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[RE] B WUERILISFENRESARNEFEAFEIEERNY. 5E RAEHEHF
ARCLPDFHEXBEEREER  MEELREEX CLP KERTRMER . ABK 28K % (ELISAK
WARG 2.6.12.24 F1 48 h K K I 1% b 8 37 5E B F-o« (TNF-) FI 4R B A F-1BUL- 1D K F BT WE 72 h
KEWARFHEET, KRB SRR PMe), F ELISA 8 545 2 5% LPS(100 pg/L)ES
KB PMO Bt INF-« RIL- 13 %M. 4R ERESTAXBRTEY M THEEEGO. 0% 85.0%,
P<0.05), E#kH BT A VEM M TNF-o f IL-18 7K V88 8 41 4 B B 8] 5 9 8 1% (P<<0. 05 & P<
0.01) s AR KREE MK BRIMBHRGBERR, KIERKN,5.10.20 7 40 mg/L BERZEHHT §FMHE
{6 LPS 3 # PM® FEiX TNF-a 1 IL-18 fk 7 (P ¥<C0. 01); EZWRE AR TNF-« K¥ERERITFREX
(P #>>0. 05) ;7 5 mg/L 4 IL-1 K F R E & F 10 mg/L 4 (P<0. 05),{H 5 20 mg/L AR 40 mg/L HILE
ERERITEBL(P#H>0.05), 4it ERESHFHMH CLP KRERARBE L EEMRAGRE. X
CLP KR EBERFEM.
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Protective effects of rhizoma paridis total saponins (M #% % 2% ) on septic rats ZHOU Man-hong, WANG
Song, MA Xuan-lan, LI Tang-jiang, LIU Tong-ying, LIU An-ping. Department of Emergency, The
Affiliated Hospital of Zunyi Medical College, Zunyi 563003, Guizhou, China

[Abstract] Objective To investigate the protective effect of rhizoma paridis total saponins (BB 5 2
) and its mechanism on septic rats. Methods Septic model was reproduced by cecal ligation and puncture
(CLP) in Wistar rats. Rhizoma paridis total saponins was administered to observe its protective effects
on septic rats. Blood was collected to determine serum tumor necrosis factor-a (TNF-a) and interleukin-18
(IL-1B) levels at 2, 6, 12, 24 and 48 hours after operation by means of enzyme-linked immunosorbent assay -
(ELISA). The pathological changes of lung tissue were observed with light microscope at 72 hours after
operation. The peritoneal macrophages (PM®) in rats were isolated and the release of TNF-a and IL-18 in
PM® after exposure to lipopolysaccharide (LPS, 100 ug/L) were measured by ELISA. Results Mortality in
the rhizoma paridis total saponins group was significantly lower than the CLP group (50.0% vs. 85.0%
P<0.05). The levels of TNF-a and IL-18 in serum were significantly lower than those of the CLP group at
the same time (P<C0.05 or P<0.01). The degree of inflammatory injury to the lung was much milder than
that in the CLP group. In the in vitro experiment, it was shown that rhizoma paridis total saponins in
concentrations of 5, 10, 20 and 40 mg/L could inhibit remarkably the release of TNF-¢ and IL-18 from
LPS-stimulated PM® of rats (all P<{0.01). The differences in TNF-a levels among the groups showed no
statistically significant difference (all P>>0.05). The level of IL-18 in 5 mg/L group was significantly higher
than that of the 10 mg/L group (P<(0.05), but showed no difference with those of 20 mg/L and 40 mg/L
groups (both P>>0.05). Conclusion Rhizoma paridis total saponins can protect the CLP rats by inhibiting
the activation of rat PM® to release cytokines and ameliorating acute lung injury.

[Key words] rhizoma paridis total saponins; macrophage; tumor necrosis factor-a;
interleukin-18; lipopolysaccharide
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BARBEME Ee HE NS FEA LHEE
WHE HREAY. ARRFEARTEENTIES
MRS ERLRTNMEBEENKRNRFERAR
HoLs, mEWTF,

1 HH5FE

1.1 ZTRMB.AHBWTRMNEFSNEPHESH
Y, MY BERACEHELENSHEL AH
XEX2EAUBAERBIE  GUEQRIBHE
BABERSBTE. F 8 AR HHE Wistar KR,
WS, A E 200~250 g, BB =FEERFEF LS
AR ERIYIORE. ZRFYEHKIES:
SCXK - 2002008,

1.2 LB H RERE % .2 8 Chaudry %
RENEBHELFARCLPD FEH & XKREEE
WAL 4T CLP R BN FRERERE T HESEELAK
30~40 ml/kg, PAFhFEAR 5K Bk K . FIHE S 893
YT AR,

1.2.1 LR 1.4 40 R CLP K REHEIEFEERE
SRHERARNERSBHL. B4 20 H, WEEY
BBHX CLP XRH 3dRFE,

1.2.2 LB 2.4 66 H CLP KRB FEE
SRIH EREXRAEAG R RBEER EHA
(30 R0, 4 8IFAR)G 2.6.12.24 M 48 h FH R E#
BRBHHGOR), FCLPETERLBHER. &
&K 40 mg/kg, | H 2 K, 25 FA G H R S E
. BAKRELHEBGCHE @AW ETREEF-o
(TNF-o) . B4+ E-1B(L-1R) & &, 72 h BB T
ALIREERE,

1.2.3 B3 KEBEHRERRPMOHHE.
aifp g SR KRARER 12 h, ZBEBREE, WE &
Feie B TS EH 5% 8 ZBF 5~10 min,
WHAERERERER, REENEAEEEKY
0m, REEBIHEBRYA—/O, KBREE
B0 10 min, Bk 2 RERERBSEN 10%
KIE/NEIMER RPMI1640 R REE AR, ML
WM E R 1X10°/L EMAZREZBEFRR S,
B 0.5 ml. REIWBFRES AT BA N8
ZWALPSHAREH L BT 5.10,20 1 40 mg/L
4. BH 6N EL.ERERTSAMAMBKES
YJE 2 h S IMARWKE N 100 ug/L B LPS, ZH
MEAHMAKXR PMO R ABEK;LPS H 2N
ATEFEIME X BH AR PM® fi LPS. F 37 C.&
BB Rs5%HCO, BHRBEPBTF 24 h, KELFE
WTF-20 CHRERN TNF-o, IL-1B ¥R E.

1.3 RWEE R miE X E#H W TNF-o,IL-18
¥k A R SR P B IR S TR I (ELISA) , 3R &
VB HERE S BT, MASERBK. GREaE.
FAR-FLHERE . HEH. IR, LETUEA
LR EEL,

1.4 SH¥LE BB E RS @D
R EVTR A E 4 R, R A SPSS 10. 0 &3t
REFFEREFESTM X BK,P<0.05 B3
RAEGHERE XL,

2 & R

2.1 EREBHENCLP RRAGEPIER - ER4
KR 3dET-FE R 85.0%17/20), ERBBHH
3AFET-H K 50. 0% (10/20), A LR E R A Gt
28 N (P<0.05),

2.2 EfBBHEX CLP KRIM#E TNF-« # IL-18
KFHEw(FE D B M # TNF-o f1 IL-18 K
SEHERMBAWBHEE P H<0.0D, 48 FR
JG 24 h 16 hiKFE M, BEAE BT ME TNF-o
MIL-IBAKFHETR, SEBARKERALIT
28 Y (P<0. 058 P<<0.01),

£1 HAKRIMA TNF-o M IL-18 K FEHE (z+s)

Riaet TNF-a IL-18
aa f8} (h) bl (ng/L) (ng/L)
E¥HEA 56.72+ 3.87 57.15+20. 27
HRA 2 105.34+ 3.65° 125.73%13.32

6
6

6 6  128.394 5.23* 208.28+14.81°
12 6  126.17+ 2.45° 156.19410.13*
24 6  191.64312.45* 134,81+ 6.38*
6  136.83% 9.12* 115.45+12.56

6 45.344 4.23°  97.46+ 9.38

6 67.25+ 6.16° 135.374 7.17°

6 79.62+ 2.57° 105.56+ 6.59

24 6 132.774 8.15%  91.32+15.21°

48 6 103. 68410, 38>  85.44+13.91°

48

EEREFH 2
6

12

5 IE % % F 4L 8, P<<0. 01; 5 R 4 ] 3 He 8¢, PP <<0. 05,
¢P<<0. 01

2.3 ERBEFEXNLPSES KR PMO i
TNF-o IL-1BMEH(E2). ZAMBHELHERF
LA & TNF-a.IL-1B KiK. LPS 4 ¥ 7] & PMP
LB TNF-o.IL-18 3 R (P #<<0.01). E
BERHSKREH LFEBP TNF-o,IL-18 KFH
HIPSHBERR ERHARHTFEFRI@P HI
0.01), SEESBEHLE TNF-« KFERE
GHFRGERLRH Smg/L 4L IL-1B KV B %
HTESBREH 0mg/LA.ZRAKHFEEX
(P<0.05), 5SE# B BH 20 mg/L #H %40 mg/L
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HE L ERELITFE (P H>0.05),

»2 ESHRBHNLPSES KR PMO
B TNF-o,IL-18 BB W (z+5)

a5 A¥ TNF-alng/L) IL-18(ng/L)
FAXNBA 6  31.86+ 1.48  65.68+ 3.78
LPS 4 6 114.40% 7.859 348.50434.84¢
ERERESmg/LA 6 68.66+13.46° 143.06+27.63¢
ERLET I0mg/LY 6  47.16% 8.69°  79.36+25.91
EHSRE20mg/LA 6  52.85+19.64°  94.05446. 67°
EREBET Omg/LA 6  50.10+ 6.98°  84.15429.04°

% . 575 [t 4L LB, 4P<<0. 015 5 LPS 4 W8, P<<0. 01;
HERBBH 5 mg/L HHK,'P<0.05

2.4 MEASFREXRTRAHETE D XETR
B, EHERAMAREHTRE, L M. KM SR
] KB RV SRR N, B R S M IR L B [e] R
7K B R H AL | B P60 s ] R AT LK B AT
SEMARK . ERLBTFHAMRSHREGEMY [
FkBR REMARBEAML MY BEBRE.
33 #
FEAGKFR KT RGO PR RS
AAEEFELRN HESMMEERRGFE
BHEREEER BNAERAEESEAL
. EXHEGHHEARENMELNEENETER
S LPS ENSGMBENEERES FZ—1, 1
FERE TR i & R A0 AE SN 40 S S E W 40 T Y
EAL, MTTSIE TNF-o IL- 18 ZE X B REN RH B
HOXEREMFHBFER REREIRRER
&Y RBFCIE 8 13 B R A DL B R UM B AE OF
BB MODS, B ZH -1, Eit, ERKSENRE
AEEET, FHME R K™% TNF-o,IL-18 %
RENFEB THREEMER. M6 EMARNE
# SRR REN R4, HETEEZEE B
WERHBEBREFRERE.
ELREREH, BB BTSN BREECLP
ARMAETR,HBERIOEANEIERENT
TNF-a 1 IL-18 B3 (RS AR HE R HiE L EB R
BHAHEMH LPS 3 KK PM® BB TNF-of
IL-18. B R EH S 2 H 3 CLP KR EPERATT
BE 55 90 i 5 v 40 B PO 0 4 B> TNF-a 0 IL-18
ERENMFEHEEFR, BERSBHFREFTUNE
3k E##E TNF-o, IL-1R F R A/ R A K FE, A TTTE
—ERELNHARENRELZR B RITER
B AE BN 7B B AE » 3 i O B X B AR R RN OB
WRABRREGHRE. ELLEHFFEREHFR PMO
B TNFa 2R EAT¥BE RUERLBHREK

EREXB 5 mg/L BIR[ KB MH LPS H R KR
PM® B TNF-o #9 B &, B3 In ¥ Bt 7 8B 3% ho
Hmplgn. mMmERBEEX LPS #S AR PMO
R IL-18 My B RV B 7E 10 mg/L, B3 0¥k B 3%
A REIE i %l LPS % 5 69 K BUIE & E v 40 i B
IL-18 BIZNE .

ESERYHNE . RERILH DA+ 45E
%, B R E F-«B(NF-«B) W 38 1 845 40 B8 F 18
HKRAFEMSERERNRIERNMEERRE, MR
NF-«B fE 5 ¥ B tr 47 T 677, W Al fE &2 2 8A
BRMARBE ANRBE EREHRYARAR
FHERBHERRENEAEN  RERREH
fe i ik kR DNA 2 BB E SRRk
F101; it A £ 51 E AL R I %] NF-«B 16 1L 1 1
AT, #E T mRNA K P H TNF-o IL-18 B 4£
R > AT A2 B A 45 e A SR W9 1 A, B FR tE— 2B O BF
FRIEE.

EELBRERARE ERLEHEEE CLP X
RSB E, WiF 2K CLP KRAETHEK
EHRZ—.

B % L kk

[1] Barriere SL,Lowry SF. An overview of mortality risk predic-
tion in sepsis[J]. Crit Care Med,1995,23(2) :376-393.

[2] #kok®i,BEB. MODS HAWMTHRMEB]. PERLER
BHEH,1999,11(8):456-458.

(3] 4B . FRIPEELGVRTAURERNEBER T E(I]
P EPHEESE SRS, 2000,7(6):323-325.

[4] E4%.ZH AR . AER . RUENMFEHB —RITEENKS
PR E KD PEEER2HMES¥,1998,10(6):323-325,

[5] BEB.SHERRKEFENARKTFI)L FELERIME
%#,2003,15(3):131.

(6] BXFAFH, HBEHM ENE. ¥ FEHEKIMAAERENET
RHF&E). HEPELHEB&E,2000,7(3):26-27.

[7] Chaudry IH, Wichterman KA, Baue AE. Effect of sepsis on
tissue adenine nygleotide levels [J]. Surgery, 1979, 85 (2).
205-211.

[8] Cohen J. The immunopathogenesis of sepsis[J]. Nature, 2002,
420(6917) :885-891.

[9] Sikora JP. The role of cytokines and reactive oxygen species in
the pathogenesis of sepsis[J]. Pol Merkur Lekarski, 2000,
7(43):47-50.

[10] W= BRIF BEK % EERRDEIHERELERRR
SAE B TE]. R ,2007,29(2):195-198.

[11] Surh YJ, Chun KS, Cha HH, et al. Molecular mechanisms
underlying chemopreventive activities of anti-inflammatory
phytochemicals ;down-regulation of COX-2 and iNOS through
suppression of NF-kappa B activation[J]. Mutat Res, 2001,
480-481:243-268.

CHCHS H #9:2007 -11-23  #5/8] A 3§ .2008 - 05 - 20)
(FEX%8 - FZH8D)



“5.12” IR EBIRES S BB FMKM 1 Gl ES

( ELRS26T )

B E AR XM RIS R M2 $EAB23 dXE R oW R 8 o A YRR R

BREEHNREEARNEFERTR

( ELR568T )

o : @ ; o . _I,- ¥ ®

@ .E#xHg, O .504, © - B#8 210 mg/LA
B 4 KEMAANREIEHE, x400)

PERERRNES

spiFty
N ans

N

i - REEH: 11767
e ; S
N HEGEESAYSEN
S HBE RS 6-93
. EFEEM: 54

. RiEFHMFXERFEEI22S  #i4: 300050
Lt B M IRAT B F 4L, AT B AT £ ATRBAT 6
: 022-23042150 f&H: 022-23306917 Emai

e A

l: ccem




