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Studies of the effects of garlic oil and its sulful-containing
composition on endotoxin-induced intestinal bacteria

translocation and the related mechanisms
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g K(SIRS)P g @ sk A 2 < B4 d Ao @ F AR B S
PSR A g o o oE de ﬁﬁ:}if]}%,& G L e R R F2 - o M
Fhe 2P0 Liwrejed 2.8 & 287 7+ 224 Wistar + &2 i“é‘ﬂ]i $ 9 (CO »
2ml/kg BW) & % 544 (GO 50 2 200mg/kg BW) 2 H 4 # 3 544 (0.5
mmol / kg BW DAS ~ DADS & DATS) i# & & k{5 » o L9223 5+ Smg/kg * 5 ¥
(LPS) ## t st > PREZEFIHRE - FF 1 2 & 3h# 2 #%L >
] T TNF-o, IL-1B, IL-6 jk &, © % 18h fs R4 45 % B Sv o shides o ¢
i ©oageh ik o RIE PMA fljcim e oAz d pod a4 2 AT qpdco
¥ooby 22 F;—i‘g’..‘s_a,?%wg POMIREEE XA o b, TRELBRISE L e A B
o ig Lo pi T ot &% L we(BEQ) a5 B8 &%
BT 0 AJES X 3T o LPS flgcledp ot rdliez o ¢ wmie g d kA B0 43
B v%’ Pk pd AR A T E A4 AR #ﬁﬁp }?f‘;iﬁv%’ v IREE S
AR R F S (p<0.05) o F AEAE g e g @ IEC w i S
T i (p<0.05) - % LPS fci% i2 T > DAS ¥ & ¥ r] IL-1Bk &, i £_200 mg/kg
GO 2 DATS B ¥ # % = fdwre % k& (p<0.05) - 50mg/kg GO % ¥ "% i< 5 *
‘Z‘% Psige s pd AP B ‘Z‘% POMIR R 2 % iE o2 apoptosis
(p<0.05) - @ A g% AL W) R 5 % o485 - DAS 2 DADS 7 ¥
BE sk A T2 B KAk DATS A d ik ¥ LY s e Y
Pokdios T804 A2F pod A ARl iy ki 2 Sy
fm*e apoptosis (p<0.05) o ¥ FH8 ¢ F H 73 B [EC g L imwe ik 50T
0 DATS iz & Mehg 4o o d AT RS T S0 & LPS 34 kg ¥
FORPE oo P R R DRA S SRR vE Y MR fod AR 4 2 AR
R it SRR EE Y R R AR Y o B AR GO T A R e Y
thafdes H4g5 pd A A REE NeRg TR > XA o DATS R ¢ #
foa ¥R LR RAR SR MR kg pd Affar 4 2 AR
Mo @ % ESEAE G A
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Abstract

It is known that in SIRS, increased free radical from neutrophils regulated by
proinflammatory cytokines raises the risk of opportunistic infection that deteriorates
the clinical condition in such patients. The present study was carried out with male
Wistar rats. All animals were were gavaged 50 or 200 mg/kg body wt garlic oil, or
0.5mmol/kg body weight OSCs of GO (DAS, DADS, or DATS), control animals were
gavaged vehicle (corn oil, 2 mL/kg body wt) alone every other day for 2 weeks
fallowed by the induction of SIRS by the injection of LPS (5mg/kg; i.p.). Food was
removed at the time when the injection carried out until animals been killed.The
control rat was injected with the same volume of vehicle. Blood was withdrawn from
a lateral tail vein at 2 or 3 hours after the injection for the determination of TNF-a.,
IL-1pB, IL-6. All animals were killed at 18h after the injection and determined for the
total white count and neutrophil count in peripheral blood. Nutrophils were isolated
and determined for PMA-stimulated production of superoxide free radical and
transmigration. Histological investigation was carried out with small intestine for
neutrophil perfiltration and intestinal damage. The effects of these garlic compounds
on the viability of IEC from rats in the absence or presence of inflammatory cytokines
were also investigated in vitro. We found that LPS injection significantly elevated the
concentration of inflammatory cytokines, total white count, neutrophil count, the
capability of free radical production and transmigration in PMA-stimulated neutrophil,
neutrophil perfiltration and apoptosis in intestine (P<0.05). In addition, the presence
of proinflammatory cytokines decreases the viability of IEC in vitro (P<0.05). DAS
significantly suppressed LPS-induced increase of IL-1p level, however, 200 mg/kg
GO and DATS significantly elevated the levels of all three cytokines in blood
(P<0.05). GO fed at the dose of 50mg/kg significantly lowered neutrophil count and
the capability of free radical production and transmigration of neutrophil, and
significantly ameliorated neutrophil perfiltration and apoptosis in the intestine
(P<0.05). Although DAS and DADS did not show any effect on the function of
neutrophil and on intestine, DATS significantly elevated total white count and
neutrophil count in blood and improved the capability of free radical production and
transmigration of neutrophil, and significantly deteriorated neutrophil perfiltration and
apoptosis in the intestine (P<0.05). In vitro study also found that the sensitivity of IEC
to the cytotoxicity of DATS was increased in the presence of proinflammatory
cytokines. In conclusion, LPS-injection elevated the concentration of serum
proinflammatory cytokines, total white count and neutrophil count in blood and the
capability of free radical production and transmigration of neutrophil in association
with neutrophil perfiltration and apoptosis in intestinal mucosa. GO fed at the dose of
50mg/kg GO ameliorated LPS-induced neutrophil perfiltration and apoptosis in
intestinal mucosa in associated with lowered neutrophil count and the capability of
free radical production of neutrophil, however, DATS deteriorated LPS-induced
neutrophil perfiltration and apoptosis in intestinal mucosa in association with elevated
serum concentration of inflammatory cytokines, neutrophil count and the capability of
free radical production and transmigration of neutrophil.
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B RE ¥ EF Rk y o § SRR TR R R o e
ERFRBHEIF BBHEIFFE o pra R 5 2eik? v Lz p
PRI Hl R 3 B 1 98 F ~ 2 50 (Dal Nogare, 1991) - &
%%A\»ﬁﬁﬂmm@€%“710%¥%4€%ﬁ@$ AL AR/
REN A F L REAFEIREERRLE FEERY ?:»‘:?Jﬁj_ = oend &
RFle L G TET ARAL ] AR SRR T 1 & M
(McCord, 1985; Bulkley, 1987; Chamulitrat et al., 1996) o ¥ B 0§
CPRAH G ERSHG o SEESIMP SR FH L PR L2 LR
#l12. - (Deitch et al., 1989) o F] 5 4k §5lAc e g LB EFH T p &
B e S AEFEH A FRAELPREAMGEB(RIDPF L i § € HF 851
A5k (Moss et al., 1996; Sun et al., 1998) o @ ZiE 2 “’ ¢k P A
R T RE pd Aend 8 X/ (Majno and Joris, 1996) O INE R o
%ﬁip\ AT, ER{EFDFUAEDBEFTE TR PG T odiTE K

SE R LA 2 AR L A & A4 2044 apoptosis ¥k
(Moss et al., 1996; Sun et al., 1998; Ramachandran et al., 2000; Suzukin
et al., 1998) -

R R N g 1) S e UL X R B e B A
7 antiseptic effect ® WZERT imh t % it 25 4 (Chen et al.,
1999; Arora and Kaur, 1999) c #3F 1395 5 & 3 fublcd F ~ 23 * ~ L&
AT R BEFARI LI TIPS E RS E S 5 2% R ARET AP
F25- ~CEPF O APEHEFSIER2Z2Z2 2 FHE G0 2 HF A TS
@mxwiéﬁiﬁﬁééﬂﬁlﬂiﬁ%*«Q%ﬁmﬁﬁiw%wﬁgﬁﬁ
ol IMIES < Soff i @ HDADS 2 DATS gt dedm fi0at ¢ 2 Lz dgd H4n
F 1“2 INOS Fr#]i®* :x L % 3 mmx;ﬁ&@ﬂi mER A g E IR G 2
Wi FEAS 0 2z DATS BV ARNH T aniv* e (FE 4, 2002; % &,
2002) o d AR FATERF P U F PG - T LER APHs 60 2 2
0SCs %>+ LPS 3£ 4 BT 2 #5522 + A tw¥e X 317 ¢ Laf L 84 M6 22 B el
T ]“}ﬁﬁuu B o Flm B2 FX DATS #r4] iNOS 2 7% l“* v e F BT {4 o 87 A
VEFZARZP GRS NP R RRT FF Y 3k i LPS S 0 BT ¢ s
miéijﬁﬁﬁﬁﬁﬁﬁﬁmﬁT?ﬂﬁﬁmﬁmﬁﬁ°ﬁﬁ’ﬁ*w%%%
TEARIT T’L’sﬁ‘ L imeegrd 2 (v o A E AR EIPSHFET X 57
AR Y A N Peie R PR 2 L el g T T
LTt MA gg,fgi« B 55wz 2 41 o
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Ej* GO 2 # OSCs #f++ & suids X & &34 % 2 neutrophil /=B & 4% i;
2P Ltk s RFT Y RIS X G 4§08 U cytokines Tz <
5 P Ltk [EC-18 i F 2 B ARFT R F o5 BE AN 2 4
7O A A (D3 W cytokines 2 & 2 > (2)% W w¥e neutrophils 2.
th o (3)# X % neutrophils ¥4t % w2 Rl ()% w s i X F 7 3

4 apoptosis 2 %> % (5)% i ‘w2 ’? ¥ cytokines IF’* TS K2 LR
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¥ L&Y i w2 # # (bacteria translocation; BT) %ip % i @ A
‘o B ARSCF & (lamina propria) X % 5k = S (MLN) 2 4 H i 304
B e, M, M T2 0p? (Maejima et al., 1984; Berg, 1992) o % if
FREAR AR R AL P AR A AY. DAY EY T A BHF 2R
FF, FEFeELisd, aeEd SEBBEIMPA AT A AN B S F
i) AFSEm2yrAiz b toRERL £, (QDREZY AL RE
(DR F 2 FAARIFS o R, AFARS BAT §ERSE EEBHL
Bk X

paed LEFALRBEE FIAE PR AR IR F M
Bl (o, A1, pei 2225 @~ 2By %) MIN B8 2 N HG 5
e AFOERET R o) SELBE, LR HEL PHRR AL R
REA- BEEDEYHIAE, » LFF S0 E JRERE R 2 L& RpRF R
B P RBEOT R RT], T LT AN
()BEwFER L L

FABAEE SRR A R § ERY A, R
@ﬁ@&4£id%ﬁﬁiMm°%Eiﬁ@&#iﬁ§4£%ﬁﬁ%wﬁﬁ%
PG O A A (Deitch, 1988) o %5 i A 2 E B Aot3F S R B A S
R T IER ¢ 4R Y R, FIER, L Z LR A, RINEE A R i
PR E R o gttt R R 0 ARERE A R 2 B F] (Bergetal, 1988) - § &
F AR ERARFIE R RA R, H g R R AR Y ¥ Y RY
BRI R M BT o
(=) Babwt LT B A4
BRGLIRURE, §d L HTYRT VGRS hL 2 RLEF

AR A B4~ INOS B M3 e 3 R F1ié 5 AR de ) E B e o

PR iR L A R 2 M T R diedpdp URIE LR Y 1R
e M RLIAEDEF pd Aend 8 LR (Majno and Joris, 1996) » % i i
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Arnb (RIDPF L e g § RS P13k, @7 i LG40 galdep L &
v kw2 4p 3 AEF 123 4e (Majno and Joris, 1996) o g #F, 4 e s 4R
FF, ad fFEREPFLASE T g K@ AH 2P LG T BN
ﬁg\*?ﬁ%’xﬁ? Ae PHERL g LPEASF FTE R B AP TP &5 BFA
A7 a A_TNF 2 [L-1 - iz fo s B I 2 pan }i%}tﬁﬁ?p TEvRmie 2 (% o

B4 ANFLE R E%’?I:ﬁ/??iﬁm’??i‘:*¢—,’f—!w e EL T A4
cytokines, HiEit 2L ehp L lmre, B H P2 H B0 e F 2 AR

% ¥, w7k in# (Majno and Joris, 1996) -
RALZ RIS RS B4 R sw AR, AR AT

& R i gx@,:,\. m;;]d RN % B2 i B, % *;;E] Jﬂ.,,sv’ (Majno
and Joris, 1996), i&m ;= pru kL2 FFE o x’]i ;L,El?":,ﬁf_,f%‘«ﬁ,f:_u; R E S P
#Hige dF i EBRFEF, Bark et al. (1993) #F R I M ki < BUL
FUMN) MR E wmFaS . F B ocoli A MLN 3R & wiF o 4 L) &
2R WL g FEF PR e B S P 5 A A
Flhw R E ot F it 'F*: FEM AR e A F W A, E Ao B R R
BAFE LY o b LR FATAH AN 25 LASAd AR o p o
AR IEE 4T 2 M hE 5 d Alabama 2 A7 7 0] 2>t 1981 # 4% ! (Granger
etal, 1981)Granger & 8 Ip i § ¥ &7 & WRFE LT, # Porflr
Bk dnrg M BT 30-40 mmig 2 R F MAE S - P T EE AT o T 7
e 2 S IR R F Y ‘f}ﬂﬁ% ‘i#ﬁﬁ%&i&ﬁwwlﬁﬁiqfﬁu
SOD 3o Flm 32F7 g [ lede I s PeppT y kAL A 4 A d RehiaR; 218,
Bild B FEHTER DORARBIEL 5 R B RILE ST P & M
(McCord, 1985; Bulkley, 1987; Chamulitrat, et al., 1996.) - f {5 3F 5 77 % H R S
FAFL AP LR BB EAERS, 2 RS VR4 2 L BT 28
#12. - (Deitch et al., 1989) < #7 % TEFRpNE po AbA 1 BAd, FuE A
% o

(E)FLLEA 4R

&ﬁ 2_ 4k Hp R ﬂgﬁﬁiﬁ%@za,#émﬁiﬁg%%fﬁ,
Ao R 4RI S R, Bk A RRA A ER L EEREE LR
PR A2 cip TR RA hormone % 4 (G B HEF FAFA) S FTMUET 4p3H &

PR MRS ZFf, BEF RS P EFAEFLE L AHRY EURT
d T Eiimie, 7wt ZF 9 fEd i3k §F 3F 5 hormones X M ¢ 45
corticosteroids, insulin, growth hormone, catecholamines, acetylcholine,
% endorphins, # = % ¢ hormonal milieu 2. & j| % * ¥ it &
immunocompetence # % £ & & ¢ (Deitch and Bridges, 1987; Deitchet al., 1986;

Liu et al., 2001) -



N P%‘ voiakend 3B 2 R ALK Ik ALY srd iR eng 4
V%’ PR FCEARGY wRREAPRE N BEP g d A AP
LA 2 Eeiiim®? (resident macrophage) & % § 7§ A dw e S ICiEF LR &
7]+ (& % : 4 %% C5a ~ formyl-peptide ~ PAF ~ leukotriene B4 2 IL-8 ) > @ &
4 48 4 F k B # B ( chemotactic gradient ) - 5 ¥ G protein coupled
transmembrane glycoprotein 4% & > 7% i phospholipase > & 4F &t + 2 DAG k& +
=5 ¥ % v PKC (protein kinase C) - tyrosin kinase ~ Ras protein ; = ¥ » G protein
coupled protein -~ % i /%= i PI3K @ ‘f‘;{ ® 43¢ degranulation ~ 7% i* NADPH
oxidase > F& PF £ Fi ke R 2 B A X 4 (@ 7 ! integrin family ) %2 £ & lw
24 28 (¢ 7 :G-actin~ F-actin )(Labro, 2000; Witko-Sarsat et al., 2000; Zhelev and
Alteraifi, 2002) - PMA ( phorbol myristate acetate ) 7= %5d 32 j& %5 it PKC» ¥ 1%
% v hm e ehiE (4 ](Smith, 1994) o
BART T3 2 R LR (T TON L lmie R IRAEF v @ V‘%’ L e 5
Flo jips 8 moip o g BRI %ﬁ“ d i & dm?2 + lectin-like molecules #c33 erpk ¥t
A dmz b Selectin &yt lectin-like molecules 2. — ° Selectin 7 L-selectin -
E-selectin % P-selectin = & » P-selectin % hisatmine ~ thrombin 2 ¥ p d A §]jp
Rimipe™ > e dap PV AR LR A wPe i > E-selectin & IL-1 ~ TNF-a 2 LPS
Tlpp L wre 122 ] PFis 4 &2 B> @ L-selectin P-i# % I A5 it rnv;]’ LA e 28 5 35 A T
V%’ PR 0 integrin ?i»‘ié«i‘lﬁ; BREY AW RRR "%’ LN B = §
AR FF o2t et BE kA e R R T E P L i r B
FL ¥ o gt A2 A S 4B 1 (chemitaxis )(Labro, 2000; Witko-Sarsat et al., 2000)-
¥ V%’ PHRBBIEI R L eR o THE EL g2 g
(1) v%’ v 'mﬂ%%’gé RMIRLENARLF AL 5 R F (40 C3bo Fe-lg) &4 2hiz 8 23
WENEL R -
Q) ¢ B E o ka0 W E N - BLE B REE »
e s TR e iR T o
(3) #-perg ¥ diak e A% 1t A degranulation > 5 MCenfg & -2 1% i€ phagosome
AT fmre vb > 3 ad 2 ef e BT (respiratory burst)  (Basset et al., 2003;
Witko-Sarsat et al., 2000) ©

ok Prit e § 52 )EL#FJ Ao Adkn (S4B 55 A dw P2 A £ ih xanthine
oxidase (XO) #*t& 4 ehp d A3 Hig = G X2 FA e 41
e i V%’ v 'H_lﬁﬁ‘ﬁ RE o mRE E'.%‘« n;"f’l“%’ Pk cimre 3 B ROS B &
F2 2 % (0, ~HyO,~HOCI 2 N-chloramine) ; 82X Mm% & ¥ 3 fug it fE %
(SOD % catalase) % p & i ",% #| (o-tocopherol ~ ascorbate * Fifik) ¥ 4ig 1
ﬁﬂﬁ@%%mméiﬁﬁ**ﬁé“w%%ﬁﬁﬁﬁgﬁﬁ%g@mmmmd
Granger, 1988) - %A 5 F& < g g A B g i w R R fEad IL-1
TNF-a» 2 [L-8 % 5§ i % % 2 #3312 % 3 40 % (Fiocchi, 1998) «
ik g LIRS ERG T Y 75 ‘«EL#F’#’J"%’ eSS L A
ANS (antineutrophil serum) j§ " V%’ PRIk g R g A N B g
IR % (Arfors et al., 1987) o &% g 4% LA T (inflammatory bowel disease, IBD)
NEE SR AN A BEUEE SR PR R T EE N
5o n?2 51992 £ Simmods & 4 TP IBD }?r,‘ AERE BT N ARAL Y LR T AR
WX AR RS F VRS At 5@ it B4 ki (Chemoluminese ) 1 * & &%



BB AZ p D A vf@ FEU S AREF R4 KR e
sodium azide (MPO inhibitor ) ¥ ¥ % 4L%-% p o L2 & 4 E 5 X frqiT* &
89% > ¥ dwiplg ¢ L3RR T i A_IBD R f % AL 4F 2 £ & F]% (Simmonds et
al., 1992) -
oA mEHESR

< 7 (Allium sativum L. )22 R F S R 7583 A R H 2 Akt 8
Po Bl 2 5KE Aokl g B2 L FELL, SRR TR K e S L bk
%ﬁgﬁﬁéﬁ,*m@ﬁ,d&ﬁﬁ%%ﬁﬁ%@ﬁ%ﬁ?ﬁ4ﬁ%°
Cavallito and Bailey (1944) d = 5® & 3L & pREIATH & 5r 58 7] 4 vk 2 Pr
A= 4 -+ i % (allicin; Diallyl thiosulfinate) - @ =+ ix % &= 2 B+ 5%
HE mre 2w B Y o BR alliine flere AR LR P &2 123 ln v % ¢ (vacuole)
2_alliinase €% @ 24 = o B 7% 5 378 % 35 R 5 4 chi & # 50 442 & - Brodnitz
FAFRAGFARG AR AFETRE 20 PRSI wA RS diallyl
sulfide(DAS) » diallyl disulfide(DADS) - diallyl trisulfide(DATS) % #f
= 4 (Broodnitz et al., 1971) = 3 B = srdfid 2247 1 % & 1844~1845 & Wertheim
TrloRFEF AR DTS s 247227 (Wertheim, 1844; Wertheim, 1845) A
is Semmler » MApF 32 p < HE I 0.1~0. 2% AF 0 - TS TH A S 0 FT
4 di(2-propenyl)disulfide>di(2-propenyl)trisulfide ¥ polysulfide % =
A (Semmler, 1892) - Rundqvist (1909) 2 #F & 450 » 530~ 5@ R GpER 17
A2 HF R A m SR A A fetEd (glucoside) r B 3 40 £ {82 - @ BRg
1 4 Stoll & Seeback 4 &t % » ¥ #Z & S-substituted cysteine (Stoll and
Seebeck, 1947; 1948; 1949; 1951) o #3245 A L= 5 & A ¢ ixJ5 Sakamura
and Hayashi 77 2 @ & 2§ 2 et G A4 & 247 0 2 ¢ 172 DADS 2 DATS
78 55 % > H=ti DAS (Sakamura and Hayashi, 1978; Sheenet al., 1992)
NS Ar2 A FHAIEH 2 H T 8

“'ﬂfh—?gﬂpm’f”{)fﬁ”éﬁ P R@ AR hBR, BT P AHEEFT &
B mf?i #& 7 HH 5 o750 % KW P > the Papyrus Ebers (1550 B.C) °
L ﬁx;m— > bifd - FE? FREI0 K F
iz (Agarwal, 1996) o izt dikde chd & S04 BE S SR o ok B2
FABE 2 A RMHRA N A B R T E KHA FARS S AAHE T
B AP A AR S AFFIRFEE G A I oy 1T 2 iR
A IE TR &i@ TRAET S E ML P B R
(m)AmFrdlil 2 F 2 R 2 8% <52 Frpivh 7 £ 55 438 s iy 2
= 1345 > jt, Pasteur % 1858 & ik &) + Frz fifFii 42 (Farbman etal,
1993) - %mﬁ’m FELEG D) MRS PRI USRS E B E
FFE, R EEM 2 B coli R A BWE; 1) RE FEE, #4
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f #¥uCandida albicans; 11i) & 4 & EH, ¢ F LI NS
protozoan % &4 Entamoeba histolytica # Giardia lamblia; % iv) ol
FFem pm e frallicin dhd & Fupled $ 0% 10 5 34 B F L H & L faRE
% 2 thiol groups * &*73k (Elnimaetal, 1983) « ® 82 R 3 3F S 7 LR &
A FH IR EY, BTG AR g RS AR P AR 2
3z % # 4% e (Elnima et al., 1983; Ankri and Mirelman, 1999) -

Xtk 2 F B AR D L EPN SR AR Y L e - e
e BfA Y, LR, fwp, 2 A F*Y (Dankertetal, 1979) i3 3¢
S EEARLE R 27, 82 ¢$:’f$n~$‘3’ HEBR A B EBINLZHA G ﬁv#ﬂ,p%@
‘b2 prp e L% (Fenwick and Hanley, 1985) o 4t 2o % 4 & i 4441+ Ar &
18 E R 2 e R b, RN IT LB g R T RS
B, " AERCETE LEMEF i w72c% (Chen et al, 1985), &i,*\
E2 7RISR AW RETY A FE G s g
(Chen et al., 1999) o = ##Fid » 2 & = & DAS 2 DADS ;ﬁd 25K, pneumoniae
A EZ2 R AN R RAE RE L2 F RE* (Chen et al,, 1999) - 7 & k¥
§oe gk AE B R - F A2 &4 (Arora and Kaur, 1999)

EREMA &S G, B T3 CHEFLUAZBSECAIRES rL P E T
Elnima EI. et al (1983)Bl:E * # -k F Bodr 4430 AEEE T AR B, T
Haire ke 7 10% ~ &% i e pwpEe % E 2 # > 6, Chowdhury AK.
etal (199D~ 5 k¥4 2 A GFRREIE 2 &AM BT 3 F s i
% £ %2 Shigella dysenteriae 1, Sh. flexneri Y, Sh. Sonnei % #
2% 3 %2 B ocolic = B &f %% 2 shigellosis & + 2 FRPM + B
i ¥4 Sh. flexneri o ¥ A BET, PoFFARE IR flagd it E
TR o
(Z)rir2dng 0 ie® ot oonif, §Fpd ARG TP wns LSz FET
LRI - cFE R I TR D S AT L R ARy R
Ao At Mo e FFIN MR AL T IR AT
FlEF gtz g L mie g TiEE M E o prl LDL & 0 2 FeglE
2 IDL s g Llmse2 537 gkt (v {Eﬁﬁ g-t;g-%sg NEF LR BB
GSH z & = (Ideand Hau, 1999) ; st *b » % 2277 ¥ FiEdr$134 3 B eiim?e 3 U
F speer g 2 dhnitric oxide 2 ¥ M@ E IR Ea T ok (Ide and
Lau, 1999) o & A §8:85k~ I - JR* * 8 & - ¥ ¥ % M apolipoprotein B
2_Fn 39 % it i 34% (Phelps and Harris, 1993) -

B AR 2 S T REIL A A2 dF M OEF > Ak A LF 1 s
THRL R AT R A ER FEGFT Y FIR Fh ke F & Ky
f’x%ﬁwﬁ*‘#fﬂwmﬁf&awﬂ%/éﬂ FWIAERL S BV 2 FARR B H



Bl 2k GSH 7 £ 2 #7% SOD #1£ (Sheen et a,, 1999) « e H s § 5§ it i 3
FRAZTAPOBFHAY L FRAGH T AT TES C 2 EF
2. A 24 2 RETE M2 FERLy 1Y p¥ % &1 (catalase, GSH peroxidase, ° GSH
reductase # glutathione S-transferase), % "% M2 % GSH z &£ > &L

(Igbal and Athar, 1998) -
(Z)*F2 LER G T %*uﬂ TR AT A S, AMAFTT BB
o % —,’E—Ui?iiﬁiiﬁ%‘ft’* PREES AR TR oHI A GFE L A2 T R Ry
g Reigd ¢ - B FEHA G ARHE A R AR e B T
G i *abi—é%ﬁﬁ\ Hom R s Bt R 5, e RS A, R M S A
b gﬂu;«p* PR AEMELF B B E TR T RN AR T SRR A
r {ci‘ﬁ'_@—i iz H o §—£ mﬁ.}i ~‘«L—5= 4 1R 3

AEBEERFRE 3TN AT 3&@1“ A5 ff&‘@/ﬁ_?’”ﬁ; PLA;
Bt A RS PGE, B U $ %‘r;‘?’f 4 (Srivastava, 1986) - Shalinsky % 4 #_-|:
B ‘*HJ]‘U% wmPe th (NO.4526) F ;% ¢ 2 3 allicin #7417 PGE, 04 &
* o ¥ oa2bied COX frpga & = %% (thromboxane synthase(Shalinsky et al.,
1989) o e H is #7 3 Fr@ I £ 77 = 4 ajoene ¥ ,’%ﬁé Fri] COX-2 ¥ % &1
% 14 & LPS 3% % RAW264.7 E v 'm % thPGE, & = i&m 3 &3 X & & (Dirsch
and Vollmar, 2001) > Verena & % (1998) & LPS §;# F = w2 $k RAW264.7
T & w12 allicin 2 ajoene A 0 B % nitrite (NOy) 4 i £ 45 Jﬁ" FHE 2
mrE s e pEINOS 275~ 39 FAIRE - mRNA £ 3R E ¥ 7 % ; allicin
% ajoene ¥ F 0 iE i E vt ¢ INOS $f 2z nitrite (Dirsch et al., 1998) -
[ERa e GO BaSDARUSPEEmie M %A &%
(Yeh, 2000) «

Bt %*"Ef*ﬁéiéﬁ;tu A EEB (001-0.1~1.0~10~50 2 100 pg
/ml) 3% 1/ s LPS flcisip|H mie e 2 @3> 25 1 aE v 4
Mk G E B (20.1pg/ ml) JRenE PaRE i {8 IL-12 ff 2 pl B Mt K
MAGEEBRPRJLE > a ML 5mE g (210ug/ ml) 2 enin?e &2 K 1Y
S E B S RIT e gpt o B L iEr 2 [L-10 kg F A o oA g
L F e INF-a ~ IL-1a ~ IL-2 ~ IL-6 ~ IL-8 2 IFN-q¢ enf#ckg ¥ '% i<
(Hodge et al., 2002) - alliin ¥ "% < LPS 3% H fx3k 5 it IL-6 0§k
CEPMA Tl s pd AhAd 2 ¥oa B ¥ (Salman et al., 1999) -

7 P?Z#ﬁ Boeh o sk~ alliins £ 18§ H 4o B 5K letex bead
5. 4 0 Aot alliln 4e 5;;“2‘; ¢ Mk Eeia 4 (Salman et al., 1999) -
Sl SR b (garllc oil, GO) ¥**F 1L % - B! m”?‘z*“‘ h‘ﬁinﬂ
ELRY el TR L1 B o

A xBm LR AAPEL - BETYRET N HEN
concanavalin A (Con A)-+% % 2 Mt H-lwmie 45 2 LB F* | 8 A3hg v 54
A2 B g L F IR GO H s BT mre B WaEniER | T kA A
T F A S s a2 A s DAS, DADS, % DATS 355 i7% =0 (H,
2000) ° iz iEd H s g+ SRR ERT, A msBFAHE 2 s DAS flg T fw



ARG - RenBE (Lauetal, 1991) © 5 B~ 55 = 4 ¢ v 34 & 4F Teh i & 7
i (7% 4], Colic and Savic (2000)% .+ s & 2K 2 ¢ FR 3B 30 443032
B2 BT e A W2 B E s e 2 [L-2 Ralpha £ 2 H 42 [L-2 &
4 4R o Morioka % A F A GFEBFHV R 4o p R E w2 (NK cell ) 4 &
YAC-1 fm?2 > ¥ & & Con A~ 2 & ™ % ¥ wrz [L-2 » & ~ [L-2 receptor
ZIMEE M iz 4 i 4 H4c(Morioka et al., 1993) - Geng * % &4 4 T

= 7% (Jurkat cell) #5820 INF-a % H0: k fljgcimre 2 4 * & ROS I 7% it
NF—ch AR A 7 tv % 5k 5 4 S-allyl cysteine ¥ # vs:;fﬁd Fr4] ROS A2 2
fopds NF-xrB 2 /i » s Xk B(Geng et al., 1997) o fe 48t woe F Sk
4 BB F B R B AT e s 1B [L-2 2 INF- @ P AR T A
A GEE B IR > T8 229k [BD $us L # methylprednisolone F 4c = e
Fr]2c% (Hodge et al., 2002) - &+ w4 # GO# & SD ~ &% » Con A flj%™
= dmre g 4 4 F)pt @ H 4e (Yeh, 2000) -
IR NRERFHPRF2LIEFRELERFL ER

AL AREFE - EYPFPIFRe L2 hEPIES B HE (200 mg/kg BY)

3|2 (50 mg/kg BWIGO 317 i > % i # W <~ B LA 2 8%, e ¥ 2bd 30
BRGNS AR 2wy AR GO A S 2 FfA A W‘ﬁﬁa%ﬁ;’?
WG PR FrdliEl, R Rkl A AR HRBET G0 E K imFRES T a8
B E T pE bk, G0 AEHPM REAZ B EF A RE- HEFT o 2o,
ERES GORF S ERF VISR T B F MRy VR4 Rt
F-0 Rk i thiols 2 ’v’%e&é’«“ﬁ.—mi{'ﬁ_\ﬁ*%— R, B S HER B2 - o
R, BRPBIESZEFLEEHT, FHEOHETIPSHF 2 mAES L | &
2 ', WwEGFHMEGC - FECwFES, T HE2Z I VRS G H -
MR, EAFHE 2 APHGRE AL G0 ¥ RS T HE
FEAH e, 203 37w R F (1) 3#E G0 Z &Y+ A e st i,
ERMAUILNIREBL S, RELR THEAES I AP 2 FRE,
(2) 3HE COARSFF w2 2 R THFEREAF4 AFFLL KETY, &

foid o PSR R R B/ PIERRE U, o AR B ek - i
SR THE ARSI GAMPZEREL 5 2 HEL ERBR T, —‘FK}@% e
S L I B R B 2 E A S e B (L E
2002) - ¥ - ERiTEFTY m*%ﬁp.g' LPS 3% % 2. 5 Sy W F }@mﬁ?ﬁ'

S FPRE RG], r L —e—%“s—z; R4, NOAL, REHG
2 ekl oo F AT GO ;‘ﬁ‘ L AR VR4 ;An#ﬁﬂ%m&%gﬂvﬁ

ﬁﬁ?ﬁ%i‘ Herdakncy VB4, NOA A, ---**'5 wE M-
TR GO 2 2 & FE LA 4 DAS, DADS 2 DATS # LPS &= 4= #03] ¢# 2 1 uf iF
¥ r.-cﬂ\**g*“"‘ S ERAI 54 % - &oraE 2 2 LPS 8 BT #058 BL% DAS -
8



DAD 2 DATS - BT 2 B2 & % - £ GO chi®* fpfF s fi* H- R 5 ¢
GO ™ M F 5 P& Zoralde A3l U F BRen¥p § VR » RESEAED
FOSEwmEFESIHN > 2 G0 F8 A AT AR (T LR - Bk
HRa2PEPFRIHILCOSEFB a2 HW BT #2 2 KERPREE
PR BA R a4 AT NO e R oA AR L AMEE BARF S
B > APEE 0 invitro N F IR DAS E =G0 A AP HTH= fw
i B MURIER F o R ARG A B2 T g cellularity ¥ #4022 in
VItro B Z S % pf o d G EPiE e« Be L IPSHF2Z BT v i - £ &
Wl e ¥ - 25 > Em b 7 Al Vi g 4 1E% > ipF d DATS i@
$£$ﬁ%£§é?%&@ﬁﬁﬁd‘ﬁﬂij.% A e ¢ DATS
Bk R R AR B A ALY DATS § B B 2 G ahiE
PEESE Mol T URFIES F AL GO n Sk o A Mﬁpii‘z
5% #2 GO 2 DATS & i+ BT # dv &2 4o i Lo B2 Ao 2 o Limie
M (FRE A, 2002; % 4, 2002) - IR % 4:3$%ﬁ$%527§5 L (1)
reuDAS 5 A" GOsed BT 2 & = 42 — ¥ Jhd e dapig R4, NO
2, “‘“"#E%n‘véi—?- o A% (2)FE3 G0 &2 DAS 2% BT 2 |2 £ #p i w 4
’it*v:“ﬁ%"i vig 2 iv* s ()% 2 DATS = % & & GO

~

el
£
£

_lm

a>

o W {zﬁ >1w

@1‘?

iv BT ehfp 7] o
AR TR 2 A R s - AR UF BB T AT

RN 18 48h 4R R (Liu et al., 2001) > Fla@ # X% B el ie pdbirz

BIEH o g XA SIRS P Eeimiechd B & ¢ AP LiwmieE 2 4

[rels w’w

NO-» 28 gt fiE58 ¢ 27 5 2 i 33 chim e & ;;rssb%*xwﬁh S
Tk ? TNF-o ~ IL-1B% IL-6 2 k&R (NO = *+ % - ~ = R T) o d 3 A7 HC

TR AN TR R B Y IR R 2 AR M RIRE i e
B PAURAP LTS 20T % 0 A(FZ)E RSB G (160 £
H OSCs $73¢ & s WL K 7@?@’%}1 BT ## # %4>% neutrophil 2. &1+ % %% i 4k
W2 R S R ; (2) GO 2 H OSCs #+3+ sl W F g 2 BT
H g cytokmes fﬂ,;f * B m; PR = Mo REFAERT S
R R RBRE AN 2R 1‘%‘% Fraoa $12: (LIPS 3% 2

l‘.'r

\_.

# L cytokines 2 A 2 R (2) LPS?? 3 2.3 W s neutrophils 2 /& 1+
g 8 (3)% W woe neutrophils &% ez 22 B (DFF e g X
4 7@5“‘ J? 4 apoptosis Z 5 2 (5)"§1E ERL e xIV" cytokines iT% & 3%

7‘ o

—l}&
énhn
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By
SRR LS RS R

MG AR 2 R A LR RN (L1u etal., 2001) o p*Hic58 2 3
3 %k p Salmmonella tryphh1mur1um 2. N & % (Smg/ml/kg BW) 33+ 4
TEEH RS ST AR AP S A S Lo
= ~ ¥ 3 E&J2 protocol

AERPpdESTITHI30 0 A T AEIED T EIT XSS
A 258 7 (CO»2ml/ kg BW) ~ < Z7#f i (GOL > 50mg/ kg BW ; GOH -
200mg / kg BW) % } 1% 7 #2 % 4 (DAS ~ DADS % DATS - 0.5 mmole / kg
BW) » » a3 8=t 28k n- 2 (ML£2505) - piEa®n- % 14k
ﬁ@%’«Q?w%ewﬂﬁm’%%ﬁ+EW§\&«£\%aﬁﬂ%

TooRpd I8 AT YA 3 F A2 RER L
= EEE
1. & fc

X B84 LPS 12 2h 2 3h A wd kg Bl i cytokines
37 e i s LPS {6 18h 2 CO, z,i%«ﬁ’_" Bl Bo TR o b 2 3
heparin :}%i 7_;3 s MU 2o {SiE (T % v m Ik 8k > differential count ~ A éﬁ'-"; v
]%Tjizz At A,,\ﬁ °

LA ﬁ‘\r‘%ﬁlv‘ﬁ

B~ R 10 24 5 12 0.1% PMSF/PBS (wiv) iitiv % > ik %
1§ RS A BB RITRh R 5 28 E r %/J\mlsopropanol ’
L4 f8 5 3x-80°C » 2 {4 1/ tissue freezing medium & 2 & (7.4 4 2 3
85 i BREIE Y REREB R ?il’ﬁff’ ok b oo
E >~ A 73R P
L S5 s SR of ¢ e

P~ 7 heparin 2 5 12 2% (v/v) rkfppe-Ri3 sl 3f 0 P~ 10pl r2 o 3R
ol e e s By m IR B2 10ul T4k F 0 Diff Quik kit % 4 o i®
differential count » # & 5 B Acdt 200 B ALTF T SFSE BT 0 2 dcE 100
3f e = \:; ¢ ]v};j;7 ATV R _B_;j];g{%f\ g /,,\ o \:‘% ¢ TR #c o
2. B v‘; LA e 5d

B~ % heparin > & 4.5% dextran/saline (w/v) ‘R £353 15 > 2 37CH %
60mln"}3ﬁ»5’/ﬂ%’% '.fé]aa/\r’.ﬁ-iﬁmﬁ/ap@/?-ni’lé” 250g 2R T
o 10 2480 F T e BSS vk (s 0 0% B 1.077Ficoll & drew > #- 5
PSR & HE ok a3t o ™ R e 1 BSS RS 0 BT A2 ok himie 3oy
@ £ BSS £ R 0 X el e e s BiAT R B g
L B R ARSI 2 e G A R BRI A 85% M o il 2 mre g oH
11T B RE  NBT B Rz 2 i“ 840k ad7 o
3. %5 ¢ IR MR

~F % 13 :x Frevert % % 2 % = /% i& {7 (Frevert et al., 1998) » 4o@] - #7
7+ » f chemotaxis chamber ™ & i1 e 3 30l 4% it | 109M PMA & # 4] %e
%Iiﬂ?ﬁ'ﬂ | BSS » F & & ‘= 4e » 8000 3F fm? R 75t 50ul BSS > ¢ & Sum
PVP free membrane’ % 37°C ~5%CO, % B 32 % 60 » 45 {5 » 1@ 1% %12 Diff-Quik
klt Ad > F e 6FAF 0 BERHE 200 BALDY TREIER S BALER 0 ik

e AR R T BB IET ke P o
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4. NBT (nitro blue tetrazolium ) i /2

* 9 B+ * Ravi Pillay & 4 2_ = j# i& {7 (Ravi Pillay, 2003) » & # 200ul
TR (1BSS LidA) BT 1x 10°377% ¥ 123% ~ 0.1% BSA
% 0.1%NBT > flgled 7 107 mM PMA > & w3 €4 A37TCHEE 20 &~
£575 10 2000 g~ ACae 10 Adh o 2 %# ,Fij,’if C MG T 2 e 2 110pl
glacial acetic acid i3 f&B~ 100ul 4r » 96 3% 4 ] 560nm OD - #X & #-(7 PMA
Tl 2 3 E-m PMA Tligpsz 3 8)/& PMA {lgpdz 3 @ > ¥ 17 saline
25 100% ;Lﬁ_kﬁ LPS >t imoe x4z s p o a4 2 5
5. v B L ket

* 4§ B 1% 22 Gyllenhammar & 4 2_ = ;% (Gyllenhammar, 1987) & i# 200ul
AtiEiEY (UBSS ARAA) K¥ 54 1 x10°% SEFE ¢ 423k~ 0.1% BSA
% 0.3mM lucigenin > ke 5 7 107 mM PMA ’ A.E' 3E€4 -37CEA S
/> 48§16 % ~ chemoluminometer i ] p & £ - % % 12 relative light unit (RLU )

Zoom o RIS H(5 PMA 1 /%IF‘?*~;§ E-2 PMA f{ &IF‘*~E§ )/ & PMA §| kP
Lpﬁl ’L'l saline ‘= % 100% 3+ & ;is4 LPS 4> imre 3242 % p o K it
4 _:'3 o

6. Myeloperoxidase (MPO) %4 4
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i P& Simmonds ¥ % 2 = ;% (Simmonds et al., 1992)f]* MPO £ # < &
HO, F ' FRAZ V% 3 ) DAB (3,3 dlamlnobenmdme)s\ P S s
kb d § F RS AR ACEL LR T) » 12 Tissue freezing medium & 32k &5
A7 B o= té 0 glutaraldehyde-acetone #] %1 4 4% > 4r » DAB £ H,0, &
BFAF Bl 248 FrARKEFAZTES 2 A:\érf_ » 11 Hematoxylene % # %
d R FEMERIBIRARFR ISR - 2 7 TR I TR
Hedt 200 S ALER T ML B 5 BARDY o U T%Jo\ 17 # 48 (Image-Pro® Plus
Verson 4.5 for windows; Media Cybernetics ) 4 #7 DAB #:¢ 3 & ALTF ¢ e
F‘ AR ;; o
7. Terminal deoxynucleotidyl Transferase-mediated dUTP Nick End Labeling

(TUNEL) % ¢

*> gt TUNEL 44 2 2B i7 o i % E'_i‘«..;__r 7% F 724
JPERS o PLIEPRE SRR 2 (S R B M TT S ML 0 RS2 R 0.5 um o I A9
PP 37 S%kinAZ > 4vprotease K for # P 3B F B 15 448> - X
J"F ER s 3 %H0, R F B S 4480 2 PBS &4 blocking buffer ~
Bl rdaiste »fE2 B E 37°CT F B 1 ) pFr2 423 jF + stop buffer
ZEF 10 4480 2 PBS &3 18F ! anti-digoxighenin % § & & 10 4 43 »
2 PBS 7 Fied =t {8 0 11 DAB & - M0 p|%74 50 DNA FEREFE S 0 1
hematoxylene # ¥ % ¢ » MIER I FRR W A 7%k~ 2 7 FRF L4
fs sk B R e 200 B ALEE TRLISB S BART o B Hs T i

(Image-Pro® Plus Verson 4.5 for windows; Media Cybernetics ) 4 7 DAB #%
¢ R L ARIF P e AL o
8. Cytokines 4 #7

~ B cytokines, TNF-a, IL-13%2 IL-6 cr4 45 £ 2P p Biosource. 1345k
BRp AR TIREY R, TP R RS e
/k }i
7 ~IEC-18 2 % % 38 F Rl 2

< B ’%1 A e th(IEC-18) LA 377 & 1 #1 a7 &, e % %
DMEM 3 %;‘r& PR R CO2 BAE A, PR Zwme N Hcl
nt+7~n+10. fw*% 5% F %41 * 7§ % MTT (3-(4,5-dimethylthiazol-2-yl1)-2,5-
diphenyl tetrasodlum bromide) cell growth kit. #-IEC-18 fm?z d T75 flask &
T2 th, RRBRP LG, B £ 06 3LA P E 44 0 0.5x10°
cells/100ul, T3t £ 7% 4 x 3 FIER GO (0~5 pg/ml), DAS (0~1.0 mM),
DADS (0~1.0 mM)& DATS(0~1.0 mM). # %= Cavicchi et al 577 & 4c »
200 unit/ml IFN-y, 5 ng/ml IL-1B% 100 ng/ml TNF-oi2 & 3. # & 18h {& 4c »
10 pl/well MTT/PBS, & & {53t 37°C #2 % 4h, £ 4v » 100 pl isopropanol, **
& 570 nm Pk E
A R

Bop Bk LA M T k- B R E
(meantSD ) # 51 > # f|* SPSSHt Y& {7 kvt & 47 o ?”'“’#'J LIPSk
2. £ B 2 Independent Sample #-test~ 17 o LPS§jgcie 2 e BF £ B P L 2
one-way analysis of ariance (ANOVA) & {74 47 » £ "2 Duncan’ s test4 17 &

F’E&%_"E}_ VA A\_%ﬁ.i:g'|~}‘p<0'05é4ﬁ &*F‘_%—"i"
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mE R s Bl T E AR - B fREZ
(meantSD) % 51 > & 4| * SPSS#t 44 :& {7 L3+ & 47 - 12 Independent Sample
t-testA~ 74l ~ e A B R 3 &2 A 4r > cytokines¥ F 4r > cytokines
o2 £ % % Duncan’s testA 47 4p IF T 2 (#E 2 F 4v » cytokines) 2
Pl am s RFZ LR o 7o p<0.055 7 REFE -
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AL
- ~#ESG0% H 0OSCs A apbgd LA R Fi v 6 L TRl P

B e o W G FUR( 258 0 CO) ~ A (GO) e B 7 #E = 4 DAS ~ DADS g

DATS @ ¥ {630 # 8 18 /[ pF > p pE#-CO o8 » w28+ PS4 4 12 5 @ -k (LCO
2 SCO %) > i# @ GOL ~ GOH ~ DAS ~ DADS ~ DATS ‘e pd *g9%i3 &+ LPS 5 LPS 1
‘2 (LGOL ~ LGOH ~ LDAS ~ LDADS ~ LDATS) - $&i-t8i8 (5~ 45 o

d 57 i E/TLPS— A5 saline APV B F H 4eal P B0 o IR Z V%’ LA ERE<
#p (Bl-; P<.05) 5 @45 EiEs 200 mg/kg 2 GO = i & DATS § &g 5
CO 4 4+ & LPS s » L& — H 4o @ o i shfep (B ;P<0.05) -

AT E R S 50mg/kg 2 GO H 2 @ CO F Aprt & LPS fUipcid Bp e M ¥ vf
Popirkgep o AT EUE S DATS f £ 8 CO H Apot i LPS fligcis u @ vg @ 12
#p REEER S (B- ;P<0.05) -

BglH ~SIRS 2 pra g & F 397 IR Frg ¢ LIk F] S 2 o Aot gk
R RS E %%lﬂ?" “‘ ks el iEE 2 A LA RER AR ¢
PEIRRES ~ AR T ~ Y B AR RE SR o I F S S AR ha B e B F S
P e @R EN g e Pk v Rg g a2 pehi § (Grisham and
Granger, 1988); Smith, 1994; Basset et al., 2003) - ~# 7 % 3R LPS ;£ %
R e SN S S N 5 v;—; PO IR P BEER S oS H ks gk
% - 3% (Smith, 1994; Rosenberger and Finlay, 2003) o @ & & 0+ 4
Tl ¥R IR P {4 & AR A E DR A R w TR A4
Fak @ oeR P sk Bl G RS RE sk 2 7 ok o @ DATS ¥ iR L ¢ vg ¢ ok
B p mi%ﬁ fooo AT Y dp EGEYE Y LIRA{ 2 0TS @ R A LpE (Aot IL-6 >
IL-8)% GM-CSF- & IL-1~IL-4~ IL 10~TNF-a % IFN-7 # 3# & GM-CSF (Ollvares
et al., 1996; Schreck and Baeuerle, 1990) o i< & 7~ 74F @ 2 DATS ¥
SR D2 H e 7 m* LIRS - IR - B N i‘g’énvé’ v 'Ié‘_iﬁi:smﬂé;‘;:r% k
)gisa’%c»ﬁr&g, jugﬂ PR BT RERE AT Y 2 o
Z ~E S GO 2 H OSCs 3+ & suddgh & 4 "’ﬁ v nRil g2

AT I SR R R MPO(myeloperoxidase)2- % ¢ BLZ ~ &% g
ey g0 g F“—ﬁu»«l*}? A (Bl= A) o 2 ¥ Bl & Fdptheih d 3ppr
%13 MPO ﬁ;% VD o g AR g P TR TR Y REAR §RE - 8
o A AT A A 4715 04 SC0 e 5 100%3+ 3 o ¢ rﬂtwr%& (RBl=B)- %%
Bpor L6t LPS &2 54 saline 4p vt 7 B F e % rﬂ?" ¢okiEE (P<.05)s m L
%% a 50 mg/kg 2 GO K &g = Oi#ﬁ o LPS flprisrg @ kiR e ri’be‘%ﬁf
i (P<O.05) o gt ek s AT T T ﬁﬂ&éﬁw*t’ Mxko> phadd 10°M
PMA 13 f%s % chemotaxis chamber @B # #c& - ™ g (S e BF e L
RIS “%’ ¢ TRAR T g (B = ) o B % BT 0 L8 LPS 73 8 saline mApd
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PR LR AR  dp A F R (P<0.05) 5 @ E A @S 50 mg/kg 2 GO mgrif
8 COFARd > AU G itz v o oA - chdg % > @ F A 8 DATS &0 5 CO
EAPE o FOBFRGE 278 ¢ kAR (B (P<0.05)

T EFNIPS 7 A UL @A g Y o R A IRE 2 B R AR 2
trmret 2 2 H B4 e (Zhelev and Alteraifi, 2002) > @ Fr4
Hpbe 2 @500 4 7 5 skt R P BRRIERT) 0 Ea g d LR % (Savill,
1997) - ﬂ\zﬂmﬁbw* 2 TH% PMA e it & i - I MAE| B 0 5ol e 5 'F K
oAb d o @ DATS RUBRF 3 o & morhpm 2 ART £ b » A PR ¥ kiR
iy Al giAp £ & o Tt TG MR R h Sef e 2 4 57 DATS T AR &
c%: Mk AR F e B8 ?“‘;f;ﬁg.riz]/ oig3 His gdz BN SR b LR I
R akE A < AP (garlic extracts) Rt o £ % 1) fMLP fljrz 8
# % #% (transmigration) % ph¥tac 4 P B <% 2|#r4] (Hofbauer et al., 2001) -
BERRITESRLG Y Bk ks + (Dlla 2 REFF MR B7 X 5]
% garlicin (dipropenylsulfide-oxygen-ester) 2. i¥* @ $r4| CDlla %
(Zhang et al., 2002) o d 3t X F7 3 3 AR E ~ k9 J}»Pﬂfl\“" IR EEY B
o e R AR AT AL I8 B Serg ¢ LIk A S R G B -

Z~# 8 G0 2 H OSCs 3+ i sujbg X 4 ﬁin. PR MR ARE B AN 2
B
AR AR Fa e Bk R A 10°M PMA #13% r2 NBT i /2

WRlmre A 2 AZF Bl ek ¢ pakia i B S R [(FOPMA flerE L o B
- PMA flgcpF2_ 3 8)/& PMA ﬁH«,%fBé“ FE]tE 0 ¥4 saline 2L 100% 3
FastLPS $timre fdgy pod A4 2B (Ble ) /LS5 LPS iz
saline 2 Apf-42% p o R cic 4 B FH 4 (P<0.05); 2 48 8 50 mg/kg
2. GO fe2i# s (0. wmy %ﬁ*—ﬁ”u%’ R akAgy pod A i 4 (P0.05)
@oE kA iE & DATS i & CO mApip J BFRE A2y pd A

b AR Y AR R 73 10°M PMA fipe™ r2 it B0 skid prkimre 2 4 42F p o
PSRl VA R e

%

)»

Ci g E o [(5 PMA fgepE 2 o - PMA figepF2 o E)/
& PMA ) %cpF 2. 3 3 > 2 saline 25 100% 25 J1 84 LPS $43% mre f 3k
A2F pd A A 2B (Be ) 15 LPS 2221 it saline e qpdi > 42% pd A
i 4 BEFH (P<0. 05) ; ® .59 50 mg/kg 2. GO 22 & CO ‘eip
Loy %E%“ﬁi@i“%’ PoMkAzs pd ARt 4 (P<0.05) o @ E A g S DATS
i e COedp Pl Az pd A adgd o
BAFT P AmAINBT R Rz i B4k F LD LPS f ke ‘f‘%’ ¢
HARF pd AR EEFRY  MEBE DS MR TRy pod AR
4 om DATS g3fodgs pd A i - A3 742 pd A a8
T i apoptosis A AR o 2 Sk S A B R TR N LY T
15
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voknkE it A2 4 ROS A = mPAE i AR T+ 25240 & (Smith, 1994;
Grisham and Granger, 1998) mOAAE R ST #»P%HV*—-’ PO TR S T iRE
A m DATS MR v @ fakia it A2 4eF A J AR W s L4 g IE - B
4 2w ?{ % 12 Juminol i {7 v B4 kR "F’.'J“é—’ ¢oMRE Y A4 e e B IR
ajoene ¥ Fr 4 A»F’V* ¢z 4 f-MLP 2« PMA @‘J,%r‘f A 4 awt s B0F (Sud’ ina
et al., 1991) e 2 INF-a % HO: 0 A 2 T # = 3% (Jurkat cell) #74& 24 2.
*EROS 2 #E 1 NF-kB 2L Bk ¥ 3K I be % wr g Ao A S-allyl
cysteine @ #r#4] (Geng et al., 1997) -
T ~JES GO 2 H OSCs 3%k sufg W+ Blie % ' apoptosis 2 5
FE ko PSR F LR AE LHE L LAY A28 1Y S

apoptosis #13& (Moss et al., 1996; Sun et al., 1998; Suzukin et al., 1998;
Ramachandran et al., 2000) o ## 3 1% TUNEL % ¢ g2 g ~ 545 2 H
Froan A T kB g & Blir % apoptosis 2. B e pr B E%T—‘r 1 "F#Fl %ﬂ gz
¢ Ak & 7§ apoptosis # 4 iz ¥ o R I A4 T
apopt031s 2R A E&é‘(l%] Nor Hizd 2 lﬁﬁ%%ﬁ%ﬁﬁ%%fyﬁf ? 12 saline &
= 100%: & apOptos1s 1l (BT B)- M4 B¥ L2/15¢ saline ‘mipdi, 1t
LPS & 33 % % 2% 2. apoptosis (P<0.05); m &= L+ # & 50 mg/kg 2. GO £ §
8 CO mqpre, .,,J_&TLPST fOARE RO R Y BRRIE ) (P<0 05) » @&

La g a DATS 278 & (O . Eifﬁl o 3 ST LPS 163 BEFRE 2 F Y RIkiR B
(P<0.05) PR MLIRenAR T 2 AgF p o zimﬁ’;{—«ue = f‘« %/I*“" i Jellay
EERFE o R ARGy kT R LR R e sdp § (Grisham
and Granger, 1988; Smith, 1994; Savill, 1997) - 47 % ® A LPS# ¥~ >
R IR R D TR0 A BB R RH AL pd AR R
BEESGERRRERE 2T Y P L LPS mavd o] B AR
apoptosis # 2 f L& o @ MHE DX FmHN T %’ﬁ“r} #»’P#'ng PO TR P e R
MAzF pd A4 i:}é‘f-‘ B ERLIEEEFG A G FAF A DAS
% DADS # 2 3fvg ¥ diokd TWat v 2 % SRS R ALDATS & & g agrg Y 12
TRBCP WA ~H AT HE A A e pAB R R RGARF P AR R
RiEZE P E 2. apoptosis ©
T S GO 2 OSCs #0 h Sufh s X R Y F kb pch R 2P

AT Y st LPS 15 2h & 3hd X BB MR ¥ 5 F 0 2 cytokines
assay kits B % i#a ? % L% cytokines » TNF-a ~ IL-1B % IL-62. 3 & -
% saline 2 A B3| 7 iz& cytokines 2 7 & » £ & &3¢ LPS 23 P &
4+ 22 cytokines 7 B (% - )ept B EF M 5 L8 8 200 mg/kg 2= GO = DATS,
g PSS éﬁr A BF RS 2 INF-a ~ IL-1Bk A& (P<O0. 05) » ® DATS =
FEFRS 2 IL-6ER (P<.05) - #4imiEa DAS &2 CO EAp ] A F i
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2 IL-1b kA& (P<0.05) -
o RmEFRFIF SRR RET R T ERITIF R DR L

*z %% (Fong and Lowry, 1990) - 4 ;‘\EF; oIk g LA X PR U e
BeE oo Bep ¥4 T HaaEY; eg o IL-1 ~ TNF-a # it NADPH oxidase
witm @RS » IL-18 ¢ @ie MPO 2z (Dularay, et al., 1990; Shalaby
et al., 1987); IL-8 B|# £ IFN-v ~TNF-a ~ GM-CSF 2 G-CSF {&f i€ % 4r 32
A iﬁﬁﬂi’ sk s it (You et al., 1991); & ¥ 2, RPN 7 — B4us L4

THEE R e g IL-A T LPS A3 ef ¢ ok IL-8 2 ff2c g @ IL-10
¥ g 4 LPS’?E’?‘Z* ¢ 3k IL-1 8~1L-8 2 TNF-a % (Cassatellaetal.,
1993)-3% # %1 % 4p i ajoene ¥ #r4] LPS % i E wiim e 2 TNF-a (Romano et al.,
1997) « & LPS fljr A B E Pkt ¢ » FF D LU A FEBF B L P H o fn
# X F)F IL-10 snf e g ey L ¥+ TNF-a ~ IL-1a ~ [L-2 ~ IL-6 ~ IL-8
% [FN-7 ¥ (Hodge et al., 2002) - ¥ 5 # 3 45 ! alliin ¥ " % LPS 34
FH ki IL-6 o2 E (Salman et al., 1999) o &% £ 4 > & LR
in vitro#:b ¢ > & %5 & & 7 4 GPE (garlic powder extracts) -~ DADS %
allicin ¥ LPS &2 % 20 /] F¥{s » B n % Plmte g kR o B 5% 10~ 100mg/L
GPE 7 "% i< a ¥ IL-18 % INF-a enf#x > e [L-10 2 25 1102
100umol/L 7 DADS % *% ™ ¢ IL-18 % TNF-a «+#7c;1 2 10umol/Lallicin

B2 IL-100 2 & 100umol/L = IL-10 e§#3x X 34| (Keissetal., 2003)-

hHAFTE 20 In vivo fieit ¢ I AF I garlic oil e ¥ F L ¢ R L EE 2
ER X rsﬁlﬂl H 3 EEP kR o gt e, garlic oil 2 0SCs ¢ DATS £ 5 %
FHRBEF L ”e/;r% ERITH ol B 3 ST IS R AT T TRETDE S
DATS ‘e #4 2 LPS fj vf @ 2ok e L/ (L2 300 5 3 4o s 5] o
= ~G0 2 # 0SCs ¥+ in s k.@”?&i’% % T2 AP L kP giEF
2 F

* & 3 2 cytokine mix (CM: 200 U/ml IFN-y, 5 ng/ml IL-1B and 100 ng/ml

TNF-a) t]pc% 3 F A ek [EC-18 > L iwmie ik 4.7 ¢ B Bz end 5> &
IMIT 247 % 47 > BEFE S - 25877 FER2Z GO, DAS & DADS &
# ?e control f & CM fligcle > 357 B 8w 4 73 ; two-way ANOVA 4 787 CM
FeldB e e 05 % 5 M3 control 2 (P<0.01) o w22 GO ~ DAS 2 DADS FF 1 & % 3
fT% o #Rm 2 #%HE_F 4 » cytokines > DATS Jk & 4 A B R e s F 4 % o
two—way ANOVA 4 #7887+ CM AU je w2 15 7% & 3% control 2(P<0.01)> 2 DATS
Pradl e 3% 5 (P<0.01) > ¢+ ¢t cytokines ¥2 DATS @ 5 < 3 i® % ; = DATS $¢
fo¥e s adr gl (F € Fleytokines 2 % fed 4v 3 (P<0O. 05) 2 % & invivo

BETE S DATS 2 o] % 3paie S e LPS 3 % 4 2 apoptosis # s € 2 %
B Rm e AL RIKIFTBER T ARFL I ERARPE IR
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Table 1. ;8 < z=4 @ % 7 F OSCs 2. ~ R AFF &

P IS VL TR Ry S

LCO LGOL LGOH LDAS LDADS LDATS
TNF-a (pg/mL)  3089+508" 3762+568 *° 3859+272° 3370+724 % 4050+345° 3949+452°
IL-1B (pg/mL) 172+44° 134+54° 250434 ° 74+32°¢ 174427° 348+78¢
IL-6 (pg/mL) 448+61° 505+115% 484+35° 452492° 483+41° 546+40°

YA AT 2R BEF LR (P.05). #iE 5 MeantSD
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