19461 | 0.1520.06
P Bl 058 0.488 ' 0.403 ! 0.374 0.253 0.773 0.405 0.772 0.944 } 0.413
'r* & ﬁ’8.32i4.13‘4.82i4.u 23212.79/o.m1.55 ’ 0.64+0.4 | 0294025 | 0752015 | 286423 18.25i3.59,0.15i0.08
h1<20mm :
BE-E &)16.13:3.02! TOLETS [ 8.1825.31 | LO£166 | 0.52+0.4 | 0.340.21 | 0.520.08 | 3.04+1.97 |18:46+5.63] 0.16+0.61
(n=14) - ,
'P B 0005+ | 0.084* | 0.008¢ f 0.652 0.140 0.875 0.587 0,622 0.793 0.617
BOR M| %27 | 61563 | 612563 | 354187 | 052022 | 0254022 | 0154007 | 244074 |27.421234) 01+0.02
HI>2mm R B 89239 | 24203 | LTALTI | 124115 | 0.2940.32 | 0194015 | 0.11+0.09 | 224083 | 2044753 0.12+0.0
(nes) |P ) 0000e | 0083+ | 0085¢ | 008+ | 076 0.151 0.31 047 0.143 0.374

* : P<0.05 BT 005, EFSHEAES

BAGEME , BB RS2 ST Egst=a
P h1<20mm#l , RERIEZhl ho h3 EFFEF=R
P h1>20mm 48 ) BRI, B2 h1 h2- h3- h5s EEHHZR




= . Dopamin 2ug/kg.BW/min ¥ Hi# Cardiac echo £ EHEZFTHIE (mea
m+SD)YRIPIE

xR=

Dd - DS EDV ESV mEP cO0. pR s¥ HE F.5¥ EF LVOFV

FRE |, = | 50641306 | 49621555 | 2011B | 180£107 83631685 EXT4% | UK (1987487 908E£2 | 0192012 10.33910167) 7163217

% @ & |0i8EILE 46541505 | 20 | 159 8131262 6210 | D73+ [1294435.75) 81513358 02140} 0357402157 8053118

(p=18)
P [ 4 0.39 004 0.053¢ 0017 048 048 0.665 0441 0884 0318 0.404 0043

# F E|83t14L £141589 | 240£115 | 1631107 | 6782188 645228 | 1724616 | TI361) | EL2T 002£013 | 0.36+02 | 11841807

h1<Xmm
e ¥ Y 5941055 |85+ 14.22] 29180 1783 |SLELIZT G.Zﬁilﬁ N1+18 | 2174328 | $11£35.06 | 02262005 036+0.22 [ 8231222

(n=M4)
P g| o008 006+ 0108 002 . 0487 0817 0.53 0.633 053 0.304 0.36%8 0065+
EH 6154155 | 57541337 | 30114 B4l 19051128 BB §553473.77| 885805 | 832084 | 0145101 027£017 | WT5£122
HISYmS |, o g | 520405 |S625416M| 031303 | 2BEUE | 925101 | B822M S 4B5| 543 |BBLALR| 016008 | 0213036 | 752912
P g 018 0448 08 0.57 0834 0407 0447 0.50 039 082U 10 048
(n=b)

« : P<005 BIEF0.05 EEHETER

Dopamin #ERI% » B2 EMN h1<20mm 4@, HLVOFV EHEEE > h1>
20mm FRAIE o



79« Dopamin 2ug/kg.BW/min {88 & » IREKE

(correlation) X P&

B

FX

R RHEEE (n=19)

Cardiac echo &

mBP

F.S% EF LVOFV C.0 PR
ot —0.2291 ~0.2028 0.2065 0.1856 0.3137 ~0.0578
P=0.173 P=0.202 P=0.198 P=0223 | P=0095+* P=_.407
no 0.1443 0.146 0.2881 0.0990 0.284 —0.0892
P=0.278 P=0.273 P=0.116 P=0.343 P=0.118 P=0.358
ho/ht 0.3644 0.3530 0.1280 —0.1514 ~0.276 —0.2794
| P=0063* | P=0.069* | P=0.301 P=0.268 P=0.455 P=0.123
i | 0.4233 0.4254 ~0.0022 | © -0.0312 ~0.1968 - 0.0542
/ | P=0.035% | P=0.035+ P=0.496 P=0.450 P=021 P=0.413
h3 —0.235 ~0.0219 0.2151 0.2695 0.4148 0.2676
P=0.462 P=0.465 P=0.188 P=0136 | P=0.039% | P=0134
ha/ht 0.2293 0.2191 0.1761 0.1854 0.1009 0.3524
P=0.180 P=0.184 P=0.235 P=0.224 P=0341 | P=0069+
b5 —0.1714 —0.1283 0.1692 0.2204 ~0.1147 ~0.1009
P=0.242 P=0.300 P=0.244 P=0.182 P=0.32 P=0.341-
13/h1 —0.1945 - 0.1594 0.1389 0.0838 -0.1164 | -0.0615
P=0212 P=0.257 P=0.285 P=0.367 P=0318 P=0.401
* + P<0.05 EET0.05 ) EFETES
p

w/tEEF Sy EFEMEM
h2/h18FS% EFEMEEKY
h3/hl E mBP EMHEY

h1 TEESE (mm) ) RERNESE (mm) ) h3EBFESE (mm)
' W EREEE (mm) ) b-VEFELE (), wESERT B -
1/_4%%5%&?55@(mm) °



o

F » Dopamin oug/kg. BW/min &’ » R 3 BIER Cardiac echo B 28 FARIE
(correlation) R PfE

E£F - h1<20mm#B (n=14)

FS% EF LVOFV C.0 PR mBP

h —0.1538 —~0.1289 0.3292 0.684 —0.2296 - 0.3537
! P=0.3 P=0.33 P=0125 P=0.408 P=0.215 P=0.107
h2 0.3315 0.3585 0.2946 —0.0809 —0.1747 —0.2%64
P=0123 - P=0.104 P=0.153 P=0.392 P=0.275 P=0.152

h2/h1 0.3988 0.4084 0.1771 ~0.2553 0.0174 -0.361
P=0.078* P=0.074* P=0.272 P=0.188 P=0.477 P=0102

Wit 0.3922 " 0.4004 —0.0488 —0.0099 0.0485 0.0385
P=0.083 * P=0.078* P=0.434 P =0.487 P=0.435 P=0.447

h3 0.2428 0.2637 0.1808 0.1860 -0.2291 0.1747
P=0.201 P=0.181 P=0.268 P=0.262 P=0.215 P=0.275

h3/h1 0.3107 0.3252 0.1511 0.2205 —-0.2763 0.3283
P=0140 P=0.128 P=0.303 P=0224 P=0.17 P=0.125

b5 - —0.2383 - 0.2182 0.1651 —0.0664 —0.0467 —-0.033
P=0.205 P=0.227 P=0.286 - P=0.411 P=0.437 P=0.455
h5/h1 —0.2326 —0.2116 0.1272 —0.0516 —0.0271 —0.0049
P=0212 P=0.234 P=0.332 P=0.431 P=0.463 P=0.4933

« : P<0.05 RESF0.05 ) BEFAEE

w/tEFSy E.FEHREYE
ho/h1BEF.Sy% E.FEMEREK

Wl TEBEEE (mm) > h2 EENEEE (mm) » h3EHFEREE (mm)
by EEEEE (mm) > b-VEEEE®E)  wEHEREEREL
1/ 4EFEREE(mm) °




v Dopamin 2ug/kg. BW/mm HEA RHEEE Cardiac echo 822 HEE

(correlation) X P&

F75> h1>20mm#E (n=5)

F.S% EF LVOFV C.0 PR mBP
hi | —0.2988 -0.3292 -0.5227 0.1187 0.4918 -0.2039
P=10.313 P=10.294 P=0.183 P=0.425 P =0.200 P=0.371

ho —-0.3487 —-0.3812 0.2625 0.2332 0.4984 0.4896
: P =0.283 P=10.263 P=0.335 P=0.353 P=0.196 P=0.201

ha/hl -0.299 -0.3321 0.3544 0.2433 0.447 0.5342
P=0.312 P=0.293 P=0.279 P=0.347 P=0.225 P=0.177
W/t 0.5373 0.5736 -0.1515 0.2144 —-0.6979 - 0.8604
P=0175 P=0.156 P=0.404 P=0.365 P=0.095 = P=0.031 *

h3 - 0.3487 ~0.3812 0.2625 0.2332 0.4984 0.4896
P=10.283 P=0.263 P=0335 P=0.353 P=0.196 P=0.201

h3/h1 -0.2999 —-0.3321 0.3544 0.2433 0.447 0.5342
P=0.312 P=10.293 P=0.279 P=0.347 P=0.225 P=0.177
h5 0.5171 0.5631 0.0147 0.3897 —-0.7518 - 0.8767
P=0.186 P=0.162 P=0.491 P=0.258 P=0.072+ P=0.026+

h5/h1 0.4911 0.5408 0.406 0.3231 —0.7543 ~-0.8083 .

P=0.200 P=0.173 P=0474 P=0.298 P=0.071 * P=0.049 *

* : P<0.05 EKEEFL0.05 » BEHEFEs

w/t B8P R » mBP EFEE%
h5/h1 E2PR « mBP E AR

hl TEHEEE (mm) > h2 EBFMEEE (mm) » hWEFEKEE (mm)
» ha EFEHFEE (mm) » b- b'ﬂ)ﬁ%ﬁ%%(@) y wEBKBREEERE
1/ 4B FBEREIEE (mm) -



+ + Dopamin 2ug/kg.BW/min 5% > IR 3B EE Cardiac echo HBEZAHEE
(correlation) R PfE

gzt FAoEE (n=19)

F.S% EF LVOFV C.0 PR mBP

51 —0.2402 —0.2057 —0.0847 —-0.0295 —0.2398 0.1831
P=0.185 P=0.222 P=0.378 P 0.459 P=0.185 P=0.249

bo 0.0679 0.0782 -0.0372 —0.3179 0.1564 0.2907
P =0.401 P=(.387 P=0.446 P=0.115 P=0.282 P=0.137

n2/b1 0.2291 0.2096 0.0358 —0.3963 0.4223 0.1915
P=0.197 P=(.218 P=0,448 P=0.084* | P=0.052+ P=0.239

wit 0.2030 0.2383 0.0174° ~0.0745 ~0.0166 0.5254
P=0.295 P=0.187 P=0475 P=0.392 P=0.476 P=0.018*

b3 0.0186 0.0460 ~0.0363 | -—0.1294 -0.0685 0.8430
P=0.473 P=0.433 P=0.447 P=0.317 P=04 P=0.097 *

h3/h1 0.2090 0.2284 0.0792 0.0219 ~0.0806 0.4777
P=0.219 P=0.197 P=0.385 P=0.468 P =0.383 P=0.031 *
b5 -0.2397 —-0.2170 0.1649 0.0233 20.0979 —0.0486
P=0.186 P=0.210 P=0.271 P=0.466 P=0.359 P=0.429
b5/l —0.3211 | -0.3041 0.0336 ~0.0878 0.1 —0.1567
P=0.113 P=0.126 P=0.451 P=0.373 P=0.356 P=0.281

x 1 P<0.05 EREEL0.05 » BHFTER

w/t EmBP EHHEY
ho/h1 B2C.0 EHERE
b3/h1 EmBP EfHREYE

hl TEHEE(mm) > W2 EBHESE (mm) » h3EHERSE (mm)
S hSEHEESE (mm) > b-VIREELE (), wEHBKBEIEE L
1/ ARFABEEME(mm) - ”




/\ » Dopamin 2ug/kg. BW/min {6F% » FRHE & Cardiac echo &2 E 25 E

(correlation) & P {&E

F\h1<20mmB(n=14)

T

F.S% ‘ EF - ! LVOFV ’ c.0 PR mBP
b1 -0.4224 - 0.3967 ' ~0.1609 ~0.1498 —-0.172 0.1982
P=0.086 * P=0.101 | P=0.309 P=0.321 P =0.296 P=0.268
ho —-0.0016 0.0134 f ~0.1326 —0.4366 0.275 0.3
- P=0.438 P=10.484 P=0.341 P=0.078 * P=0.194 P=0.172
h2/h1 0.2069 0.1939 —0.0864 —0.5265 0.6218 0.1734
- P=0.259 P=0.273 P=0.395 P=0.039 * P=0.15 P=0.295
wt 0.767 0.1029 ~0.0409 —0.3551 0.3245 0.5546
P=0.406 P=0.375 P=045 P=0.129 P=0152 P=0.031 *
13 —~0.0353 —-0.0031 -0.123 ~0.1995 —0.0496 0.3313
P =0.457 P=10.496 P=0.352 P=0.267 P=0.439 P=0.146
h3/h1 0.2641 0.3008 -0.0356 0.0553 ~0.2045 0.4454
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Improvement of Humoral Immunity And Decrease of
Lipiperoxidation of TJ-960 on Long Term Anticonvulsant
Treated Patients

C-S Liu, H-M Wul, S-L Wul, M-G Lol, b-L Liao2,
C-L Huangl, S-H Kao3, H-Y Wei3

Dept. of Clinical Medicine,National Yang-Ming Medical College
Dept. of Neurology Chianghua Hospital
1.Dept. of Neurology Chianghua Christian Hospital
- 2.Dept. of Experiment Diagnosis Chianghua Christian Hospital
3.Dept. of Biochemistry,National Yang-Ming Medical College

We analysis thirty-six patients of long term anticonvulsant by the
data of IgA ~ IgG ~ IgM ~ C3 ~ C4 - CIC * copper - zinc and the product of
malondialdehyde which were all compared with twenty health persons.
" The elevation of IgG ~ IgM -~ C3 - Cu * malondialdehyde (P < 0.05)
combined with relative declining IgA serum level is noticed during
preliminary observation. Anticonvulsant combined with placebo agent
( TJ-100 ) or experimental agent ( TJ-960, or Saiko-Keishi-to ) using in
epileptic patient are found that the significantly decreasing in the serum
level of zinc * C3 ~ malondialdehyde accompanied with relative elevation
in concentration of IgA in TJ-960 group ( P < 0.05). So, it is identified that
the TJ-960 can adjust the abnormality both the humoral immunity and
lipiperoxidation in patient with long term anticonvulsant using, especially
the IgA deficiency. And the function of anticonvulsant or detoxication in
the TJ-960 may be contributed to the property of free radicals scavenger,
and protection effect of central nerve system.
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application to therapy against intractable epilepsy. Comp Biochem Physiol
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=, EEEBARAZSZEZERSH

IgA(ng/dl) 16 36 251.50 137.80 219 85.90 1.07 0.3065
IgG (mg/d1l) 16 36 1185.10 127.60 1367.20 315.50 4.92 0.0310
IgM(mg/dl) 16 36 103.10 54.30 162.20 87.50 6.19 0.0162
C3(ng/dl) 16 36 88.50 10.46 108.36 33.44 5.36 0.0248
C4(mg/dl) 16 36 19.40 5.60 20.11 8.53 .10 0.7538
CIC(ug/m]) 16 36 .89 1.60 .82 1,70 .20 0.8754
9 (ug/1) 16 36 892.44 151.10 1074.40 226.73 6.71 0.0125

(ug/1) 16 36 886.83 126.09 939.49 140.04 1.79 0.1864
MDA(ug/1) 16 36 99.89 25.43 121.51 39.15 4.49 0.0339

over all statistic : Wilks'Lambda value = 0.7817 , P value = X 0.0393
C:E#EA EEBERA NAH M: P8 SD:IE®E
%: P C0.05 IgBEREH C3:5#83 C4:H%idg4

CIC:BEBGRERSHE MDA:Malondialdehyde
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FI, BARAELEESH

HEX

ENZEEREMGBRPHEEEE

MIER S

Dilantin

PR &

Tegretol

B e

T T T T T e e e e e e . e  ——  — — — ——— ——————— e

e ERED

MDA: Malondialdehyde

0.267
0.09

-0.111
0.49

0.286
0.07

-=0.031
0.84

-0.084-
0.60

0.283
0.07

0.032
0.84

-0.032
0.84

0.241
0.13

C3:HHA=3

-0,190
0.23

C4:FiaE4

CIC-BREEESH#

MEEHER G

P: P{E

“: P < 0.005.



==, BRARABESYUERENRPNIERFSREAZESN

P(NY E(N) P(M) P(SD) E(M) E(SD) F VALUE P VALUE
[gall]. (mg/dl) 138 18 182.80 97.22 216.40 84.57
[gA(II] (mg/dl) 13 18 176.10 106.83 217.50 64.78 0.34 EI&II] 0.58
IgA{III} (mg/dl) 18 18 177.05 101.23 255.25 88.56 4.53 [I&III]%0.04
IgG{I]  (mg/dl) 18 18 1326.50 278.72 1312.45 338.68 .
IgG[II] (mg/dl) 18 18 1373.01 280.72 1447.02 332.07 2.39 EI&II] 0.13
IgGLIII] (mg/dl) 18 18 1380.25 284.21 1304.95 210.89 1.59 IRITI] 0.21
IgM[1] ~(mg/dl) 18 18 185.50 112.14 144.30 56.57 o
IgM[II] (mg/dl) 18 18 1468.15 98.16 147.20 54.99 0.0} {I&IIJ 0.98
IgM{II1] (mg7dl) 18 18 149.14 102.20 130.40 28.56 0.77 [I&III] 0.39
¢3(I] . (mg/dl) 18 18 103.80 25.44 103.75 41.54 :
C3[I1]. (mg/dl) 18 18 105.05 22.99 108.30 21.43 0.03 {I&II] 0.87
C3[III} (mg/dl) 18 18 107.55 27.14  94.95 18.67 5.36 1&I11]%0.02
C4[1] (mg/dl) 18 18 22.20 8.82 17.25 7.61.
Cal11] ng/dl) 18 18 21.10 6.67 18.30 8.43 0.37 EI&II] 0.55
CA[III} (mg/dl) 18 18  23.11 6.67 17.85 6.85 0.31 [I&III] 0.58
CIC[1]. {ug/ml) 18 18 .35 .65 1.09 2.22 '
CIC[IT]. (ug/ml) 18 18 .23 .05 1.05 2.12 3.78 {I&II] 0.06
CIC[III] (ug/ml) 18 13 .24 .66 .95 2.45 3.2 I&III] 0.07
$ [I] (ug/l ) 18 18 1040.95 261.75 1133.45 271.76 :
8 (111 (ug/1 ) 18 18 1065.75 253.18 1231.25 285.31 3.38 {I&II] +0.05
3l [II1] (ug/)l ) 18 18 1069.75 244.31 1220.35 284.13 2.91 IXITI] 0.09
g2 [I] (us/l ) 18 18 915.65 161.25 936.65 113.33
=2 [TI] (ug/l ) 18 18 940.14 137.70 8B68.00 144.00 2.67 {I&II] 0.11
¥ [III](ug/l ) 18 18 940.90 137.01 825.90 171.42 5.77 I&I11]1%0.02
MDA[I]  (ug/l ) 13 18 110.20 51.69 109.70 33.98
MDA[TI] (ug/l ) 18 18 106.45 49.35 114.90 57.44 0.13 {I&II] 0.72
MDALIII} (ug/1 ) 18 18 112.15 50.20 80.15 28.95 9.16 IRII1]%0.01
over all statistic [I & II) : Wilks' Lambda = 0.7257, P value = 0.1592
over all statistic [I & II1]: Wilks' Lambda = 0.1592, P value =:0,0118
PrRERREEE E:R SRS ERS Nt A B
M:2H¥gE SD:iFuzE - u:P{E < 0.05 C3:mfE3-
C4:Ffg4 CIC:BREAEESE MDA:Malondialdehyde
EBEx I II II1 EEBREN. BE-_EA%. RENEARZBRRE
=01 FERASHIGHIETRASHERGNERHZEEHS T
PON)Y EQD PO P(SD) E(M) E(SD) F VALUE P VALUE
[ga 1. (mg/dl) 3 3 56.66 26.76 63.33 26.31
lga [1. (mg/dl) 3 3 21.33 19.08 165.67 42.12 23.80 [I&IIli* 0.0165
Iga III} (mg/dl) 33 37.33 24.11 191.00 19.67 102.88 [I&III]%%0.002
[g:RBRED E:fg A& E PR AL HERS N: A B
M:g SD:iEdEE x: < 0.05  =w: < 0.005
Bz, BE_@EAKR, RBUERR

ESF I II III

— 100 —



% 5% DOH82-CM-006

h E"' 7 *n E’i “FEK" Zﬁﬁ?’ﬂ
—E R RE

I 37 B B K B R e

wm E

AHWRENEREBEFAREELS  DERNATBRREEKES
WIS - BFER THA L OFBA > MUK AE S AR - B
A KRR R - R R RS BRI Z R
MEREREREEHRERE - TR FHE AN AL B ELE:
Feo R BWEABANFHEEEEBKERENES - S AE R
ERJ Vk ORORI R - AR AR R ST S TS R 43 00 B BT RS R O R LB
P - i KRR GE NP APHE SRS o B E R B R
e MABN D WERABRZENGEEATEEESE  BERCHEEE
 REEERE A EWRTE AL LR BRI E A G AR R R R
MIUTEMNEEL W KARNSLBUREES  SEESERE
HIHE PR B RS BB -

— 101 —



Basic Studies on True-Hoo and Pseudo-Hoo in Chinese Medicine
Jui-Tang Cheng
Dept. of Medicine, ChenKung University

In an attempt to communicate the basic views between Chinese crude
medicine and modem medicine, this is a continue work carried out using
the model of gastric hoo in patients. From the detections of indicators for
autonomic nervous functions, in comparing to the normal control, plasma
acetylcholine (ACh) level and the activity of cholinesterase ~(Ch‘.E.) were |
increased in the cases of gastric pseudo-hoo while the sympathetic
indicators of catecholamine were not changed. However, plasma cortisol
level was not markedly changed in patients with gastric true-hoo.
Involvement of inflammatory factors can thus be ruled out. Plasma level
of B-endorphin was elevated in the patients with gastric pseudo-hoo . The
plasma , B -endorphin reversed to normal in cases received the medication
indicating the regulatory role of this endogenous opioid. Moreover, in the
‘experiments of cold-stress, the diabetic rats were more sensitive to induce
the secretion of B -endorphin. This is correlated to the Chinese traditional
medicinal view that pseudo-phenotype is achieved in diabetic state. The
obtained results suggest thdt gastric hoo, especially the pseudo-type.
seems parallel to the hyperactivity of parasympathetic nervous function
which stimulates the secretion of 8-endorphin as compensation.

=
RO EEEE (B FE) HEERETROBRAR » 7

Z?'Z'li%éiﬁé%'i"fﬁl%%Wé’U\ftfiﬁﬁ%”ﬁ? C AR EERFAENERY
2Eo H AREETEEQEEEBRES UEB " AL BE - FAR -
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gaame T, BR TFE, BOEERESENMS 0 £5E T F A
L MEEEEN EH BAT TRBES, NTER) > BT —
EXENERBAL  SEF GRASERMEREINE TWER -
FHBELR  TERE—E SRS, o
FEEE (K HE) IAEKBBSTWREER » LAmn
TAER S RENGH B TR  BARE LN EETE — % > 5
HRERHURESERACREETHANSE . B8 > T4/
EHROER - SHL > WENEEFE—HE : THA, 1 "%
mE, BEE- |
HREREENERSESTEORS . A0 BB "L, B
L’%ﬁiimé’eﬂk%urﬁﬁJﬁﬁ’ﬁﬁ’ﬁﬁgm%
T MRS TR N BB, BN o AR > B
ZAE UREBESEREEREE ¥R REUASEASEES
EWEE - A2 BN AR —E5RNERRETRTEES > M
TEEEAL, ARRENESERNEET o
FEWEHHEERR B EMESTSEME TE ~ K -
K HEEERY T, cURBEE AUBHEAANTRE E KA
Eo TK,MEE GUKSERE HSETE, WEE > Y48
THAK LR THEK AAED BERNRAL BEERE o
BMEZ » FHENE SEAE) RAE (985 5 1 -
RN A RIEA ) BT AL K HE R S 7 » dh S
REW > TEK L DRE RABRBIECES UEE  FEGE
KERHR > THX L UEERERIBORE > BR TELE
B, TORWE, - TEAES SRR BERAESRG S
W RRESEEE Ak RMREESRER L EERE 59
EEEME THA, OMF - B FEUHE TR R 4%
TEEEE CHEK ST B BRI
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B BT OX

1@ E
HelES A MERESEBENHMN  EHEBRESRIREREH
B AEFENOMZ BE TE AL ERNES > BEAXEEH
T HIETRE  BOEEETERERARIE - WALLE
%ﬁOﬁﬁZmﬁ’u%ﬂ@%b%%’mﬁm%%%’%ﬁ%
KFE(-20°C) ¢ EIMEIET > FERRERGEA o |
2. RIBEND B
=k R TG o HIRBRSIET TEEALNEEM TF
TEE, -~ TwmmEg, > TOR, - TEHEXE, BAR TE
rEOEE, - TEBREE, - TEEWeR, - TE®. > TR
e BEM. TEEA,WEEMNN THELOE, > THAK
ﬁJ\rD@@%J%%’ RERI "&E, ~ THEOEE, »
kR, o TIRM%, BRE RAZBEEESEKM L
HETEFEIEURAFEREREL LE > MIREDEE - ®ig
MEBRR2EHNER - WA%ﬁﬁﬁ°%ﬁ%%ﬁ’%uﬁ~$%
%ﬁ%ﬁ%k’%ﬁiﬁ@%t%ﬁ%@%’ﬁﬁﬁﬁﬁéﬁﬁi°
3.MAEB D |
B AR B KEEEHN c BLUBRRTH 6] » EH 2
HPLC-ECD(BA S 200 %)) » Ml F & BB RN E LRI NE) ~
% L[5 % (Epi) ~ F1% B (DA)EE | I DI DHBA B W TE R Y & » 3
G o 817 B2 A LU & E KR 7 % (Sigma kit 420-
cc) il B X S B (ChE) IE 1 » FBF » FHPLCR WKM7 » EEM T
6 7. B g 32 (ACh) 1 57 /2T %8 [ B (cortisol) HY IR BE [8] © F4t » #EHFENL
22 %5 25 B B (RIA) » I /8- I o S P Wk ( 8 -endorphin) 8 & & [9] ©
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4.BMER
i# FH streptozotocin (60mg/ kg ) E S B #E R % E R (NIDDM) R " &
B NEEE) o M TEALNER SERFERNERSESm
;‘rgﬁeﬁ%EL(SHR))%Z&‘IEE%EEEE?JK%E(NC):@A\B%Bﬁﬂu?ﬂ

oo Eéﬂxﬁbﬂﬁ%ﬂ'ﬂ%&xiﬂﬂ WHEE (WKYRE ) fHE HE o
[&] L/U:LB’HEEEﬁ?Fﬁ&(ﬁI » TE B IV Y B Ak o
5. ST 24T

SEAARBEEN W EE > A rzﬁﬁf@i@'@ﬁ%J KER o
ELEE HBBEASEMAELE » L Student t-test (unpaired comparisom)
KT PEEOSHKLLTE » AR At at B9F B 2 (10] o

# R

LRBAINELSER |

ERPEFTMELZHG > HRUELS TEA, REESS »

FEKJEE%WA&Q(%~%)oﬁﬁﬁﬁﬁﬁ’%%%%
T EBANBLOLEEENRES RS « A > 8% TF LM

ﬁftéﬁfﬁ/\ﬁz@aa‘:m o BL A o — £ I JBE B0 R A At
BTE KL BER |

@ﬁk%ﬁ%@%%r%@%ik%%’%ﬁ%%W§%m$K
BE o Nlt » AFWRFHRALUARLERET | WENEHS T
ffiﬁﬂ%i)’rfbx(P>005) 0

R RETBICSRIRE _

F B o 89 55 B (catecholamine) 8 B HYEE » H B 15 % (NE) » & L
BREE HVXSZEEDOASZ=ZBEYWE £ "Xk, WFEAS LEF
HEENBEP>005); Tk THEA, B THEA, WEHERE (5
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—=) o w2 HEHFEEEE (cotiso) B ERILEE 0 TH
K EANTEEENEERSUER - AT > AR FERENE
Mok AMEEGHEENMTER THEALE TEX, NESD
TGy o

3. BRI RIRE

Has ey ZEE SR (ACh) - BHE TE K B8 )\E%ﬁméﬁgﬁ
(P <005 BB TEAWER (B—H) @A faREERR
ChE)VWERLREREHRE (B ) - Hik - = R
AL BB R R AR R T E M B o -

4. M P S AGEEI 1L |

AN TR A L TE K BE - MRS
 -endorphin) BECMEMAE (B=E) © R EE RO
o5 W T ( Zantac FlLederscon ) aE% > BEBR TE K
HE A M SR I B EKERES (BHEE) -

5. BN ER

RN ERRER (MAEEE406£217mg/dl) BERRK
ﬁaztﬁ WAE4°C vk E2 B /NI » B I o R4 BRI o A I

LE  FFESHERENEEENEEER (MEEEBL ET6mg/
m)@ﬂ%%@%mﬁwﬁo

HERBETHEMEFEL T 1 ) % B 7E 5% 78 0 W (Stress) B »
[ﬂlqji?’ﬂﬁéﬂ”i?_tﬁgﬁaL%E‘E%f@m(P<0.0D o FKF  ERED
WHENRSESMENEBSHR) L ERBHE o

=S| 2R

HARGHE  RMBEEIEANFALDFERBRHERRSH
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EEOoME > DUEM "TEX, HRAESES - B > B A M8
AHEERELEEENBERSS AR EANBESES Y S50 s
AEAEEE (P>005) » FIREMNEZEREEER °

EANBEEFHREEFEFNERFAL I (autoregulation) 2K £ B 4
H Y5 ] (homeostasis) TR R EMEE(1] AERHRHW BB E S
HY 5% #2 (cholinoceptor) 2K 2 1l » B 38 /2% i 18 19 B 0 75 20 IRl 48 2 1y )
%5 — T Z 83 ( a 2-adrenoceptor) R FE [12] - KK, »  BENBEEEE R
TESGHALE c EARWKHE  BRAFERF— (BEE—F) >
FEUEHEHR "B WBESE  BIXNEHRHE TENES o
HPARRBE "KE, BESN > DEMTABREANARFES] -
Eﬁ'@.?ﬁ@ﬁﬁ%%i%%%%@ﬁﬁ{? c R PER B B S E R
HHEEE A& » %ﬁ@ﬁaﬂﬁmﬁ@ﬁi_ﬂ’ﬂﬁfbﬂﬁ ? B ATE B E X
2HTREBIT, REXRE RTEE T KE, 8 THEETE, 84
BIZZEE "Wl MRESEES RAEANEESEA 13 9%
Bl EERAL B LR T OB o Bt - P ERRW T HEE K
WOE > HHEIRBMERS WIS A HE ST SHER » T
BRBtEERESEEHN - @Mfﬁgﬁw%@faﬁﬁﬁﬁﬁﬁfrﬂﬁrﬂ
ERBILEAMBOER FEE':’:K@KJ REFMENEIR R TERZL
PFLE—RE TAE, EEBL o

BAMF T ERMREEEREY 50 %% % (catecholamine) » & T H
HEEHRENEZEZR (FRE-F) - HRAXKAERS S
FRZERBMEBENEERES (14 "SETEA, WEAS
THREWER  TEFSEEER DRABANL BHEERE
HEEREZEEE @ )é_zﬁmﬁ‘mﬁﬁﬁﬁi;ﬂ’ﬂﬁ% » B S R SRR
MRERE NEHAREFELNAR - QBANEMMB(ES T X
AR TTHEHRE o & E%ﬁmk%@%@ﬁ’@@ﬁﬁ*i@ﬁ
&l o
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BVGEAE SRR ERE TRE, WEMENXDS) B BiE B e
5 3 g R /N vk e 12 B 4 U 5 = [16) R ERET © o BERIK E R EW W R/
o S YRS W B B E A BEMEEHRGCHR)EBEE

RS PqmE ( 3 -endorphin) W E—EREM EFEE 17 EARXE
S B TE S WRE I s o A B P YR B HE A E B ACTH Y 77
B8] c AXRMMBREER " BHEK 4 B % AL o RS N R B
tRGEY (E=ZE) - "> FESEYBERORASG LTERK
EREENEE (FHE) o MPEAYNEROT R & E K
HHEAEZEEEG e BBRAEENERQ9) > BRI FRAEARE
0% 1k K 2 % (Opioid receptors) i R P BE &I &2 B B H Z BRI SR - 0 L
CalEE R EMBAETFELERSBLNERT A
WIS At EE EEERA AL o Eiﬂ%?%ﬁz%?ﬂ  BE
CreEE | O RO (4] % Uk B AT BN Y RO S AR R B o Bk
KakE TREEE WERUTFHEE -REZAG |

BREf > EHEN THEA, FEE  ARETHEEWERH
B’J’zﬁ%  SRMAEHEE TLE, WHFAERE I » FRAURH
F7 " #E [ BE (cortisol) MR B BB EENZRME® <005 ° Wb i
v Tk MR TRE, EEE B TE > ARRENE & 72
EEMR0] ) THREEREE ST

wap PRER > ROTEE T BEME KR AH E B BT
EEES A NOWEAESWELRS cWH > B "BE .
B E R R E RS o W R EE%{EM?%H%%RB‘J FEe&
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£ 56+ 12 C49+11
{5 598, %91 $32,/ %30
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Cig- o
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R RBEINRBMEEREEEEE

me¥E ' B B o B
(pg/ml) (BAX) (B A)

FBLEBE 123.7+6.8 121.4+7 .7 125.1+6.2
S = 24 2453 21.7+6.1 23.3+4.8
% B pR 20.6%7.1 22.3+5 4 24.9+4 .7
BB EERE 51.4+8.3 43.5+7.9 48.4+6.9
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3007 O Control
True-Hoo o %

S @ Pseudo-Hoo
E *
E‘:i 200
<
@)
<«
< 100 -
£ o
@« %
S -
2

0

MENERSZEERACHBENILE - E TE K5 (True-
Hoo) & " B X 4 (Pseudo-Hoo)fﬁ/\ﬂY?%E"Jﬁ@ (FEHENEER
ZERHRR) 87 1F % 3 FE 48 (contro) BI Z R § *P <0.05 » **P <001 °

0077, h

Pseudo-Hoo

True-Hoo
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0 1000 »2 000 3000
Cholinesterase (1.U.)
Ky 5 1 ¥ 09 g % ES B8 (cholinesterase) 15 f L& o BHE 'K

(True-Hoo) ¥ " # K 4 (Pseudo-Hoo) 7% A Wl 15§ 3 2 IE # #f I A (con-
troDBIZE R ; **P <001 °

- 112 —



77

g_i * Pseudo-Hoo
True-Hoo
O Control

0 20 40 60 80 100
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B = AR 07 A4 7Y YE (8 -endosphin) S I R A L8 0 B ED T k|
(Ture-Hoo) M " HE K | (Pseudo-Hoo) 5§ A 89 4> I & B8 IF & #f 08 4
(contro) IZER ; *P <0. 05 » **p <0.01 © '

100 * % %
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60 - / = After Therapy

Plasma B-Endorphin (pg/mL)
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X Diabetic Rats
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E‘ . A SHR
< 407 ,
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o« 20 &

=
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=
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BT R 49 B (Diabetic rats) & & I B #9 3 5, (SHR) 48 o ORI 8 A
B /NS 2% o o B PYBE( 4 -endosphin) S W BT E R o WR N
LEFEANERS  ATNENEREEEZNTAE <
0.05 » ***p < 0.001 % ¥ & (control) K IE ¥ & H (WKY) °
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% 3% DOH82-CM-007

T H 1k JE F0
C-fos #ifB R EERAMREFR(I)
——FhEmEREYMER 2T

Fasr 1=

B A B 2B B I 3% B B

] £:3

T 2R BB 92 B 3 H 4 T N C-FOS proto-oncogene 73 B fl ¥ 5% & IF
FEEST SR o OB PRI R 3R 1L 58 B C-FOS B A S8 - #
HBHDAER - CHARSWES LBENEE > BNME T EEDE -
7 1 (opioid) & T DAJ 1L/ 1 (diffuse noxious inhititory control » L{ F i 78
DNIC) HE M PRIk - FHEBSTEUHPH > IR ALBEERER
T » B &t 8H#I$ #2 C-FOS proto-oncogene 7F % 58 %5 4 Hy % (L, o

()% & & 78 (phasic pain) : A 5 B % 158 T 56 %17 = K hotplate B
R EEBE R latency © (O FH B & (tonic pain) : ¥ 1 %FBEMS0 w1 L 26G
BASHEHAGRE  RAREBERERNEZEEZETS  EHEEMBENG
ERMESE - EMBETREZEAMEANRNEE  BERME/\A
B o 2L0.1mA-0.2mA-0.3mA HERIE T BT — /MRS > RSB T
AR RENEEAER > 3[R & B TS R latency P REBRKEERHE
(maximal percent effect » X THi#§ MPE) - 2 /NBs B =~ » 4 %
paraformaldehyde & % # B i % #8E B A BE > DA 30 1 m 18-20 BE vk BE YT B »
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18R 5 B 7 ME 24 /INBE T8 4K PR 4T — 4Rk 88 » ABC reaction, 0.05 % DAB + 8%
E@2 o f A BEELL ~ L6 » #somatotopy KA EHBE  BFHRAL
78 50 JEE A8 [E0 B 1k 3 4T o

W EE R 4051 EARAIBUR K EME (HPL) BT » BE K2 EFR
BErEREA o BEEEZHABETELERMPERRKEENILERR
I T 4 B B 7 % 8 BUR (L (sensitization) B IR R o F B 4E T fentanyl 50 v g/
ke 9B 77 LU ZE & HPL, naloxone @ ML A MBI AN BERR - E—F
 BERMAEE _EHEBEPRERK -

- Effects of Acupuncture on C-fos Expression in Rats (I):
Establishment of Morphological Hyperanalgesia Model
for Acupuncture-Induced Analgesia

Wei-Zen Sun
Taiwan University Hospital

Expression of c-fos proto-oncogene within the nucleus of sensory
neuron has been accepted as the molecular marker for nociception since
1987. Numerous researchers have employed the immunohistochemistry
technique to detect Fos-like protein labeling in spinal dorsal horn
following electroacupuncture. Electroacupuncture produced analgesia is
well documented since the middle of 1970's, however, the underlying
mechanism remains to be determined. Recently, two theories have
prevailed according to their distinct observation, i.e. "opioid mechanism”
and "diffuse noxious inhibitory control(DNIC)". The major discripancy
among them are the different design and evaluation protocol. By using
Fos immunohistochemistry technique, we seek to establish a
comprehensive animal model of electroacupuncture and to investigate the
mechanism of antinociception.

Animal: male, 250-300 gm, Sprague-Dawley rat
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Electroacupuncture setup: two insulated silver wire are transfixed
within the anterior tibial muscle at the distal ends. The wires are then
tunnelled through the trunk to attach on a Octanal Adaptor fixed in the
occipital bone. One week later, the intensity of stimulation increase by
0.1mA-0.2mA-0.3mA over 30 min and persists for 1 hour.

Design: (1)phasic pain: basal level hot plate latency(HPL) and post-
electroacupuncture latency. Maximal percent of effectt MPE) is
derived for each measurement. (2)tonic pain: After 1% formalin
50 41 intraplantar injection, weighted pain score is recorded for

1 hour.

Procedure: 2 hours after formalin injection, the rat is sacrificed and
perfused  transcardially with 4% paraformaldehyde.
Cryosection at 30 £ m under -20°C is then processed by rabbit
anti-c-fos antibody(1:750, Oncogene) for 48hr, goat anti-rabbit
biotinylated antibody, ABC complex, and finally developed by
'DAB with nickel.

Analysis: Fos-labeled nucleus is marked from camera lucida from Ll to L§
according to somatotopic presentation, i.e. superficial, nucleus
propius, and deep layer.

Preliminary results: HPL was most stationary at 51 °C , while the
measurement at 38°C and 52°C varied widely. Supra-threshold
stimulation by our protocol did not produced analgesia, on the
contrary, it induced sensitization and irritability immediately
after electro-acupuncture. Fentanyl 50 u g/kg prolonged HPL.
Naloxone potentiated the sensitization by our procedure.
Further studies will be carried out in the following program
(Part II).
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Introduction

£ 8 A g fos SR BRH EB (Fos proto-oncogene » fiiiffc-fos)7ETE H IR YL
T U R RERETIE - ER SRS RIS T c-fosE RIARRITE 1Y
I ERITHES - SEETIEBAEE | Ok - RREISHOROE - ZEAHE - B
) ~ RATEMSHEEYER - SEEAESE ISR C-fos—H (5 H EHERIM
fir > ﬁ%ﬁﬁ%@ﬂ%ﬂgﬁ'ﬁ%@%ﬁ%ﬁgﬁﬂgﬁ% » RIS TEN
j”%ﬁ o c-fosEERIEF TR I% ?E'I?%ﬁ’ﬂﬁ@ﬁ%(encode);ﬂ%ﬁ/]\éﬁé@%&ﬁi 18
EFoskE 1 - Foss/ RIH B EHIMIIEERMS - R DNARRERE G
"(Fos-Jun-AP-1 Complex) » SEBHHF BAFTRERIVRS - FME L > c-fosiliz
B AN BT A R NS SRR RR - HifEEFostEHME
B R R IRESERINE - WED T AW BRI EN —E
SRR o FEFREIERR BRI RE - Fost M Bk 14- 2 B R E R ARE(1C-2-
deoxy glucose) I RESHEE - A L2 H R RIS TR B &
URASAE o (Rt » FosTayieyet FIERIMIIEEI R T DR B R A T
H- |

AR BIREE T - # B % §81% A W Fos T B B &K 75 5 F F # (noxious
stimulation) T AHEIEIN - TEHERET » EHIBYEREIRIRE BRIARENIE
K Fos-like B - $1HIILEFATE R ARRENERET R E » #
REyyiE R ERES R AR SN - BRI TS EMR 2
4745 #5453 - c-fos proto-oncogene {F Al I 2% £ A F R M R HAAE Z A
(immediate-early gene » DL T EIEIEG) - EIER ST H 01568 » 1B FRED
HIEEE A o STAEHc-fos proto-oncogene E AN ER SN GR B ASR & T BARERI ST
%é%%f?&%ﬂ(molecul& marker) » fR#§c-fos proto-oncogene % HEE R IAAIA T
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BRFARRIELL » T P SO R SR B4 2T (behavioral hyperalgesta) < T7E A M
ILFETPRRORA TR o B ATE #.5 c-fos proto-oncogene ¥ Z BLAI Y WE A1)
(endogenous opioid peptide) » B : pre-prodynorphin mRNA RS F T4 R » [ﬂﬁﬁ
%‘ﬁ?f‘l’ﬂlﬁf@?nﬂ’]!@ c STRITERHEMNEHEAE? Eﬂéﬂﬁgﬁiﬁ
(locus ceruleus) » RSII&AYPAG(periaquiduct grey) » Frf&(thalamus3HIREISRE K
FE - HEEBSTREUN SR I E B AR - 4,5

B BTE 71 RIS o-fos proto-oncogenelIBRIRZ L DA FIH IR » AT
FRIGERMLA—E - BREGER - VBT EAHENSESAESEY
REMc-fos » T BFIFSEE N - EEIEWER LTS 5 Ht - NEXIH
[FRIFFHEH o-fos immunostaining - 6,7 ZUSRESEIBEIRIZML T RITHIRE - (HE
c-fostYZHREFESHRILEFETE FANE (BT BIZEIR - SPREEER © c-fostyER
SEFEVSYE T IARYFAERS » HIER T DU LRSS ) 0

ﬁg%%ﬁﬁﬁﬁﬁgﬁﬁgﬁﬁﬁuﬁiﬂm%ﬂ%Eﬁ%ﬁﬁ(ﬁ@—' ) ° TETE
F2 5 MENTEWHRRETE > BERSE - KBS EWEERE » B
FAR 20 RO —/ NI - EMEEEF R EEB(EE—) -

(B —) IEBAMIEEE R R

weighted pain score

051015202530354045505560
min
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(F—)BEB I R S e 2 RS BB A I E

- FEy B
BRI SEER SETE N
phasic pain tonic pain
2EH{ER Substance P, AMPA  NMDA, prostagindin, nitric oxide,
CGRP bradykinin, dynorphin
R4 Cfiber EL SRR E
fast EPSP slow EPSP

Zﬁfﬁﬂﬂﬁq%Uﬁ%ﬁ%@ﬁﬁ%ﬁ%ﬁ%iﬁﬁﬁ@ﬂﬁﬁﬁmmﬁﬁﬂiﬁﬁ'ﬂ .
e e b - EREHRLEERASIRE R PIEER, - T HRHREE
Bk, REER TIT IR TP B

(—)Hot- plateZi St BB B MBI (HRaTE

(=)Freely moving ratfE 7§11 198 RIBHE

(=)c-fos proto-oncogene immunohistochemisty

Materials

(A)ENI¥ESH (animal preparation)

et Sprague-Dawley K 15, » S HEE19250~3003% » #10% - S=E—H
GRS LIRS 12N EEER -

(B)EE{T Bz (behavioral hyperalgesia)

(—)ig BEMEREIER (formalin test)
WL 1%TE BRSOl » 7E3%  halothane[maskFEFF(RE ) - LL26G & REHE
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HAGRRE  RREREAREEETE » HPPRE  BT—5) 2
B(R5T) » EREREN(=27) - WA FIRESHNE(REZ) - BEinn
VEST > SLETER60%) « RMFIFIFIE TR IR, BTEHE BRI
%ﬁblﬁ%ﬁ%{ (weighted pain rating score) °

(OB R (hot-plate test)
SN ERERRUEENRE L) » UASE—EETRTRE - 2u5E0
mwg@mm@ﬁ%ﬁﬁi&’ﬁwmﬁﬁ%aﬁxoﬁﬁﬁm@’&ﬁ]
SRR R RIS R (paw-licking latency)% + SESRASBALI S - HEEE=
RHR - BTN » HRIAEEAK - R B ORISR AR
R - R HEBAHERE - BRAAM—XK » SH—E%  B=x
PIHETIASY » TLEEE 5 B2 basal latency » (A BB EAEE208 (5R
FAAMBIE » RN B B (cut-off point=208) » Bk 154 (maximal
percent effect; MPE)RJ/A S ¢

Test-basal latency
MPE= x100%
20-basal latency

.(C)%ﬁ{‘%"ﬂ%(fﬁiﬁ(stimulatibn profile)

RN 51 40mg/kg pentobarbital » #3 BE K572/ INEE B BITARIE - 4]
B 52 R %t B BT AL (anterior tibialis muscle)# - 1/3 & » MM ESE 4 [
(tiabial anterial tuberosity) FIft-& SE(fibular head)fs] » B[ = E /747 F (ELE
M) - BL22GR T8 Z RN (REE) - BLIScmivB & T 8
(25Q)Z2EHR(RES) R B AR B K SRR IR SR T
EERZAAL - EHARS ZREEES - MBS EE) - /&
REMR LT EHR0.Sem(RE/\) » I B AINE F T ESE
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SREGYICIRIH - R AR BRI RY BME L DUFRIKREER
SRR - o BTAISRARENT - BRI ESRIMERAEE - 3TH0. 1mABR
RIS AT AT B B ankle flexion@hf » SRESTTHINE) - ZREFHE
OBV o M R R RSN RE SIS - TR
RIIER - WEIHIEE 2 BTSSR B El(RE - EETK
Halothane[ERE T » M BEMNZ BRI kate /Al LHMBERE (R
S ) - FEER - SRR TR RO e » S IR R EHR0.3mA - [
0.1mA-0.2mA-03mAZ A= » BRI ERFIEME » LT —/NigH
@5{ o

o
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L | -
L o e
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D)Perfusion and Dissection

(—~)@ﬁ?&Z?@ﬁﬁFﬁ(Transcardial Perfusion)
FRlr  YEfEratfiRHEE -
Pentobarbital(50mg/ml)Z & (ml)=BW(gm)x0.001
FE 1mlvE &4 HETpentobarbital Z B ARERE - IMRREEX  IJEE
I—REE -
VEGEIRR S(SratfEBORIERS » ¥efperfuselFTTRHVARAN :
(A - NE— |
Q)RR MmEHE—3
(3)perfuse I $1HE—Z (18GHIEESSET)
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(4)0.9% saline L ILEEFREERS T Aheparin 1ml,sodium citrate,
Jzsodium nitrate

(5)3.8%paraformaldehyde S00miIpA 1LEEAREE RS

(O)ReefR — &
(NFFEpump : HE - REREERERESTIRE - B Sout
RI75 1]

BER BBABWRIER - (TEAZRE T ARSI - EHE R
RIZERE - AAILMSRERE » NEWERUARRE S s e
VDR IE - BN R L B AR - TS E
ascending aorta « SEEBpumpREE A IEAL: » (REEEIETEARE -
WG4 S8 220 5246 A B aortalX10. Scm » 176 A o 1 I 88 L
oG LHAIS - DUSEEE St it aortapy + BEHE.L BB E IR LU
PC—{BBE B B LR 8 420 S AR BB (ventricular fasciculation) -
B I+ HSRAEAERT - SRR - BB RS
BOAMERE o SRALHF0.9%NS S00mISERIHI » FEipumpERERTF
HHI3 8% paraformaldehyde LASO0mI4/ |\ Aé53 52 i fixation o

HE BAtAperfuse: B £ EE /K B paraformaldehydelF & o] U& 20U hisg » £
R fi(fasciculation) YZ % » WhIfl 2R MU BHT EE+ B » perfusess
2EFEENE - MR B BT 2 WA - 0B
HEERCR e - |

(OB RBEEFE B Spinal Cord Dissection)
W (1) VEE—%
(2) EIREAE R T] Fe S0/ MR T R —
() REI—3%
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(AFFINE—X
(5)30% sucrose 50ml
(6)3.8% paraformaldehyde 50ml
(7)50 ml BESHEFAE |
fi] W ratEERE T o BRSNS S S A T R BB - FEE
FERSEILUARIE - MR DB REENARERR - R
T10-L6 ¢ transverse process o SofEL6#L » 1% Wi {H] spinous process

transverse processfllpars interarticularisZf (BB (RE+2=) - BR/IVE
¥/ B Edlamina » TS #Espinal cord_ J5#Ylamina B B 55 HpedicleBy .-

B » 70 B e R B dura matterZ ST (RE =) o fHF2ERIFHE
52 % TBA#% 8T dura » BYH{spinal cord cauda equina BR{3 AR/ N
H&{E B » spinal nerves 5 T10 spinal cord fi/NRBYBIET - F/NRTIFE
H IR (E BB ) E — B S EI AERE AL -

HE FREH 2 spinal cordB43.8% formaldehydefg4hrs » THERE30%

sucrose overnight °

(E)c-fos Ty A ke 575 (Immunohistochemistry)

' M -

— « BEEYJE ¢ -20'C, 30pm

RV rRE

~ FYAF0.5%H:0:

Y

« §iFELER K2 FE Blocking 10% GSA+0.3% Triton X

« F4R PB4 FZFE © 1:750 rabbit anti-c-fos polyclonal antibody, FIE TR 24/

|l

{1

D = =
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g
J\ > RERBLHEIFE ¢ 1:200, biotinylated goat anti-rabbit IgG

Ju~ BE
-+ ~ FR$#Z FE: ABC polimerization!!
g
+— - E&8 K DAB+nickel reaction
2 g
-+~ BF ¢ 0.4% gelatin + alcohol
TN~ Bk - BZRR
AHER -
(D¥EfERA ¢
1. G
2.5 F 24
3. HERE (2% 3) .
(2)1&78 :

LETRR R B -3 0 Sl B AR B
- RRAERR20ERRT A aREsEE -
— ~ YA 2.spinal cord FREWE T » DUTH 6 4 /N »

FEY50.5-1cm ©
3B LR IRBHEIEE - B A
B FERRER R - S/ NEE e
BISIIRYIF & » #9930 5814 -
T8lh -
4. BREFEEIum -

(DAL
1.PBS 100ml
2. [FERE (5%5)
= ZHIt EH40 ml
(T R 2 A ST
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3. fE /W

(2)iHFE ¢
1 SR SR B A R FERE N Ve R
droppert ATEREZRA

2758k 3 RER 5 74 » K& Adropperif Y
PBS + B - AHEEEA -

=« BifIAE0.5% H:0:

(H¥EfiFHE ¢
1.5Y 30% H:0: 660 pl
2.0 40 ml 22 distill water
3.EHE 0.5% 2 H:0: 40 ml
()i -
shaking 204768

Y~ PR

(AFHE=)

A ~ HiFHETFE Blocking
(10%GSA+0.3%Triton-X)

()#EFHHEA ¢
1.100% GSA
2.10% Triton-X (stock solution)
3.PBS
QBRI -
1.10% 2 GSA Z 8L A
100% - X =10% - 40ml
X=4ml
2.100% 2 Triton X F#fER510% «Z Triton X
(E¥100% Triton X 1ml jJ[ A 9ml distill water)
3.0.3% Triton XAJECRIF1k ¢
10% - X=0.3% - 40ml
X=12ml
4.PBS=40-1.2-4=34.8 (ml)
* fiam -
100% GSA=4ml -
10% Triton X=1.2 ml
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PBS=34.8 ml

(3£ 40ml)
Gy&E #E:

shaking 204§

N~ FIRRBUBEIR E -
(1:750 rabbit anti-c-fos +

3%GSA+0.3%Triton-X)

(D¥EHRA -
1.rabbit anti-c-fos(1:750, ab2, Oncogene)
2.3% GSA
3.0.3% Triton-X
(FCEL;
1.c-fos(1:3000):
X:30(ml)=1:750
X=40ul |
1.100% GSA =12 ml
2.c-fosE= 40 ul
3.10 % Triton X=1.2 ml
4PBS =27.6 ml
5 FEVERES 30ml
()7 :
JBUIE 28 T shaking 24//\i

£ Y :

(ABR—)

I\~ KRG URE I FE -
(1:200 goat anti-rabbit

IgG)

DZEfERA ¢
1.goat anti-rabbit IgG (1:200, Vectastain)
2.1% GSA : '
3.PBS

(2)FCR T -

1.anti-rabbit IgG(1:200): Ff &
X:30=1:200
X=0.15 ml

1 drop= 50ul
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F37

k Kham:

1.goat anti-rabbit IgG F3F
2.100% GSA=0.3 ml
3.PBS=30ml

3)itaFe -

£ {8 shaking 1 /| \KF

L~ TR (AR =)
(D¥EfHER
1.elite ABC complex(1:50, Vectastain)
2.PBS
QBB
—+ - REERFE 1.A reagent=12 7%
ABC polimerization : 2.B reagent=12 i
(1:100 ABC complex) 3.PBS=30 ml
(3)iEH -
1EX 8 Fshaking 1 7|\EF
+— B (AP EE—)
(DERHE
1.0.05% DAB
+= - EaRE 2.0.01% H.0:
DAB+Nickel reaction : 3 Nickel= 3-6 mg/ml

(}¥#=50 mg/ml > 1250mg¥EF+25mlZ Tris)
4. Tris buffer
(2)ECET % °
1. DAB Y 40 mg
*2.30% H0: Hl14 pl
BB IA)
3.Nickel stock #& 4.8 ml
4.Tris Y 35 ml

(3):57E -
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& shaking 154748

N

+= - P (AR —)
+ - RF (D¥EMRAR
0.4%gelatin + alcohol 1.slides
' 2.0.4%gelatin + alcohol
3EHE
QEBAE :

1.gelatin: 0.8 gmZ gelatinfj] A 112c.c. 227K
2. R ANA95%IERF100m] » B8 E200ml

TN~ B - B2 (DEHHEA :
LAHRR A BB RS — R BIIH]
2. #&ffalcohol 50% ~ 75% ~ 95% ~ 100%
xylene I » xylene II
3.mounting medium
4.3 (303%40)
53—
B &
1. 50% JFifs 3 4384
75% JEfE 3 48
95% 1EiKE 3 Srs&
100% J5fH 6 4345
xylene I 6 738
2.7% Amounting mediumfRERIE - -
3. ixylene REZIFBEA BN - T EHRE
FENER L

(F)ZURES3Hr(data analysis)
ETRE EEfFZ dark ﬁeld%%T%ﬁﬁ§%§WH IRBHABERIKEZ
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ELB  RETAZIG © LS R R RRE AR -
HAPL3A AT - LAF SRR H(RE ) - RIRFLIRRL
VIR TERMER IR G L BT - BRI TRERE -

(B |
Determination of Dermatome

L3 L4

Molander C, Neuroscience 50:223-36, 1992

B4 RET 7E10x10x1.25f% 2 dark field T - BESRECEAE - F£Camua
lucida F i8S f 2 SRR EILE » EL P AT DlBASEMIH Reticular partiZ
AT o B EE R T BAMIE— TR - FEAIR] tideep layer
385 o Superficial layerA1Nuclous propius(NP)RIFER HEE
FANP tH BB R IS SRR 4 — TS+ SH151/3 NP#I

15238 LEBICRE 1)
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Fig.15 KHEFESAIIEE

peuiritng

Dorsal Latera
Funuculus

g 1£ 10x10x1.254% 7 bright field F » ZE XL EZFTWE 1358 » T
Camera lucida » ¥R S —BEHFOS-labeled & §RHEAL - Yufty
ZIRRLARES B WIE FRR - ALMBR BURE R A/NEAFOS-labeled
MMt E - SR -

- FHE Fl—REE » #EHEA  BINFOSHER S v =K HMEFH
E - STEEEHLIELS » A EES -
ZAKil

Results
(A) B B

SRIENBREEER  BRALAEEI RSB IS
% o AE B MHEF57£0.03-0.05 mAT] H{E anterial tibialis muscle}iBjE 2 -
EHBEREE0. ImARKF - #IH A ankle flexionSh{E - BHEMER B EHIK
SREEFN0. 3mA(AHIEES & MRIRME) » ERHERY6-1015 » ST — /N -
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BEARLL0. ImA-0.2mA-0.3mARZ /T3 » IR0 EIKFERL - HPREER
BRI EEETY TR AR B R R B 5 M (suprathreshold)
2 HEE > FERLE RIS A - BIA0 : C ZURIAE - ASRRAE -

@R

| EEISEAY SURRE - 2O SHEAHE A REEREKISE - 51
R - SR SAEARNA IO R (IS R0 « 23 ~ 2.8 1 F) « HMAEING
10~ SHEEIEEBEAE o I BRS04 - R ImEIATUR
BTETHR - BEZRETSR  SELHEE  KFEAL KBS
TS AR - BENEEREARI - EAS—KIEERBERY
R f (Hotplate latency, HPL) » A F1 B HIR T B R BB R E (5B <0
B - 1850) - TGRS o RREET - ERNRE  BEREL ISR
WSREAE B E » S EBERER T BE - 278 - REFEEER
BETEARE - ERAE EEANEE - B ERSR GRS
A - FESTEEBVR L - DABARRIA B Bl (acu GBS RIMAT BRI FEH
(HPL)FTE & TF 246 (control GRS » 38R SR SRR S REAE7)
BRI R P B R R A S B (S B - (BR/EASR30/ B BT 14 » HPL
iR (EE) - EREERRHES SRS F R R AR LR
2, GRS R SUR L (sensitization) B S - PAERMERHERIFRE - 8
RN - AR RBE hyperalgesia) 3
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Fig. 16 N ENRERIEVEEHPL Y S/

50

438 Eﬁ%ﬂ%ﬂ | %@Hﬂ

40 |-

30 |-

HPL(sec)

20 -

10 |-

0

R B

Fig. 17 ESHERNE R4~ HPL

16
y 14.7 CRIBGT
L E e S R
12 |-
’a 10 |-
[1]
7
T 6}
o
2 .
0

IR Hiti

(CYSFHIBENEEE FH 2 B

RS LRI SV B RIR - T E RS
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(— )fentanyl (132 28 S 7()—fentanyl 50 ug/kg ZRIRT2047 88 R AR R 5
Z °

(= )naloxone#f (1% 25 #IHF) —naloxone 0.1 mgﬁ""ﬂ'{ﬁﬂﬁuwﬁ}féﬁaﬁﬁ@&
i e

(=)fentanyl+naloxone—(1)+(2)

(lE)Acu+nalox0ne—Acuf%ﬂ’%ﬁﬁﬂi%iZfﬁf‘&i’@ﬁz‘)\?ﬁ&*}iﬂ&ﬂﬁ » ALFNE
Bfnaloxone[Z1(Z)] °

4 Ffentanyl 50 pg/kgiIRET] AERHPL » E 28 Bcut-off latency » B
fentany ! B AR I AR L FEBIRE R & 38 © BEAIAS T naloxone 0.1 mg @i E
HPL - {552 E 826 RUAEH o 7Efentanyl ¥ 5144 F5#& T naloxone » HPLEAZAK
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{7 FEAT 5 (in-situ hybridization) 2K i 3¢ c-fos messenger RNA (mRNA)EE R © 73T
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B IEH A B8 ¥ 4 # B BK #1 B (monocyte) ZE 4 interleukin-18(IL-18) I
tumor necrosis factor alpha(TNFe) I &I E 17

BAEADIER A S MK < EERH I (1 X 105/ml) F lipopolysacha rid
(LPS 0.02mg/ml) Rz » 7> BUBEE 12 ~ 24 ~ 36 ~ 48 /RS » BEEEH A IL-
1 BFITINF a EED » BB HNER B UMK BEENIL- 18K
INF a & % - % DL R BT ] BE 0 A LPS(0.02 mg/ml) FI 7R 7 # g & th sk
FB(1 wg/ml, 10 1.g/ml, 100 & g/ml, 1000 1 g/ml) £ F1EE > THERH
REZ=ELBHIL-1BMINF a WELEERAEENNE R L=
BABIAERE 1000 «g/ml A REGINEER -

REEAZHBRBABMER A > MREERMM » 2 LPS0.02mg/ml)
B RS BIMAZERR S 1000 £ g/ml) B8 24 /B » BEEES
IL-1 BFITINF a BIEES) » FER B I IL-1 B INF o WE £ SR HEEH N
il o

HPIL-1 BAITINF a BB MHAS AN BAEN HRHABRTIE
W=BAFBEENEREE  HEMKZESBSLERSANEZER
T B 365 SR T S R PR B YR AR B A R IR H Mg sEE o
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Research and Development of Chinese Herbs for
Treatment of Rheumatoid Arthritis

Hong-Wen Liu
Kaoshiung Medical College

For screening the effective traditional Chinese Herbs for treatment of
rheumatoid arthritis, three herbs: Tuhwo-jih-sheng-tang (3| EF LG
Dang-quei-nian-tong-tang ( % % # M %) and Gui-zhi-shao-yao-zhi-mhu-
tang (#:# % ¥ %0 & 5 ) were chosen in this study to investigate their
interleukin-I B (IL-1 8 ) and tumor necrosis factor- a (TNF- a ) inhibitory

effect to peripheral monocytes of normal persons.

We stimulated normal peripheral blood monocytes (1 x 106 /ml) with
lipopolysaccharide (LPS, 0.02 mg/dl) and then cultured for 12, 24, 36 and
48 hours, respectively to observe their IL-1 B and TNF- a production. We

found that the culture time for optimal production was 24 hours.

When LPS (0.02 mg/ml) and various concentration of herbs (1 ¢ g/ml,
10 ¢ g/ml, 100 g g/ml, 1000 u g/ml) were co-cultured with monocytes,
different inhibitory effect were found in response to different
concentration of herbs, the optimal inhibitory effect was found in response
to a concentration of 1000 u g/ml.“

Then we stimulated peripheral blood monocytes from five normal
person with LPS (0.02 mg/ml) and co-culture with 1000 g g/ml of three
herbs for 24 hours, we found that IL-1 8 and TNF- a production were

significantly inhibited.
Because IL-1 8 and TNF- a have been reported to play an important

role in synovial inflammation. We demonstrated the anti-inflammatory
offect with three traditional herbs through their IL-1 B and TNF- «a
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inhibitory effect. Consequently, we provided the theoretic basis of these
three herbs for treatment of rheumatoid arthritis and provided clinically
another choice in the treatment of rheumatoid arthritis.

——r

A4

ou)

B, & tE M & X (rheumatoid arthritis: _RA) A - EE2EEH
FHAHALARREAR HAAMOLERABRIR TS/ -
HZESHLBARYERAMRTIAARE . BT EF BE
HUuBRMBEAGERERETR  TRIRF LN EAXNLGEXKR
THRELHLERH  BLFLALCHBH LR L EAMERY
CAFRRUHINFLAEGREH LA A AR N BRER D ULABAEF
BEILR o

AMRAKEARABYZIWFALMRS » AT RS HE i
Cytokines £ I R RAEZLE B X AR RHGETEZNYT » L P&y
interleukin-1 (IL-1) #2tumor necrotsis factor o (TNF-o) & # 7% £ &
(-%ﬁﬁ‘ o AT A LA ZFcyokine BIER  FRH TEHFERE
D THEFER ) L (RAVASSE | FILEYENRAM
Fli% 2 % B 3 4= A& (monocyte) & 2 IL-1PB %= TNFo & 77 #7 ¥ 41 15 A

Q

Fo = B g 3
— . &3 & (monocyte) X%
REFAZHE AN SEDTAR I I RS+ o
VET B &R AN — 5 #6% (w/v) Dextran 500 in 0.9%
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(w/v) NaCl ©
¢gg¢ﬁﬁm+?ﬁ’&ﬁﬁﬁ%ﬁo

 LBR5~6 ml 4 & 3 f2 f N4 A 3 ml Nycoprep 1.068 &7
BEP (mFRELRE)

#s o 600g 15 80

LA R B B f % fa Nycoprep @ X # A LF3~4mm E & F |
Z o

Lot BT 8y & 3 Ao 2 30 8 Nycoprep (122 7% & 35 70 B 2% JK 3
B4 s B) o

4 7244-0.13% (w/v) EDTA #21% BSA #70.9% NaCl ¥ Z6~7 ml

o
La#.s o 600g T Ao
L B 240.13% (wiv) EDTA %o 1% BSA #10.9% NaCl % # ©
#s o 600g + 78O

BRIl PHMATHEER @AKo
AXBY PR@BARESHEND 0 LA EF>I5% (rypon

blue exclusion test) ©

= A PRl A & L-1p Ao TNFo ¥ 4 e A
A T. IL-1p % TNFo & % # 8 77 % & & (Kinetic Study)

B LR 5 ML 8 R R e A UARPMI 1640 X & 3 & &
(RPMI 1640 + 10% FBS + 100 uw/ml penicillin + 10 pg/ml
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streptomycin) & B £ 1x105 cell/ml #¢ N LPS % final
cocentrations 0.02 mg/m| & # B4 o 3 SR B fm A (1x100
cell/ml) 72 N LPS (0.02mg/ml) fo &% F Bl 8 & & & % 7 #
(lug, 10ug, 100ug, 1000ug) & F R4 o FR M fo H B 4 & 18
T B # #39 fE duplicate © £37 'C » 5% CO, T 3% 4 12, 24, 36,
48 I A4 CTHG2000 pm 4 0 R EF RS R A

ependorf tube ¥+ ABHEA 70 C o K& ME L 1B 4o TNFa 2
¥ o
I, &% :

(1) BRaaALPS Pl 35 A% » A% 2 I B A TEL R
X E#IL-1B 42 TNFo o |

2) ZHAFARENFTETH  HRAIL-IPH AL AT LA
REGHHER » L F ALK 1000 pg/ml -8 » # 4]
KRR o |

Q) ZRBRABAREGFTREFTH » HATNFoh AL B F 1R
REGH AR » LAR A 1000 pg/ml 3K R & 42 o

. I . & L3t & Kinetic Study & AE B P A F # & Z 1000
ugml o E AL A2 DHESATRY EET AT MM
RAIFHBR tm o AL IL-1p foTNFo bt 7 & TR M4 o

I, AFRAIBEELBEFTABREA G LK  RETAZHF
EoMEBER Mmoo RER A& (1x100 cell/ml) » 9 A
LPS (0.02 mg/ml) %o #y i Z 4 71 F F & % %/ (1000 pg/ml)
BERE FIT AP RERHBM o 3424 ) 8 (37
T 1 5% COy) » #4 CT# 2000 rpm 5 5% » 5 % #
ependorf tube F 1+ BRABER-T0 C » R4 0 E # B
fo FRUIL-1B 2 TNFa 4 & o | |
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AT AFHHALEART Rk L IL-1p fo TNFa iy
ﬁ%ﬁi@ﬁﬂflﬁﬁéﬁw%’l{’ﬁﬁ] °

=, IL-1p th iRl &

JA 8% 8 Research and Diagnotic System X Kit A EIA 7 &Rl #
Kit 9 S A& T A% & £03pg/ml o £F &A= T ¢

I . #31L-1B 250 pg/ml AR R =& & & mEXRA
62.5. 31.3, 15.6, 7.8, 3.9 pg/ml ©

B Standard %o fm A 3 A R 40 A & coating A murine  Anti-
IL-1p monoclonal antibody Z microtiter plate ¥ » & 1@
well 72200 pl

JERBE Do
J ¥Awash buffer & =K °

A 200 ul Anti-IL-1P polyclonzil antibody (conjugated to

horseradish peroxidase) ©°
JEB— Do
J vAwash buffer # =K ©
J # 18 well #2200 pl L substrate solution ©
JERBEHTH O
J. & 18 well #25ml stop solution ©°

L # % 3% 2 ¥Aspectrophotometer # OD1L ©
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M, TNFoa<ZX &=

# 1 Research and Diaghostic System » & 1& T 18 & & &

&£ 4.8 pg/ml o ,%Z")‘%.&n'F‘ :

I . & TNFa standard # 4% & K 1000 pg/ml, 500pg/ml,

250pg/ml, 125pg/ml, 62.5pg/ml, 31.3pg/ml, 15.7pg/ml

o

B standard fo fm R B R R e AT coating A Anti-TNFa,
monoclonal antilody X microtiter plate ¥ » # {8 well #v -
A200ul o

L incubation » 37 C  2:-8F o
L "Awash buffer # Zk o

479 200ul, Anti-TNFa polyclonal antilody (conjugated to

horseradish peroxidase) o
{incubation » 37 C 2o
N VA wash buffer 3t =K o |
4 #2200pu! substrate solution ©
VEBBFEGH o
J,&-f@ well 7250ul stoﬁ solution ©

L # % %% M VA spectrophotometer & OD 1A o

& %

ATBRRETAIAS LRI B E E K la e+ 52 LS
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0.02mg/ml #ik » TR EI3% %24 1 ¥ 8 £ % [L-1p 4 TNFa 67 &
y AT A REZEATEFTRSAS ) TRHI LT HHIL- 1B 5

TNFa i EL A RRARAEHWHER > LLE ZHREFMEEAEL1000
g/ml B AR RHE o

\évﬂl‘ﬂ‘] i-

ATRABROZAATETR EHLRD  BWEFTEF
foBR LA AR BENRARLBERABE ATRGERT
bo v gb S FE 7 B ¥ T #¢ 41 IL-1p 4o TNFo &y & & » # [L-1p = TNFo
EENAEZREANK o

1988 % Buchan ¥ # % & M 8 £ & £ A R T # rheumatoid
synovial tissue AR TN ERERKFHIL-Ta 42 [L-1p © EAFIL-18
ﬁmﬁﬁ-&ﬂiﬂ./ﬂ%ﬁ‘?/%ﬁﬁiﬂ'?éﬁ mAIL-1 9 EE FHRA K
AMBETfXA ALmERM X ERREEE S M o 1088 F
Buchan % # 1989 # Firestein ¥ & & #, rheumatoid synovial
membrane £ T A&l & FH & K 8 IL-lo 42 [L-1B messenger RNA
(mRNA) © 1988 -+ Estgate %‘i’"‘iﬂRA /AT F X IL- 15 R HE
RA W ES R & B 75 898 A & 0 M ik o Shore 4701986 F & R ¥ & ¥
B RA B AL 247 ¥ #monocytes AREPT @ K7 RIL-1 © 1985
5 Dayer ¥ ¥ # %4 TNF-a /& & & P & #J & Synovial fibroblasts Fo
chondrocytes #& 4 protaglandin E, (PGE,) #@ Collagenase > d7 A B 1%
W B K Mk 4o 7] AL fibroblast ¥ % .o 1988 F Yocum ¥ & R &
rheumatoid synovial fluids #i 3L TNF-o fa B 7T f& & 7 % 4 & Ar ®
# #y o 1988 4E Hopkins o Neager A & 1988 # Saxne ¥ & & & i
50% vA L # rheumatoid synovial fluids % & & TNF-a » @1 B #
Seropositive #o active disease A Ml ° 1988  Husby # William £ &
rheumatoid synovial tissue #71& A L& R A TNF-a %k & ©



WIAL T4 IL- 1B A TNF-o £ AL M AN Y E BB L2 — o
ERXEHERAM ALY B &% L F — 8 & H & nonsteroid  anti-
inflammatory agents (NSAIDs) » & & — # # 4] prostaglandins & %
B REBRAGMERRERA  BA IR LA o —
# 7% B RA B9 F = 81 & B & A 3 Ly disease-modifying drugs #e gold
salt, D-penicillamine, Methotrexate ¥ » AKX Rx —M A F &K &k & & &
MR B o B # H X B R 455 NSAIDs & #  A oF  5K 48 % A
RE > A—RREATFERAGMESELIGEALKX o HILRA &
A—BBREOFRXPRBAEAGERE  THRBRILES T BALT S8 —
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Research and Development of Chinese Herbs for
Treatment of Rheumatoid Arthritis

Hong-Wen Liu, Jeng-Hsien Yen, Jong-Rern Chen,
Yen-Juun Tsai

Department of Internal Medicine
Kaohsiung Medical College

For screening the effective traditional Chinese Herts for treatment
of rheumatoid arthritis, three herbs: Tuhwo-jih-sheng-tang (% if & 4 &)
Dang-quei-nian-tong-tang (& %5 & % % ) and Gui-zhi-shao-yao-zhi-mhu-tang
(HE S QAL ) vere chesen in this study to investigate their
interleukin-IB (IL-18 ) and tumor necrosis factor-a (TNF-a ) inhibitory
effect to peripheral monocytes of normal persons.

We stimulated normal peripheral blood monocytes (1 x 10° /ml) with
lipopolysaccharide (LPS, 0.02 mg/dl) and then cultured for 12, 24, 36 and
- 48 hours, respectively to observe their IL-18 and TNF-a production. We
found that the culture time for optimal production was 2¢ hours.

When LPS (0.02 mg/ml) and various concentration of herbs (1 u g/ml,
10 u g/ml, 100 » g/ml, 1000 u g/wl) were co-cultured with monocytes,
different inhibitory effect were found in response to different
concentration of herbs, the optimal inhibitory effect was found in
response tc a concentration of 1000 u g/ml.

Then we stimulated peripheral blood monocytes from five normal
persons with LPS (0.02 mg/ml) and co-cultured with 1000 p g/ml of three
herbs for 24 hours, we found that IL-18 and TNF-a production were

significantly inhibited.

Because IL-18 and TNF-a have been reported to play an important
role in synovial inflammation. We demonstrated the anti-inflammatory
effect with three traditional herbs through their IL-18 and TNF-q
inhibitory effect. Consequently, we provided the thesretic basis of
these three herbs for treatment of rheumatoid arthritis and provided
clinically another choice in the treatment of rheumatoid arthritis.
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Study of Hematology and Biochemistry in Patients with
Yin Deficiency Syndrome

Chu-Hung Chung, Shung-Te Kao,
Mou-Lin Sung, Wei-Teh Ho

China Medical College

The hematology and biochemistry of 140 patients with Yin Deficiency
Syndrome were analyzed. Our results showed that the liver function Tests

of patients with Yin Deficiency Syndrome were mostly normal. As renal -

function tests concerned, BUN and creatinine values of Patients with Yin

Deficiency Syndrome were mostly normal, while those of uric acid values,
44 out of 140 (31.43% ) Patients were higher than normal values, and

among them 26 were male. 41 out of 140 (29.28% ) patients with Yin

deficiency Syndrome showed abnormally high total protein values, while

albumin values were mostly normal. 25.72% (36 persons) and 23.57% (33

persons) of patients with Yin Deficiency Syndrome were showed abnormal

high total cholesterol values and triglyceride values respectively. 27 out of ‘
140 (19.28%) of patients with Yin Deficiency Syndrome showed abnormal

festing glucose levels and mostly were hypoglycemic. 32.86% (46 persons)
of patients‘ with Yin Deficiency Syndrome showed low serum calcium

Jevels. while those of serum inorganic phosphorus levels were mostly

normal. 31.43% (44 Persons) of Patients with Yin Deficiency Syndrome
showed abnormal iron metabolism by measurements of serum iron and
total iron binding capacity (TIBC) levels.
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Total Patient Number & 140 A

— 191 —



17,

‘pution Curve)

EEREE ot ME (Distri

Total Protein (g/dl)

Description

1 Man (Normal}

g8 Women (Low)

3 Man H&gh)

L4071 (B7A) 4128 (1TA)

2+ 308 (420) 51 1,435 (2A)

J LU (TA) 6 3T BA)
Total Patient Humber ¢ 140 A
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1.

B2 5 BB 4> EE > #5 B (Distribution Curve)

Albumin (g/d)

Description

1+ Man {(Normal)

6 Women (Low)

5 Man (Low)

& Woman {High)
3 Man (High)

2 Woman {Normal)

O EBA) s 0048 )
2138078 (540) 5 3578 (5A0)
14 50 51 (A

Total Patient fumher 40 A
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19,
EEREESLo#E (Distribution Curve.

Triglyceride (mg/dl)

Description

1 Man (NormaAl)

Man {Low)

2 Woman (Normal)

1+ 35,715 (30A) L gs (TA)

2 4.1 (BTA) 51 108 (L4A)

3187 (12A) 6+ 0% (ON)
Total Patient fumber ¢ 140 A

=7 4 Woman (High)
3 Man (High)

-~ 194 —



& 20.

2B H 2 th o 5 5] (Distribution Curve)

Cholesterol (mg/dl)

Description

1 Man (Normal)

2  Woman (Normal)

L+ 0% (560) 31420 (0A)
2+ 34208 (48A) £ 11,438 (16M)
Total Patient Number @ 140 A
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& 1.

BERBESLSHE (Distribution Curve)

Glucose (mg/dl)

Description

1 Man {Normal)

8 Women (Low)

7 5 Man (Low)

2 Woman {Normal) - S
4 Woman {High)

"3 Man (High)

45,715 (B4A) L0148 GA)

2030 (40A) 5 T.14E (T0A)

3o 143 (20 b 8.57‘% (12A)
~ Total Patient Humber & 140 A
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g 2. |
EEREA DS ME (Distribution Curve)

|
Uric Acid (mg/I)

Description

1 Man {Normal)

Women (Low)

2 Woman {Normal) 5 Man (Low)

Woman (High)

L+ 35k (494) £ 11,438 (16)0)

23351 (M) 5 0,718 (IN)

3 18,574 (264) 6 0.TAIA)
Total Patient Number ¢ 140 A
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A

ek EE ot o HiE (Dié‘tr‘ibution Curve).

BUN (mg/dl)

Descrip'tion

1 Man (Normal)

5 Women {Low)
$~5 Man (Low)
4 Woman {t

/3 Man (High)

2 ‘Woman {Normal)

I+ 49.20% (9A) b 143 (2A)

2+ 4014k (590 5 1434 QA

J 3575 (50) b 2.4 (3A)
Total Patient Number ¢ 140 A
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g 2.
BEREEDLEDWE (Distribution Curve)

Creatinine (mg/dl)

Description

1 Man {Normal)

6 Women (Low)

_ \ Man (Low)
4 Woman (High)

i 3 Man (High)
2 Woman (Normal)

092,868 (T40) 014 (B

2+ 36.43% (51A) o 0 T1E (TA)

30718 (TA) 6 T.14 (10A)
Total Patient Number & 140 A
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25,
REREBEESLSHE (Distribution Curve)

Serum Ca (mg/1)

Description

Man (Normal)

2 Woman (Normal)
§- Women (Low)

5 Man (Highl—

5 Man {Low)
4 Woman (High)

[+ 41,435 (580 §o 4,295 (6A)
L+ 210 (36A) 5+ 10.71% (150)

300,148 (3N) § ¢ 15,71 (220)
Total Patient Number & 140 A
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E 2.

BERBE S #E (Distribution Curve)

Serum Pi (mg/I)

Description

1 Man (Normai)

f S

2 Woman (Normat)

L5143 (A 41 T8 (10A)

233 BIA) 5 0k (0A)

3¢ 0068 UA) 62,14 (3A)
Total Patient Humber @ 140 A
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2.

|

peEREBE o #E (Distribution Curve)

Serum lIron ( ug.% )
Description

1 Man {Normal)

\\\\
2 Woman (Mrma)%&&\\\\ ":: 56 MV\;:”(‘EZW(/‘)—OW)
<P

3 Man (High

Woman (High)

Lt 41,435 (550 d 14200 (20M)

2+ 20,145 (380 5 2.86% (4A)

3+ 108 (14A) 6+ 4,29 (6A)
Total Patient Humber @ 140 A
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28.

BEEREEStESHE (Distribution Curve)

TIBC ( ug.% )

Description

1 Man {Normal)

2 Woman {Normal) 6 W Low)
omen (Low

5 &5 Man (Low) -
4 Woman (High)

3 Man{High)

L343 (BIA) sy ()

D3I (BA) 5 518 (8A)

SO WIA) b T (1)
Total Patient Number : 140 A
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BERADBERAFEALESZH (M 80210

RER i )
< M—2SD W£2SD | > M+2sD | & it
H B (B B)|OF B B)| (A B &) BB B
3 0 69 7 76
AST 140
9 0 61 3 