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GRE] B NERABEHEYAEREE S RIE RN LS A (SIRS) X B & # % H F-«B(NF-«B)
MREERE., % % 60 REEN Wistar KB BEHLA 0 IE% X A4 .SIRS AR HREH, B4 20 R, WEEH
AEREH SIRS AREE, ARANE 2 h, RAFABBEHBAFEHK 4. 5ml/kg. FHFERF6h
FF B B0 B iy, DB e B R B 9 (ELISA) 42 8 NF-kB 1% ¢ DA B i 8 45 5% B F-« (TNF-o) F1 (5 40 4 K18
AL- 1P Rk, R S5EE RS 06+16.34), (76. 26 £ 16. 88), (45. 37+ 9. 64)ng/L) H %%, SIRS
H KR NF-«B 1% #k ((87.52 & 36.72) ng/LJ P4 & TNF-a [(321.52 4 56.74) ng/LJ # IL-1B((136.76 +
19. 68)ng/LIFK LB B F % (P #<0. 01); 5 SIRS 4 B, R #IW 4 K R NF-«B 75 # ((49. 514+ 20. 51)ng/L)
LA & TNF-a((183. 464 30. 64)ng/LIF IL-18C(90. 62+ 16. 29)ng/LI# ik H B &K (P #<C0.01), SIRSH X
B NF-«B {5 TNF-o f1 IL-18 %35 B 8 B EMH X (=0.67,7,=0.43,P #<0.01), Hi® HHUFESH
AT B . ) SIRS K B8 48 7 I B , B AR ML W7 BB R 3 th) NF-«B B 3E 4L .
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Effect of Tanreqing injection (##:% X H M) on activation of nuclear factor-B of rats with systemic inflam-
matory response syndrome induced by endotoxin LIU De-hong * , DENG Zhe, PAN Wen-qun, ZHENG
Xiao-yingy ZHOU Ze-qiang , ZHAO Zhong-jiang. * Emergency Department s Shenzhen Second People Hospi-
tal, Shenzhen 518035, Guangdong, China

[Abstract]l Objective To explore the effects of Tanreqing (TRQ) injection (R #4 ¥ ¥ # ¥ on the
activation of nuclear factor-kB (NF-kB) of rats with systemic inflammatory response syndrome (SIRS) induced
by endotoxin. Methods Sixty Wistar rats were distributed into three groups randomly: normal control
group, SIRS group and TRQ group treated by TRQ injection (each group, n=20). The animal model of SIRS
was established by intraperitoneal injection of endotoxin. After successful establishment of the model for
2 hours, TRQ (4.5 ml/kg) was injected intraperitoneally in TRQ group. At 6 hours in the course of the
experiment, thoracotomy was performed and blood samples were extracted from the heart; NF-«B activity,
the expressions of tumor necrosis factor-a (TNF-a) and interleukin-18 (IL-18) were examined by enzyme
linked immunosorbent assay (ELISA) in all groups. Results Compared with the normal control group
((31.06 £ 16. 34) ng/L, (76.26+ 16.88) ng/L, (45.37%9.64) ng/LJ, the activity of NF-«xB ((87.521
36. 72) ng/L] and the expressions of TNF-a ((321.524-56. 74) ng/L]) and IL-18 ((136. 76+19. 68) ng/L) in
the SIRS group were increased significantly (all P<<0.01). Compared with the SIRS group, the activity of
NF-kB ((49. 51+20. 51) ng/L) and the expressions of TNF-a ((183.46+30. 64) ng/LJ and IL-1B ((90. 62+
16. 29) ng/L]) in the TRQ group were decreased obviously (all P<{0.01). In the SIRS group, there were
significant positive correlations between the activity of NF-kB and the expressions of TNF-a and IL-1B,
respectively (»;,=0. 67, r,=0. 43, both P<{0.01). Conclusion TRQ injection may significantly alleviate the
inflammatory reaction of SIRS, and its mechanism is possibly related to the inhibition of NF-«B activation.
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RHRP . EHPEHER R ETEELA LM
BT, A iR 4 LB 9T % B o A %t SIRS
K B B4 7 B F-«B(NF-«B) 15 # ) & b5 35 5
F-o(TNF-a) M H 4 A R-18AL-13) KB M,
BTRAEEHBWRERSER.

1 HREHZ

1.1 ZRYREH & B Wistar KK 60 R
(HEFERREXZRHYHLRED HE 220~
250 g, IR FE VLI F R 3550 AL IE B % R4, SIRS 4.
RAEA,BH 20 R, ARE LR 40 mg/kg B
EH B KR, SIRS AMBERFAYS BIXR
(5105 8 8 e # 5% K B 41 88 9 3 & (E. Coli O55B5,
1 8 % E Sigma 2 7)) 20 mg/kg %1% SIRS Zh4#E
B, RS HRIIE 2 h, B KRR
4.5 ml/kg BABEHB(H LBIAZHLARL
B4 ;SIRSHA FHREHABE K, FHTL
B 6h MBI 1 ml, & 3CER(61FR T EAE
I & AR5 A ISR S, T 80 CHTRERR

1.2 BWHEIRRIFTE S K Schrum £ R
S R L B A 40 B Y B R 85 P K B TR B R
(ELISA) % I 41 7 1fiL 82 8% 40 s NF-«B 75 # & 1fl
¥ TNF-a #1 IL-18 %%, AF AW T HRIIBEAE
YITEARAE, BE T B EAR SV BT,
1.3 G448 BREUBRLAEE L)
RN, SPSS 11. 5 S-b 3, EH BB BT E
437 ,NF-kB ¥ ¥ 5 TNF-a K& IL-18 FiEM Xt A
Pearson#g £ 4047, P<<0. 05 W EREHH%E L.
2 g B

2.1 #41kKB NF-«B iE# & TNF-o,.IL-18 Rk H
B (# 1).SIRS 4 NF-«B ¥t & TNF-a 1 IL-18
REHABHFE®EXBA P H<0.01); BAHEA
# NF-«B 1% # & TNF-a fl IL-18 # XX HBEKTF
SIRS 4 (P #<0.01),

1 HWAMTHRI SIRS X B NF-«B fE4 XK TNF-o
FIL-1B BX MM (rts)

AR FHW¥K NF-«B(ng/L) TNF-a(ng/L) IL-1B(ng/L)

EHEXE4 20 31.06416.34 76.26+16.88 45.37+ 9.64
SIRS 41 20 87.52+36.72°321. 52456. 74° 136. 76119, 68°
LY E 20  49.51420.51°183. 46+ 30. 64° 90. 62+ 16. 29°

. 55 I % % B4 H 8,2 P<<0. 015 5 SIRS 4 3% ,*P<<0. 01

2.2 NF-«B 5 TNF-a.IL-1B # 4 3¢#k . SIRS 4 Kk
Bl NF-«xB #% #55 TNF-a f1 IL-18 5 2 B B TE M &
(r,=0.67,r,=0. 43,P ¥<0.01),

3 i i

SIRS B Hlékx &/ ™ ERMBITHELER
IR UG ARNEEESIRNEGREBER
AERBEF N, SIRS Z4ut, HShRFLENEHR
EAME ARG BMLAERE, B SR RE
R ERAMEEAZERBERS, FEREK, I
BAR BENHE S HEF, BRLRREZEMODS,

NF-«xB fE h—F AR N E B FENEKRE
FREAT.EEMGESHERENLEA HANSS
NETHRENE REEF ARA TS S/
ERMRXFEE, W HERT RIERNHEFE TR
XER. BIfL NF+«B A BRESEHARET
(4NIL-1.TL-6,1L-8, TNF-a. B~ 1% 40 g 48 % W 3
P .FoFnamERH S F-1ICAM-1D,
1L 40 BB Bt 4 F-1 (VCAM-1) | P B2 40 Bl 3 i 43
F-1 (ECAM-D) B HE FR S HH R MR A K
H &, F At S5 R 5 R B K5 FEZE (BI R K2
FRAOMEMBERRZAOCRAFEENAEAE
A", NF-«xB R H M4 HF kB mRNA % MODS
BEVSHHW/ERAS . NF-«B & HH & (p50 -/-
B p6s /PR AE EEWBRRENBERELERE
RIEFPBER . FRRIEFFRENEZW . ZAR
T.B W B4 Xt 22 24 R A 78 R N B % 290 ;B ok
BB AR R ARRE S 2R R IL-1.1L-6,
TNF-o 245 & it R K F B ED), Paterson &%
B SIRS A3 ob 4 s 40 g . B W 40 s v NF-«B & 4k
WE HERTHHASHB, HEEESHFENEE
A %5 [ B & B SIRS & % 4 A mn IL-6,IL-8,
ICAM-1[I¥ BEF+ B . Foulds Z£U R &R, ARG R
4 MODS #4 B # 41 & i 4 AE 41 Big NF-«<B 7K F 81 8
B F&&Z4E MODS B3 ,JET- B ENF-«BXKFE&H T
HEEBE. XEPRERH,NF-«B 7ESIRS/MODSH
EEEBRPRETEERH. ARV ERHA. &
SIRS I} NF-«kB % #: 2l Jt TNF-ofIIL-18 R 1 B &
FEHXRA, B NF«B 5 TNF-« f1 IL-1p %
532 9 B IEARSL, X8 NF-«B {5 4L 593 TNF-a
FIL-1B REMAR.
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HE A 5, BEL U7 BR T 3R 414 i BE A 4% E L 8 Il R L, T
BEAEHMERNHMRESR RENTET
BHETYE MNMBBTHENBRE FRRE
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BEHM L, in TNF B8 Sk 7T B #:8 TNF
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BREARNEXHTENERRRERESARE
B9, BT DA R BUER 0BT AR i SR 25 4 A I B s
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