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BERAMGREFAREEREHNBRTHRSBNTL

R BEIN MR EIRE OB SR IAE G F (FEINBHERD

B B AXAETERERHDGREHATEHENARTRYER. FTREH, XEE
XMAP ATP, g5, ERERERBETR. SHMENTHEAR. IRERRR, EERGR
RFREARRSZELHEERA.

X8 REHBE, O, BT, I KE, Hok

MBAEMEBE LR EHEE RS, BREARMTEMEDINS N, TRIEX,
HERS Y EIBRNRBELSNANARNEERRYBORRAXO®, BREN
RAKUE. RTRUESERGWGU RS FRmIERTER, RAMGEEBERET
MAARERES BT, BEDFNRT KSR B 5 EEE R,

1 #NRFE

RRERI6R, hE10~13,.5ke FIRELZ# (3omg/ke) BpRKRE. MEhBkiEE Gt mEMBUR,
REBBEERET. IWHRHGA (0=8) MRGESHARSE (n=8) . TALHEY. AE=ZARR
¥, 1,03z, emMIEHERBINANFEZL, BIFRBMAME. fbEHE1500m/s, FERELHE450Nm,
B ARRHEESFE LN BB, HinEREEE 5,33 kPa (4ommHg) , H4H 2b, RIFEAREE
K, HMERETRAKRDEWE HTILHRK.

EHGAMRGERANAUFARDENAGTR, FEARERAR: AR BEFRAGHEDL%0.5~1,5cm,
NN 2B, WHEH%E, BX, BfHEL%2~3cem, NIARHIE, WENKF.

B NREEENE NNRERERC HEstabrook/r RiH HEEH (ECP) . (ATP + 1/2ADP)/
(AMP + ADP+ ATP) . $ERGZ A E, SRUABIHRERER,

2 £R

BEEGHADEH.20+£0,49x1,831+0,89cm?, HOHEH2,14+0,88x%3,02+1,04cm?, WBEHESGMNE
Fia, MERRMK, hil. FRE, LREEN. SHAKEAKE TR, FRE, LRk, EFELER
HEHRIAKFE, 5hEXHB TR,

ZER SR, ARX ATP. % (ECP) . BREFERE (TA) BHE®RY (P<0.05) , AMPH%
(P<0.05) , MfFRHAELTERASERE. B KREBEEK. §HKTHN, AR ATP, ECP,
TATHRERE (P<o.01) , EBRBIFHTHE (P<0,05) , % 6h, BXREKESEBAHHEESH
KE, ARHPBERTHR (P<0.05) . ¥1~2,

3 itig

ATBLERELY, BABRHVHGERGERBENASRTRR BN BB, @EKE
BEMEIL, RIHATPHE. AMP#N. BRERMZED, BEGENRER, HARR
FHRRHERNE, LUK EAREANVE. BERRBIRBUREIEH THERND
5 o R RVF R DY R PR, BEATPE BB D BE Y.

SHcmEAREESRRHDGHIARTRRBBBE - NE, IRETRLYE
hnt, ARMmE. REED, ERREFRGERR, ATPEREDY®; 55 REtRR



B, TR B b,
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LIER#B# ATPZAR, BEEEARBREE FRAGBHERS

ATP, RFIFERIEY, 86 ATPERE—SMD, Fit, EOIGRKRTH, R EHbn
MBI AR ME R4 BER. SN LR, KEOHEMRG, RERRET
BIEE, MR ASRERH, ERENEYEE CILABRT RIS,
BB O LR 2 ANAE AT K T B A A M5 B P R AE A, Lambotte( %3 ATP
AR R ARBR KI5, FRBERL, Jenings % LR BR LI ATPS &
SO RGHAER AR BB W50 00 EAL AR T R P AL,
BN, R OERR R R R R s W1 R 3| AR R AR EE R —

Al SEBEHBBLETBMRFEKLEFSTL (n=8)

pMoles/3 muscle

ECP
ATP ADP AMP TA
5 B 28,67+5,58 3.1840.16 0.28+0,03 32.10+2,64 0.9410.01
A 18.66+2,84* 2,8440.11 0.44+0,01* 21,92+2,83°® 0.89+0,01°
¥ f52h
B 28,01+4,858%  3.05+0,18 0.32+0.0384 31,33+1,8588 0,92+0,01%
M5 A 10,08+ 1,58° 2.514+0.16*  0,6610.04* 13.261+2.60*  0,85+0,01"
4
B 28,61+4,7544  3,3740,19 0.35+0,0488  32,63+1,7288 0,9240.0158
o A 4.6510,42° 2,24+0,21*  0,90+0,05* 7.70+1,25*  0,74+0,01®
B 27.95+2,6088 3,45+0.188  0,23+0.0448 31,7242,5884 0,93+0,0244
e 55Tt *P<<0.05, BX 5AX L. 8P<0.05, 83p<0.01
A2 BZR2BHBWGLOHAKRAETHIRIKSFHEIL (n=8)
pMoles/g muscle
ECP
TAP ADP AMP TA
% B 29,00+4.48 3.00+0,15 0.2510,02 32,3442.50 0.94+0,02
" A 11,74+ 1.61* 2.87+0M3 0.69+0,05° 15,27+1,49*  0,82+0,02®
B2
B 13.18+1,.84® 2.8040,17 0.51+0,0488% 16 58+1,80° 0.881+0,01%4
- A 13.73+1.48%° 2,671+0.14  0.76+0,04° 17.16+1.36**  0.89+0.02%°
2
B 28.6912,2788* 2.79+0,17  0,3510,0488° 31,8342,31°A8 0,9240,04°84
. A 15,35+1,61** 2,80+0.20 0,60+0,04®° 18.074+1,58** 0,86+0,01°°
#5h
B 28,84+3,79%8A 2.89+40,17  0,23+0,07°8A  31,06+2.79%48 0,03+40,0184°

HiES5EMtLE: *P<0.05, EH 5L *P<0.05
BX5AtL#:: 4P<0.05, 48p<<0,01
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Changes of Skeletal Muscle Adenine Nucleotides after High-

velocity Missile Injury with and without Hemorrhagic Shock

Jiang Jianxin, et al (Research Institute of Surgery, Third Military Medical College)

Content of muscle adenine nucleotides around. the wound channel is assayed
in 16 dogs after high-velocity missile injury and associated with hemorrhagic
shock. Significant decrease in ATP, energy charge, total adenine nucleotides
occur only in the discolored area and these volues fall more obviously in the case
complicated with hemorrhagic shock- The results suggest that insufficient energy
supply is an important reason for cellular metabolic disorder after high-velocity
missile trauma.

Key words, adenine nucleotides; wounds, nonpenetrating; muscle/pp; shock,

hemorrhagic



