D000 http://www.cqvip.com]

FYERPARES ST 20064FE 1| A 13 #HB 1#  Chin ] TCM WM Crit Care, January 2006, Vol. 13,No. 1 « 19

- it .
JIE R R B AR B B LS 1
caspase — 1 mRNA FiAR =2

HAEH, LLE X H, %%, B
(hRKEHE-ERILS. M Kb 410011

IN¥] BH.HWITRFWMAKBEENKGED caspase - 1 mRNA KX R )| &g R AN BN, Hik.
162 H 20 FR4REE SD KBAEHL A3 A RAR) I SHRA. REA=FMZBETBAGEL 6 K, 80 1%
FHEREETHRRFAREN, $ER-BOMEER Y RT -PCROBMEANWREWBESE 6h % 1,3.7d 8
¥ T M caspase - 1 mRNA By &%, R W &K BAELAEE THD K #2500, 30 Ik #8145
HTRENERRS . G )R B4 & B [E] & caspase - 1 mRNA RERWKAH B E TN Wa kR
(7 d BFER SR ARG R B ERE M (P 19<0. 0D, DM & 0K EH RFEHY SRS Wid. I SREsd
BRI A K MR T W 2 TR B B4, HOLB TR 5% D caspase - 1 mRNA RERAH %,

[2Mi8]  caspase - 1 IRR4G: IR T s 0 O R A H 0 1 e

P48 .R285.5;Q344.13  XMERIAE.A XS 1008 - 9691(2006)01 ~ 0019 - 04

Effect of tetramethylpyrazine on expression of caspase - 1 mRNA in the hippocampus of the developing rats
following recurrent seizures LIU Li: - qun, MAO Ding ~ an, BO Tao, BAI Hai - tao, XIONG Jie.
Department of Pediatric, The Second Xiangya Hospital, Central South University, Changsha 410011, Hunan,
China

[Abstract] Objective; To investigate the expression of caspase - 1 mRNA in hippocampus of developing
rats following recurrent seizures and the effects of tetramethylpyrazine on it. Methods: One hundred and
sixty -two postnatal Sprague —Dawley rats of 20 -day old were randomly divided into three groups: the control
group, the seizure group and the tetramethylpyrazine treated group. Seizure model of rats were induced by
inhalant flurothyl daily in 6 consecutive days. Brain tissue was sampled at 6 hours, 1 day, 3 days and 7 days in
each group after last seizure, and the expression of caspase = 1 mRNA in the hippocampus was detected by
reverse transcription — polymerase chain reaction (RT - PCR). At the same time, the water content was
detected and the pathological changes in the hippocampus of rats were observed after recurrent seizures and the
brain injury was evaluated by using a semiquantitative neuropathological scoring system, Results; In
tetramethylpyrazine treated group, the levels of caspase -1 mRNA in the hippocampus , water content of brain
tissues and neuropathological score at different time points were obviously lower than those in seizure group
(except water content of brain tissues at 7 days, all P<(0. 01); edema, degeneration and necrosis of nerve cells
in the hippocampus of the rat were also significantly decreased. Conclusion: Tetramethylpyrazine can
effectively decrease brain edema and neuron injuries of the hippocampus induced by seizures and its protective
mechanism on the developing brain injury of seizures is probably related to the suppression of the abnormal
levels of caspase — 1 mRNA in the hippocampus.
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Figure 1 Pathological changes of neuron
in hippocampus of rats in control group
(HE, X 400)
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Table 1 Average optical density ratio of caspase - 1 mRNA,

water content of brain tissues and brain injury scores
in the hippocampus of rats in different
groups at different time points(x+s,n=26)

A% ME caspase-1 mRNA BEARCH  BEHRIOH

R4 0.2040. 06 78.0010. 53 0
A 6h 0.2040.06% 79.55+0,54%%  4.604+0.71%*
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3d  0.8340.07%%
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Figure 4 Expression of caspase — 1 mRNA in the
hippocampus of rats in different groups
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Figure 2 Pathological changes of neuron

in hippocampus of rats on third day in
seizure group(HE, X 400)
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Figure 3 Pathological changes of neuron in

hippocampus of rats on third day in
tetramethylpyrazine treated group (HE, X 400)

KKGEBKE 6b.1d.3dM7dyBRMBHABEFH
B (P $5<C0. 01) . T 1) 25 W8 4 % 1k i) s BB 4R 5 B 4
YR BR 4 B BRI (P 39<C0. 01D,
3 i i

caspase R E MR A AT REE AR X
%% caspases [ iR B LI BT FT R B s caspase ZIR
BRTZ25 TR ARE TR B ARG EK
kit B, Caspase — 1 4 caspase RSP — T8
EBMM R, E A E ] LA A 40 B A E - 18
(IL-1P &L N EES F. KB RIL - 1pF 5 i
(interleukin — 1B converting enzyme,ICE), 3 4},
IL-185IL - 1B/ A5 M A Th BB A7 A5 B i AH L 1,
ICE th A fFIL - 1834 4R A HEMHEIE K. Caspase -1
BREMFHT BHS5THACTRES  AHR#
il ycaspase — 1 mRNAM & £ /Y 3K 7687 4 BUER L,
BRES1 A E 14 dRRI R, WHT
caspase 1 ] | zVAD 7] 8 8 3 /> K B 5 H A
caspase — 1,caspase - 3FRIAMIE - W& THH, #
S¥HRAYERASMBRIIBRYE, Caspase-1
¥ B o W 7 (Ac - WEHD CHO) # caspase ~ 3
FE R AEI ) (Ac - DMQD CHO) ¥ B F48 % T iR
ML /57 d ¥ B 4 4 40 B B9 7 16 ™, R B caspase - 1
A INE R R ML,

EFFRPRH, R E KRR E WK E & E
AT caspase - 1 mRNA ikt A B E#hn,
I D ASRE AR B E, RS KE. Rt we
WY ERMSEA B HE, B caspase - 1 mRNA
RAARBBERBOHRSATEE L ER
caspase -1 B 5 THEERRGHLE KRLRE,
B E SR 5 BA20E . 37788 K v K i i th
FEREFREER. Wang $° R H caspase -1 EH
G R RA S IL - 18 FIL - 18 & AL, B4R 15
25 B A B R, $8 R caspase — 1 - HUH £
AE 7 FE A 15k IL - 18 F IL - 1B LM, B


http://www.cqvip.com

0220

D000 http://www.cqvip.com]

FEHPPEESAHNE2006F1 HE 1385 18 Chin ] TCM WM Crit Care, January 2006, Vol. 13,No. 1

LR B A S H IL - 18 mRNA RA MM,

i caspase — 1 1 7 A B B 3 5% IL - 18 49 G fE St
1., [ Bt 40 B YR T B R B B B8R, 4R 7R caspase - 1
B T i@t 1L — 18 A S M 3505 42 AE LAY A1, XA T2 89
W e REST 482t IL - 18 S, b wT LU
HEW , caspase - 1 - RF KRBV LRI ATRE S
17 B 5 caspase — 1 it FE UIE AL T IEHEAIIL - 1840
IL - 1B AR IR, 2 E BB AT 2IE N
HME T, AL IL - 18 A1 IL - 18 FKikn i,
b — 2 DB 4k Ak AR 4R A% A% A BT Y B AT L 0 B AR
W5, YRAREESE L HERR caspase - 1 B EBERG1E
. B ER R TE— R

R R, I ZEx iR/ FRERARR AR
PER, PR AR e L/ I R S R 5 B
HHI A LB, A RPERR, N EEH KR
AR SKBAMHERE Y ER-RRSBARKHNE B
REAR , 98 T M e T v SOBRFE R B, 4% 41 40 G 922 11 R
A, %A S ] R R B K BN B S R K e A0
WL TTIR BRI, BB R AE RN . 5 R AT, i
HRAM D caspase - 1 mRNA Fik BT BK4H %
REAT B B B TR, B B W m At IRFER 2
WY ERES TRMBER S caspase - 1 mRNA
FETHBE—H. BB caspase -1 mRNA
Rix LATERFRNBRERRGRESBPEET
BEEM, IS8 KT HRmGMERT L, 8T
RES MM D caspase - 1 mRNA R EREF X,
caspase — 1 TERl 41 R+ 3= B g B2 S 40 A R 3k 3 4
W, D B F5 ke LA d5%e 4L T ORI G B R 4 B R 4
caspase — 1 /", NIZGEn]E R EMY
5 /1N Bl ik 45 1 i 3% Sl 0L S 08 A T 0 20 B2 R 48
BB IE 4L, {# caspase - 1 REFFRIEN MR E F
IL - 1B.IL - 18 & M, R M T H iS5 4
MM FIIRAARRE. HHAEHTR, A
BERKp RS TREREF , BERKELH

2B B R A2 10 ) 40 BK BT I B 1 caspase - 1 RIATH

RN KT RS G R R, B — S Rt

£ 30M -

oBL 72 2.9 3 JEL LI BULL OfF 2L L PN Rihd
FIBERBFILCI. HENTEL & £ MR F.2001.8:360 - 361.

(IEER,F KBRS )]SI BRI B R 40 7 ¥ &
WP ARPER D). PEEMEE,2005,25,36 - 38,

"{3)Holmes G L, Gairsa J L, Chevassus — Au = Louis N, et al.

Consequences of neonatal seizures in the rat, morphological and
behavioral effects{J). Ann Neurol,1998,44:845 - 857.

(4] Bona E, Hagberg H, Loberg E M, et al. Protective effects of
moderate hypothermia after neonatal hypoxia - ischemiashort -
and long - term outcome(]J). Pediatr Res,1998,43:738 - 745.

[5)Wang J,Lenardo M J. Roles of caspases in apoatosis,develop-
ment, and cytokine maturation revealed by homozygous gene
deficiencies(J), J Cell Sci,2000,113(pt5):753 ~ 757.

(6)Knida K,Lippke J A,Ku G,et al. Altered cytokine export and
apoptosis in mice deficient in interleukin = 1 converting enzyme
{J). Science,1995,267: 2000 — 2003,

(7] Hedtjarn M, Leverin A L, Eriksson K, et al. Interleukin - 18
involvement in hypoxic ~ ischemic brain injury (J]. J Neurosci,
2002,22:5910 - 5919.

(8] Rabuffetti M, Sciorati C, Tarozzo G, et al, Inhibition of
caspase — 1 like activity by Ac -~ Tyr ~ Val - Ala - Asp -
chloromethyl ketone induces long - lasting neuroprotection in
cerebral ischemia through apoptosis reduction and decrease of
proinflammatory cytokines(]). ] Neurosci,2000,20;4398 - 4404,

(9] Hayashi Y, Likiham I, Yagi T, et al. Immunochistochemical
investigation of caspase ~ 1 and effect of caspase — 1 inhibitor in
delayed neuronal death after transient cerebral ischemia (J).
Brain Res,2001,893;113 - 120.

QO EHW G IEIE, XUHF K. 45, /2 350 )| 2 o 3 b i 75
B ¢ —fos 1 bel - 2 EHRZMEWJ). PEBRK I HESE,
1999.11.609 - 612.

Gl BB, R 4R, X0, 55, )25 0 Xk R dot 1 - 7 9 U 460405 05 4 A
M EE R ERO). PESEELS S S KR K, 2002,9,
135-136.

(127 Kim N G, Lee H, Son E, et al. Hypoxic induction of
caspase — 11/caspase — 1/interleukin - 1beta in brain microglia
(J). Brain Res Mol Brain Res,2003,114:107 - 114.

CI3DZER, B I 7R, T AR ) 250 X /5, 0 i dpe L 75 A MO TR 4R 46
IL - 1B W (D). PEKERM S P4, 2001,9,36 - 38.

(Y H #:2005 - 08-09 4% H #2005 - 11 - 28)
(Ec s . FEeP)

- HR -

FRMARAFERFIEE 10 BL2EFIMSWGEA

SR MERAEF T SBEFIRELTN KR GHN LSO RTIENDT 9 .5 RRKE R T o — 548 05 0 e %
PR, BT 2006 4 7 2% 8 H G /REERKEMR S —ERANRERS NS 10 B2ESE 5, MrE8H ER
W B 5 R E A MR R AT EARTHT. FIPRUEE SLBREES  ZHRT 2 5d, WBAKEBRET
WEMEE., BEAEAN K FHL.13082070760: BE R ML i : (0316)2021113 - 6304, B FE bk T4k & g b5 iT R (613K 158 S B4+

065000; X 4k . www. aier - hp. com.

AT L2 g 55 i 3 /1R ML WO AL B8 61 ) )


http://www.cqvip.com

