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Effect of fructose - 1,6 - diphosphate and dexamethasone on ischemia/reperfusion injury after hemorrhagic
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[Abstract] Objective
the protective effect of fructose - 1,6 - diphosphagic (FDP) and dexamethasone (DXM) in hemorrhagic shock
in rabbits. Methods Using a hemorrhagic shock model of Wiggers, 48 rabbits were randomly divided into 6

To investigate the mechanism of myocardial ischemia/reperfusion injury and

groups. Group I control groups; Group I with drugs given before ischemia phase (divided into 3 groups:
FDPI1, DXM1 and FDP I + DXM I ); Group I with drugs given in reperfusion phase (divided into 2
groups: FDP I and DXM I ). The levels of creatine kinase (CK) and troponin I(cTnl) in plasma were
measured, and myocyte apoptosis index was assessed. Results Baseline levels of CK and ¢Tnl were similar
in three groups;CK and ¢Tnl and apoptosis index were lower or with a lower tendency in group I and in
group I (P<C0. 05 or P<<0.01); CK and ¢Tnl showed a lower tendency in rise in FDP I and DXM I than in
FDP I and even slower in FDP group than in DXM group; CK and ¢Tnl levels rose slower in FDP I +DXM
1 than in FDP I and DXM I . Conclusion
the myocardium from reperfusion injury following hemorrhagic shock.
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B N (P<C0.05 8 P<C0.01), i HAEFEA LA
WEREEBERITZERP H>0.05, FHEE
& Bt 1R S EE G B L (P<C0. 05 3 P<C0.01);
FDP I fil DXM [ 84} %]5 FDP I #l DXM I 4| 1
8,CK #1 CTnl L HIBEHHRBHYE,E FDP H
HEEHEMHE KEAHAE LK, FDP 1 +
DXM 1 ) CK i CTnl §y L FHig XIS .

2.2 FATOCUL4EMR R . TUNEL 45 R BR, &
BREE RN EEET.O U4, B E 4R, et R
B, WRARA, KFEETE S %4 T FDP f1 DXM
REARETHEER S FDP fl DXM X B #
(A 1~6). AR 2ZERMBAILEL, TBRALA
53 EAMRBECREOHLSE TRES, KPRA
FDP #il DXM £ T F&5E 4 B 3 (P<0. 01D,

1 BHCK K cInl REBLXGEs)
Tab.1 Changes of CK and ¢Tn I in every group rabbits (xEs

HHEEE (min)
-1 L Rl % MRS E
30 60 120
CK(U/L) R4 465+ 92 6251134 1185+ 325%* 1407+364%* 15874317%*
FDP [ 4434218 455+138 555+206% * 7924273% * 7001240 ##
FDP 1 4211160 623+257 1198+366" "4 10574348 2 8871234 * **
DXM I 4761140 494+137% 564+130%* 8081241 " # ¥ 760£170" **
DXM 1 439+ 87 5351165 6781156~ **# 7731114 " #* 7861125 " #*#
FDP1 +DXM I 4661178 469+ 95%# 537+ 179%# 672+£208% # % 585+ 128% #
¢Tnl(pg/L) T RA 1.7140. 62 3.5240.84%* 7.8741.50%* 14.21£2. 16%* 14. 8612, 13%*
FDP [ 1.4710.36 2.36+1.03 3.12411.08*** 2.9440. 73 #r* 1.9440.67%*
FDP 1 1.88%0. 90 3.9741.09% 4 4.40+1.75%* 3.05+1.05"** 2.8410.85%*
DXM I 1.6410.88 2.19+0.98** 2.8740.58*#*kk 39140, 94**#*kk 39840, 70" * * kK
DXM 1 1.7210.85 3.0140.98" "4 3.9340.75" ** 5.0311.48* ~A* 3.6140.90% *#*®
FDP [ +DXM I 1.6240.10 1.65+0.31% % 1.65+0.36% * 1.8040. 427 % 1.64+0.55%#

H.5xARMELE: " P<0.05," "P<0.01;5 FDP 1 41t :4P<C0.05; 55 DXM | AH.3 . AP<C0.05; SX AL .
#P<0.05,**P<0.01;5 FDP | +DXM I 48 L% . * P<<0. 05, ** P<0. 01
%2 ¢HONABRATEMENHELGE

Tab.2 Change of apoptosis index in six group’s myocardium (x+s)

Eig o pag:iE:ik FDP I FDP 1 DXM I DXM 1 FDP ! +DXM [
nEH 40 40 40 40 40 40
Al 2.8240. 27 2.0540.17 2.1740. 22 2.2740.12 2.30+40.17 1.30+0.20"*

H.5xRAkE. - P<0.01
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1 AR ONMRER( 4  TUNEL &, X 400)
Fig.1 Control myocardium,arrow show apoptotic cardiocyte

3 kAT DXM AR ORI 4 , TUNEL 3%, X 400)
Fig.3 DXM I myocardium,arrow show apoptotic cardiocyte
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s WRiEE FOP @AM OULMBERC 4  TUNEL 3%, X400)
Fig. 5 FDP I myocardium,arrow show apoptotic cardiocyte
3 3
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Fig.2 FDP I myocardium,arrow show apoptotic cardiocyte

4 kBT FDP+DXM AR CILHREE (1 , TUNEL /&, X 400)

Fig.4 FDPI +DXM I myocardium,arrow show apoptotic cardiocyte

6 WiEe DXM AR LILMIR( 4, TUNEL 3, X 400)
Fig. 6 DXM 1 myocardium,arrow show apoptotic cardiocyte
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HARATHA B, B ZEBKE AR ET
AR B gk I - A 4 L L B

LR b, S K 52 5% G B MV BT A B0 LR
I~ B i, FDP f1 DXM WAL LB H R 7 R
HLE AR, B AR N A XTI R P ER B .
EE K

1 Gurevitch J, Barak J, Hochhauser E, et al. Aportinin improves
myocardial recovery after ischemia and reperfusion:effects of the
drug on isolated rate hearts(JJ. J Thorac Cardiovasc Surg,1994,
108:109 - 118.

2 Tavazzi R A, Starnes J] W, Lazzarino G, et al. Exogenous
fructose - 1, 6 — diphosphate is a metabolizable sustrate for the
isolated normoxic rat heart(J). Basic Res Cardio,1992,87:280.

3 Tavazzi B,cerroni L, Pierro D, et al. Oxygen radical injury and
loss of high - energy compounds in anoxic and reperfused rat
heart . prevention by exogenous fructose - 1,6 - diposphate (J1.
Free Rad Res Commun,1990,10:167.

4 HWE EHE.RIEM, S MEXRNRRROERT-HE
ERGMBERERJ). PEAEERSHELE,2001,13(6):362 -
364.

5 HER,ELE,KEF, S HERBERXRVGEKRT H89%E
AU PEREEREZE,1996,12(2):146 - 148.

6 Chen S J,Bradley M E,Lee T C,et al. Chemical hypoxia triggers
apoptosis of cultured neonatal rat cardiac myocytes:modulation
by calciumregulated proteases and protein kinases (JJ. Mol Cell
Biochem. 1998,178(1 - 2) ;141 - 149.

7 Greenlund 1 J,Deekwerth E M, Johnson J R. Superoxide dismu-
tase delays neuronal apoptosis:a role for reactive oxygen speies
in programmed neuronal death [JJ. Neuron,1995,14:303 - 315.

8 James T N. Normal and abnormal consequences of apoptosis in
the human heart from postnatal morphogenesis to paroxymal ar-
rhythmais {J). Circulation,1994,90(1) :556 - 573.

(TR H #1:2003 -07 - 12 B [E H#1.2003 - 12 - 05)
Ex & -FHP

=F W

PHEEFXTEF LEAREEREFFARIZRS”HISGAEL
(BLENRHEEREFFERERE IR MR ZE )

PHERYSEEHEWRET 20044 4 H 23 BEEIBH 2BABEERESZPARTHL” R KSR [2004]JE ¥ &8
HET, | REZEXHF¥L. EXAFSER . SR COE L L. AW 0K TR EREER. 22X ICU %
EEHMEEREMTR. WY RREH MR R %, HHF 3000 FEHEXKX 00 FEARES 1. ERFF:
100710 JtEAWTEKE 42 SPHEEXSREH TR N EERS I RBE . KR FHERE 20 T/ HMEWRA . EHER
IEH#A:2004 45 3 A 26 H C4H#uBSED .,

SWFANEDPZIARZEFEAR - TR . GES . RBEX UL TEEESHEETFARE  TENAH - 2HTFRE
LR A IE(ARDS)H R, FE B SYIME K, U E 25 2000 1577 16 B M7 » & B I FR Y4 77 DR W B & FHAE B9 35 AR o, N RTER
RHARNBERE SEREMS BT KEEKESESREVRERESIEMODS A XBEHAHE, BFIEX
P ESTHERAROCHOE R EL NI REREFEEROESREE. RO, EIFERBB A
2004 4£ 4 H§ 5 B (Y435 ED , %A f# FH Email : cbeme @public3. bta. net. cn B XL, HEH S u(z‘ﬂ}? Bt % B 55010 -
68233919(H{£ ) ,88285962 HHEFH ;010 - 65249989 %% 1701 4218,

(PEEEELSHREHEFTT



http://www.cqvip.com

