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[ Abstract] Objective

(SAP)-associated lung injury in rats and assess its possible mechanism. Methods Thirty-six male Wistar rats

To investigate the protective effects of triptolide on severe acute pancreatitis

250 - 300 g in weight were randomly divided into three groups (n=6 each); sham, model and triptolide (Tri)
groups. Sham group only underwent laparotomy. Immediately after undergoing retrograde injection of sodium
taurocholate into pancreatic duct, Tri and model groups received intra-peritoneal injection of triptolide
0. 2 mg/kg or equal amount of normal saline, respectively. Six hours after sodium taurocholate injection, the
rats were sacrificed. The lungs were removed for the determinations of the mRNA and protein expression
levels of tumor necrosis factor-a (TNF-a) and interleukin-18 (IL-1B), and nuclear factor-kB (NF-«xB) activity.
Results Compared with sham group, model group showed a significant increase in the mRNA and protein
expression levels of TNF-a and IL-18, and NF-«B activity in the lung tissues (all P<{0.01). In Tri group, all
of these indexes were significantly lower than those of model group (all P <<0.01). Conclusion The
treatment with triptolide has protective effects against SAP-associated lung injury in rats. The underlying
mechanism is probably via a down-regulation in lung inflammatory cytokines, such as TNF-a and IL-18,
through the inhibition of NF-«B activity.

IKey words]) triptolide; severe acute pancreatitis; acute respiratory distress syndrome

B SRR (SAP) R1EXIR, RIER %
20%~30%,1 NS T=H % ey fili 451 45 BT 8L . SAP B
BOGRRIHE R, P RERNERTE S RIE
TEEEAY, B, 875/ TR RN AMIX
BRERBNBHRMEZ—, EARNEEEEY
BB B —F YR, ELA U5 A0 58 10 A
fEm, K LB ERMA"Y, BE, %2 % SAP

EETH - BILE BM TR R B (Y2005A144)
EHER A FENEA73 ), QK . BRILE A E¥MHt,
F ¥ B I , Email  li-xingwang@163. com,

B G W e . AP EEE TR H SAP
S AL, W4 B A Bk U BRRE XY SAP B 4 i B
W, 34 2 BRI HAE FIALA , R B 16 SAP fifidh £ 42
BHEEMRE.

1 HR5HE

1.1 SHYHEREAH L. 36 R Wistar X
B8 fAit, A& 250~300 g(H A EFEBR LR
PRLRE . WENRFRES R IH - BFR4
(sham 41) ERI4 FABARERAEA (Tri 4),
H4l 6 R, XRAMARER 12h. ARK. BERE



hEBTEEA SN 20094E 9 A 16 %8 58 Chin ] TCM WM Crit Care, September 2009, Vol. 16,No. 5 * 297 -

SHEhA 1 g/ke REEK R, R 4 B0 AR I E
WATHE M E B KB SAP B G B, DL BR AR th 3L
P e L ECR U L L SR T R A BT AR A Sk R R
. FTFHIME R, BELERIFE RANLEZE
BXE.

1.2 HYTHERRAEHETE . XBEEZ, Tri
HABBEHELABRARE(EEYEER ERWR
FRE.2 mg/kg; HAALTFTERAHEE K,
sham S FF MG (N3 BEIRFI+ =3 BB JE X 18 , R
AGRERH, KARERBERA  EHFHERNA
J5 6 h & FEZ Y, RERAE.

1.3 BERESHEEQN

1.3.1 MALMBEFRFEEAF-«(TNF-o) . HHKRA
X-1B(L-1p)mRNA %Kik : ERB A M H AR,
R A et BB AN R B (PCR)N & 4 8
TNF-o,IL-1B ) mRNA #3%. FESI Yot
BRERNBEREBRARAGR. BARA—SERR
BARSET B RNARBREAANEVWAEE
Promega A R)), R #% R AN K VLA HRERR
cDNA GE &M B HZ& TaKaRa A7) . KX ER
PCR R KRN 25 pl, HFAWE K 500 ng #y
cDNA B, 250 nmol/L W L F#5I ¥ & 12.5 4l
B 2X®KHEDNA JBHBAY. RM&KH:94 C
2 min, 25 94 C 40,60 C 405,72 C 408,40 4
3. FAXUARAE B Rk 0t B 43 B A7 AR X E B
. 3% DNA Yu6HE 4 ¥ 7000 2 & PCR X
¥ 8 % B Applied Biosystems A ],

1.3.2 4N TNF-o,IL- 1B ER B RABK
HE B M (ELISA) , B AW BRI REAEY T
BEBRAF., TNF-o,IL- 18 WEHSBRALRMES
HANHRFEBEARERR. BEARAFLHE
KW E .,

1.3.3 MAHNEHFHET-«B(NF-«B) iF#: Bk
G R, RBEEQ, MEEAKRE . KA ELISA
¥ W NF-«B i DNA &4 E#%, A& hxHE
active motif 24 F$24L, T IE I HHEE, NF-«B
FEHUBOLE (ADERR.

1.4 SEit3hb 3 . R A SPSS 11. 0 REE#FT R 2%
AL HERMUSE I HREZGCLIRR, HEF
B ] 3 R B R R 7 2400, 7 2R S 41 A
KR BRMEE,P<<0.05 ¥EREHITEEN.
2 &4 R

2.1 B4 TNF-o,IL-18 ) mRNA #i5 X EA
TR (FE 15 sham H B, HAHRM Tri AF4H

#1 TNF-a,IL-18 fy mRNA A R EHSEHEE
T+, Tri 4100 8 R 40 BA B R (P #1<<0. 01D,

%1 HSAARMALR TNF-a.IL-1p 9 mRNA %%
ERASREBGL

as %  TNF-a IL-1B TNF-«Ef IL-1BEH
X mRNA mRNA (ng/g) (ng/g)
sham# 6 0,09+£0.03 0.07+0.03 4.87+0.12 2.07+0.19
BMRg 6 0.9340.05* 0.53+0.09° 54.1041.10* 30.0940.20*
Tri 6  0.42:0.06 0.17:0, 08" 20. 80+ 2. 31*® 14. 860, 23*®

5 sham @ H¥E,"P<<0. 01; S4B 4 L $,°P<C0. 01

2.2 MHANF-«BEHE(E 1): 5 sham 4 ¥,
BMEAARN Tri AMAL NF«BESHSHEAT
(P $1<C0.01) , T Tri 41 NF-«xB {5 ¥ i 43¢ 181 7 46 B
BR&(P<0.01),

l.ﬁr a

@ 1.2}
N
b5
‘CE 0.8 B_b
* )
£ g

=

0 —
shaméi B W Trg

ik
T 5 sham 41 3%, P P<0. 01; SR 4 ¥, P<C0. 01
M1 #EXMBTEALR NF-«B FHEK LR

3 i i

RXBSUNED HRGRFTRERER
BARE, WG4 R E R RI B, AR
TR B0 R E B R IR B M2 5 R AE R
&5 4 1iE (SIRS) , T H B % B /8] 2E ¢, fili 483 05 9 & 4
RABWMXRERZHESUEBRBRRBE SR,
WE—FEERERNRBHER: Z—FEEL
BRI, RIS R A RE T
RS TR UINE T HLA 45 R, 3 8 2 B
mEMBEEREW. BRAE b HRG#TT
TRITREFEEM.

HTHRWIEABWABBRIEN R EH
T ARAPUETH AR RERFREANE
W, FRBIEL, FAENELEERREAME, A
70 90 0 e o K BB S R RE B4R 4411, SAP &
B S5 B A Yy 35 ) I B I WA IR B TR 4L,
SR AR A . H P TNF-o . IL-18 RRHRE
PEf RAEH T AR PHAEH TNF-o, IL-1889



* 298 -

S EFHELESAMAE 200049 AS 16 %% 54 Chin ] TCM WM Crit Care,Sep

ber 2009, Vol. 16,No. 5

mRNA ZXREH S EY K sham AFA H, RY
SAP fiiff et 14 FRRERE . TNF-a TTLLE
B2 49244 B S I 4 G, 384 B i << B R 1 5 B 4 L (R
S P 40 M Cln op 400 40 D 7E B 8 B SRR L 30 S R
BENBENRAZEFEHKRMEHEKFERE
—RIMRBER N, AR IL- 1B SAREFH=4E,

MW#T TNF-o,IL-1B SR ERFRRE.

SRR, B AR B SAP fifif,
R RRS M S5 S 414 NF-«B #0353/ T
¥ TNF-o,IL- 1B S RIERFHRRBIA XK.

$EIR
(1] s 585,27 %5. SR IOFRJEHRENER

BEREREL] PEEERAKES,2004,16(2):100-
102.
[2] Qiu D, Kao PN. Immunosuppressive and anti-inflammatory

TL-1B 41 2.4 255 TNF-o B94E I, 12 2% b 4tk B 40 i
IR BB, B 55 4% A G I I BE 8 I3 B FP B3 F O R 3t
R T AW R SAP 5. ABFRS, Tridl
AR TNF-o.IL-18 8 mRNA FX R BT EY
BHRAYABERE, UABEABARERENH
M, R HB R GEH. AT R, BAHA
BERXARGHBRAR.Z2PRIEETWH
TNF-a,IL-18 @72, AT B RIERBMITERE . (5] macw, w3008, 5. B2 ERARCERZRR
NF-«B R ¥R HFETHEZ AR P RE T 5 4% WMERMMBIR). FEREES S B8R E, 2007, 14Q1);
RS RET RS SAP IR % R BT H0%E 26-28. , o
EIRSEE AW TN T ARE (P st e
b, 5HEMHBALES LTIBEFERE. SAP R J Pathol,2004,202(2) : 145-156.
EEE ’_E}‘ugﬂﬂﬂﬁuwﬁ%(ﬁuﬂ&gmﬂﬂﬁ?‘ Vgﬁ [7] Browne GW, Pitchumoni CS. Pathophysiology of pulmonary
R ENEON ER TS, 5S4
W5 NF-«B 454 B %1 8 &3 (2 , NF-«B 78 LI
HBUFEAEREHEETHREEEN B K7,
il TNF-o.IL-1 ERERFHERBBX (G3F/
IR TF) LT «B &4 01K NF-«B BB G5
SXBERIEMNFREFPRE. Bk, NF-«B 7 SAP
MRGEHEEEBTRTEERERS . AHRIEE,
% NF-«B 3% {LxF SAP 5 BE B A 4R 52 4
AFFE s BRI H NF-«B IE4E sham A B E 75
Tri il NF«B GHREAA B ERE, RHELAE
P B A3 B 8 [ i SAP J5 I 4 R NF-«B 35 4%, 2 i

mechanisms of triptolide,the principal active diterpenocid from
the Chinese medicinal herb Tripterygium wilfordii hook. f[J].
Drugs R D,2003,4(1):1-18.

[3] . /MR REABRER AT ILE N # Stll 5787 Lk
F0) FEPEES 4 R #E2004,11(3):156-158.

(4] Mfk4. EWRA TS EAMS R B R0 BB
RO FEPHEA A S H&E,2003,1003):154.

complications of acute pancreatitis[J]. World ] Gastroenterol ,
2006,12(44) :7087-7096.

[8] Zhang XP,Zhang L,Chen LJ,et al. Influence of dexametha-
sone on inflammatory mediators and NF-kappaB expression in
multiple organs of rats with severe acute pancreatitis [J].
World J Gastroenterol , 2007,13(4) ;548-556.

[9] de Campos T,Deree J,Martins JO,et al. Pentoxifylline attenu-
ates pulmonary inflammation and neutrophil activation in
experimental acute pancreatitis [ J]. Pancreas, 2008, 37 (1);
42-49.

[10] XHHk, HH. DR B BHFZAF-BEXRIHEMBRR
HOEPRAEARED] $EAERSANESE,2005,17(D:
434-435.

CJCA B #9:2008-12-19 4[5 H $7.2009 - 04 - 20)
EXRE FHP)

* T o R -

BAEBERTBRAERENTHRR

BRARSEOBR RS RAFRERNSNRGEREABRER. RECERAX G\ BEMATRSK 2EY
BHRARZRRACENREZREFHRPERIEAEHB ORI, M08 RE T8 p R R 17 AL R
ROEERECERTOANYE. $HYRBEREFBERFER NS TREBEM 200, AW HAERFH
B SR DT IR . — Uk 4 ) S0 0 e K 0 5 52 MR R R U 2 R 40 mg/kg, VAR S VR I FF 16 Y (B AR 43 31 2 14 d A1 28 . F il
333 (B A PR BRI B B T B FE 40 mg/kg AT R LHRR  EHA S Y b, WM A5 50 R &9 8 ] 5 8 A2 B @
% (r=0.9,P<<0.001)., FHBALERTE ANEERWMANBHEERGINBERTERAAGEERBN 0,4
P=0.003,% P<<0.001), #2HRRP, HEAEENEEHAN 20~22d, RERERIIKBERBRITIEANNR, T4
HLERBBRANRPER, HREAAVSHER. IRARAD RACEBRERAEREDY QSR @EARBBE
R AGES S, R ELTHRE .

%9 X2, 4% (N Engl ] Med),2009,361(2):135-144;3 % ,¥#



