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[ Abstract]
fluid resuscitation in a burned rat model and its relationship with nitric oxide(NO) and oxygen-derived free radi-
cals. Methods
ApoAlert™™-PCR Ladder Assay Kit and visualized with agarose gel electrophoresis. Meanwhile, the NO and the content of

Objective  To explore the possibility and the mechanism of myocardial apoptosis induced by delayed

In a rat model with 30% Il degree burn, the genomic DNA of the myocardial tissue was detected with
unsaturated fattty acids were measured. Results In rats receiving delayed fluid resuscitation following burn, the myocar-
dial genomic DNA exhibited DNA ladder-index of apoptosis, and the contents of myocardial NO and unsaturated fatty acid

were much lower than those in rats receiving immediate resuscitation (P < 0.05) . Conclusion  The myocardial tissue under-

goes apoptosis in burned rats receiving delayed fluid resuscitation, and the decreased NO and the production of oxy-

W

gen-derived free radicals are also observed in this process.
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1.1 ORI

PGB SR ALK 200 ~ 300 g MM SD KB 40
HEAT4 4, FSCient 12 h 876, 2aEA%K,
0.7% J% L HZ4H (30 mg/kg) BRER, 535 98C /K Hh &
15 12 s, ¥ 8 30% TBSA [ R, RfifE R HEIRK
KR, B 1% TBSA *MELEE A 4 ml/kg, RIIERR
TR B 1% TBSA AME % 5.33 ml/kg iHE, &
)5 6 h FFIEAMNE, AMRE R E RN 172,
Ja 7 h (N FEFIRH 12 8
1.2 ZGFEONHASIEFEA DNA BB Rk

G 12,18, 24 h BUZ G RO LS, 1R B
P20 DNA, il ApoAlert™™-PCR Ladder i3 & (Clontech)
BTN . FEPIZH DNA 0.5 g 5 35 141 adaptor IREY)
55 oC 4L[M]5E 10 min, FHJ5HEFT PCR L, #JE 3
72°C , 8 min; 94 °C, 1 min; 72°C , 3 min, 30 M§#H; 72°C,
15 mino 1.5%BAEHHEE S HLIK , SEAMT T W&
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1.3 ZHGEREHLIHLS NO 284k

40 Rh¥ s Axt B | Rfad | et BpE R
(IFR) FiB (5 iR E 41 (DFR) , 41 10 R, )G
8 h BUbF o KB ILZZR 100 mg BEIT 213K IRIEEE H
ERBARE 0.1 ml(FEHFREWEERN 0.1 mg/ml) , Ml
& NO ,+NO s & &, EHWEM Bradford 7%,
1.4 ZAECUEHS g R 2R 1L

IFR #1 DFR, %40 10 2, ¥7E4h )5 8 h Btbt . BLO
LR 200 mg, E 5 - FEE(2: DK 2 ml, & 0.05%
BTHEBE (BHT) RN 2 ml, SRR, AR
T, mAREE 2 SEH (30:20: 1) B 2 ml,
FERHBE 20 min 5, AILA 1.0 mol/L £hR - FEEVAWK 2
ml, FIIE T 4% 3 ml ZEBUAE AR IER TR BR . T 7€ B Wiy
B FERT A& s

2 H#B

2.1  DNA Brfgbsge e i vk

Z5)E 6 h TR E 7 2 h J5§, R BLOHLLH A 40
fr ERE R 18 h ATHE, W 1, Kk )E L
BV AR IR T AE R fa 24 h B 1 il et ik
RE T 50 WA 40 M P8 T & A B PR A (] TE A BT i
m, W 1.

Beth 6 h SRR F 18 h(3kiH 1) 5EE L DNA B8
BHMBATAFE, FRIRBERREIXER B &
Ao Pethi/E IER E 75 2 h(JkiE 2) Fieth/a 6 h(3KiE 3)
HMFET AR ,PCR 4 FRES B (0KE 4)

1 BRGEREFRBOCNARAAT
Lane 1,2, 3 are the results of PCR with the templates of genom-
ic DAN from burned rats with delayed fluid resuscitation after
24 h, 8 hand 6 h of bumn injury correspondingly. Lane 4 is
the PCR ladder marker

Fig1 The apoptosis of cardiac myocytes from burned
rats with delayed fluid resuscitation
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Tab 1 The rates of apoptosis in the hearts from burned rats
55 Bt 1] (h)
§ 8 16 24
DFR 7 0 1 3
IFR 6 0 0 1

2.2 DALEHZF NO FEEL

Xt ERALOAIAZL NO Z &4 (790 + 49) nmol/ mg,
Bt 2H D ILHZA F NO & &~ (2981 + 298) nmol/ mg,
Bt Ja L BN A R4 UL NO 200 (2635 + 256)
nmol /mg, T ZE3R & 7520 (1624 + 70) nmol/mg, IR K
HANOFFLEBMIBEHALKHARETHE (P
<0.01),
2.3 DAVEL BRI ER AT & B AR

DFR K5 IFR %8, O WL A4 F g i BR

(18-2C : WIHAR \20-4C : LA DUIRTR ) MRS & B B
&, ZREMBHERSHEAEHER (16C : FKAEEK .
18-C : TEJEER . 18-1C : JHER) MY ELEIE NN EFIFEEL
(UT) B A B2k M R (B Y . A SR B 7 R L
FULAE 9 B 3 Sh P R AR , (R B 3 fm, L3R 2,

F2 BKRGEARNBEEHRTOINER
BERFER A R MAIRNA (% , % £ )
Tab 2 The relative contents of fatty acid composition
in myocardial tissue postburn( % ,x * s)
16-C 18-C 18-1C 18-2C 20-4C 08
IFR 14.1+1.3 14.9£1.6 9.0£1.0 35.2x1.7 26.9x1.5 2.2:0.3
DFR 18.0£1.1 17.5+1.0 10.0£0.930.2+2.2" 24.3£1.9* 1.50.1"

5 IFR b#, ** : P <0.01

3 itig

HE TR AR R, A RZ AR
7, R5lREEHAMRIENERN .. HHETREH
FERER, EILZRAVIEG, BN 4 DNA Y)EI R
180 ~ 200 BREEXTREELH Fr B o BROTERE 451 & -0 AL
440 0 5 R 401 1 B B O T SR AR T L 1 3R
B pet e R B 55 O L R T, mibeth)E SRl E
AR R AERNEAR, EIRREERP, WEBIGRE
RETFBNOEEA LR ERTE, ARESROIER
ERFECHHBATMARA R, EREFEHM
FET-AR R A4 BIR OV R S . Ik, 3B 2t
TTRABESE, W RURBIR Rt IR 2 750 LA A =
REEATRERIRTE
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ERGIERE A5 EOCNARFTHEERERS, NO
BEEEMEMH. DFRACIIHLA N SERE VT
IFR 41, Ht, HEENOIHSFENEahRES
NO AR FHENO BAMEZERERE, NO BA R4
Ml TRTH/ER. (BE,NO SBEHE 4474
FAEHE XM E A ERNEE, EHit,NO BIfE
FRAAEHFTH MR, FEL L, NO EHMET
FAERR—F5), A NOES SHMAT- TR
REAWEER, BT NO BB FIETE A R
555 HEMH

RAGIERE OIS =L E 5 R EE . $im
4R B EFE VT LS RO LA 1 p AN 0 B s R v
FRUFIRR A o0 , ok 400 o A R AR B 8 T, PR IR
BHRSEFRGRTER A, M5 — T IE L5 4 S R
HAEEBE=AERIN, WS 8 b EaFeE N E
EMAFRIFT AT RAMAT, NERESEINEETE
g MEIAERAT, EmMANERRT- S4B H
HKFF A KL, '

RGERE R R 7EE RE R B ERT, XFh
REERHESESBURATHEERR, 85— 14
uER A oA E i ATP K PSR RE R BIME, REHMMY)
BB RES A ZOK 09 ATP LR, X440 Lk BE %
G, X ATP K TR, (BANRESSRIEL4 MR T 2

RS T REAG . e iRu A . Btk DNA BT R E
RERLRIET, Sha kRN, RAIE ATP K
TSR BT S TRY, ISR AR ),
Rl BiE L4140 ATP /K FREFIE— IR o) /&
HATE S TR RS R AT

Pe 3R 4 S RERE T O AT T, A P
P AN, NO & B0/ BB AR A S T 2 S B4
TR E BRI
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w1544, 23 %, T REER R R e R AR A , 455 L
FIR ARG EIRYT .26 d R RBIE ™ ERP AL, kA
FREEBEMRPEIHE 8 cmx 5 cm, PHZFFRIEKM, GIEHRA
Bk, BERATEEIREEEDHERERE, 4T 28t
T, BIE T R . ABRETY BI R HW H OB R,
RIEAE, BEATFHEIED “EZH.

Bl 2: Bk, 18 %, FHi A& S Akt , ti /5 N FTEE
PAREIRYIT ,38 d 5 BT ™ BRI RO A BT R S T
BT A A7 B D R IH P R B TET 6 om x 5 em, I ZFEAL,
TSR TR, B AR LB AR FRIAIE , RIS 57 S AR IRE
ABESE 3 K, Q) R AK T M, B2 100 ml, B22T QA1HFRE,
TLBEER R BHBKLY 2 om BB B, 4T RBIBKEEHL,

YE& B0 :363000 AR WM TH R Bebeth e Bt
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