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Effect of Reperfusate Solution with Latamoxef Sodium for Functional Recovery
after Ischemic Cardiac Arrest in Sprague-dawley’s Isolated Heart

B.H. Ahn, M.D., S. Hur, M.D."

Recent experimental work indicates latamoxef sodium used as a broadspectrum ant-
ibiotics generates oxygen-free radicals. The present study represents an attempt to inv-
estigate whether reperfusate containing Shiomarin(85% latamoxef sodium-+15% mannitol)
might decrease the post-ischemic recovery of cardiac function. In the investigation, twelve
isolated rat hearts were subjected to 270 minutes of cold total global ischemia. After the
cold total global ischemia, six hearts(KHB group) were reperfused with Krebs-Henseleit
buffer solution and the other six hearts(LMS group) with Krebs-Henseleit buffer solution

containing latamoxef sodium(200ug /L).

Postischemic recovery rate of heart rate, aortic systolic pressure, aortic flow, coronary
flow and cardiac output at 20 minutes reperfusion was 100.66 +10.38, 85.25+7.61, 78.95+6.
02, 78.85+8.86 and 79.11 £6.54 percent respectively in the KHB group and 97.96 +4.19, 87.
72+4.37, 81.74+6.80, 82.69+10.01 and 81.90+6.67 percent respectively in the LMS group.
The hemodynamic data revealed no significant difference in the post-ischemic recovery
rate of the two groups. This finding suggests that reperfusate containing Shiomarin(lat-
amoxef sodium, 200ug /L) does not affect the cardiac functional recovery after cold total

global ischemia.
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a5 B E gL KHBTOlA+= 103.42 £5.04%
(5%)-+ 99.59 +£3.17%(55%), 100.87 £1.96%(60%),
LMS Tl A= 98.58 £3.76%(5%)- 97.85 +4.66%
(55%), 98.17+4.46%(60%) (Tab, 1, 2 ZX) 2 60%
e ABFES 2T AT JBEE Syl
Fro3t akel 7t il (Fig. 1).
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Fig. 1. Comparison of the recovery percentage of
heart rate during 1 hour reperfusion., The
mean and standard deviation of mean are
shown. There is no signigicant difference
between two groups,
Legend : K—H : krebs-Henseleit
LDS : latamoxef sodium
sol : solution, add. : added

Table 1. Recovery percentage of hemodynamic data during 60 minutes reperfusion using Krebs-Henseleit

buffer solution(mean+SD)

% recovery during reperfusion

Baseline A } . . . .

5 min 10 min 15 min 20 min 25 min 30 min
Heart rate 256.801:27.73 103.42+ 5.04 106.71+14.14 98.63% 9.15 100.66£10.38 100.23£10.39 99.71%+ 6.38
Aortic flow 41.93+ 6.87 79.42+ 643 79.87+ 7.76 79.09% 6.36 78.95% 6.02 76.56% 7.98 76.37x 7.81
Coron. flow 19.15+ 3.03 81.93£11.47 82.02+10.82 80.10£10.61 78.85+ 886 79.51+10.73 79.71+11.73
C.0. 61.08+ 6.99 80.30+ 7.96 80.75+ 8.05 79.62x 7.49 79.11% 6.54 77.87% 7.29 77.75+ 8.24
Aort. Sys. P. 122.40+12.38 86.35+ 8.78 87.40+ 7.70 88.05+ 7.41 8525+ 7.61 86.27t 9.41 85.09% 8.64

% recovery during reperfusion

35 min 40 min 45 min 50 min 55 min 60 min
100.22+ 9.43 102.42+ 5.25 101,62+ 581 98.42+ 7.17 99.59+ 3,71 100.87+ 1.96
76.00+ 838 7455+ 919 71.78+12.04 72.45%11.94 72.17+£10.66 69.72+12.57
82.18+14.87 78.68+11.80 79.14£12.89 78.40+13.84 78.33+13.97 74.19+12.23
78.40+ 9.54 76.08% 9.57 74.27+£11.92 74.53+11.91 74.28%11.11 71.27+12.10
8475+ 9.36 84.35+ 8.24 83.45+ 893 84.30+ 873 82.06+ 9.09 83.90+10.28

Legends : Coron. : Coronary, C.O. : Cardiac Output, Aort. Sys. P. : Aortic Systolic Pressure
9] : Heart rate : beats /min
(baseline) Aortic flow, Coronary flow, Cardiac Output : ml /min

Aortic Systolic Pressure : mmHg
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Table 2. Recovery percentage of hemodynamic data during 60 minutes reperfusion using Latamoxef Sod-
ium-containing Krebs-Henseleit buffer solution(mean+SD)

% recovery during reperfusion

Baseline - ] - ] - -

5 min 10 min 15 min 20 min 25 min 30 min
Heart rate 245.80+17.89 98.58+3.76 100.61%x7.48 102.18+4.35 97.96+ 4.19 98.77x 342 98.80% 4.83
Aortic flow 44.13+ 8.07 80.37+7.03 82.62+558 84.46%6.04 81.74% 680 82.74+ 7.57 83.08t 7.28
Coron, flow 20.38+ 699 91.13+7.54 83.14+9.26 87.88+9.67 82.69%+10.01 84.31+10.67 84.33+10.55
C.0. 64.52+13.95 83.85+6.30 84.28%+6.39 85.36+6.78 81.90+ 6.67 83.02+ 7.63 83.22+ 7.07
Aort. Sys. P, 140,60+18.85 89.16+3.87 89.72+1.23 85.15x3.08 87.72+ 4.37 87.75+ 4.08 86.22+ 5.19

% recovery during reperfusion

35 min 40 min 45 min 50 min 55 min 60 min
098.01+ 4.11 99.63+ 3.64 98.73+ 4.33 98.28% 4.92 97.85%+ 4.66 98.17+ 4.46
82.17+ 7.63 82.09+ 7.18 81.49+ 588 81.73+ 7.39 80.20+ 7.56 80.85% 7.93
84.58+10.47 85.25+10.30 85.62%+ 9.55 84.96+10,39 84.88+£11.31 84.13+11.42
82.70+ 7.52 82.89+ 7.50 8254+ 590 8252+ 7.52 81.53+ 827 8l.71% 8.42
85.73+ 4.13 86.08+ 4.65 86.51+ 4.72 85.02% 357 84.82+ 455 83.92+ 5.48

Legends : Coron : Coronary, C.O. : Cardiac Output, Aort, Sys. P,

9] : Heart rate : beats /min,

: Aortic Systolic Pressure

(baseline) Aortic flow, Coronary flow, Cardiac Qutput : ml /min

Aortic Systolic Pressure : mmHg
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Fig. 2. Comparison of the recovery percentage of
aortic flow during 1 hour reperfusion. The
mean and standard deviation of mean are
shown. There is no signigicant difference
between two groups.
Legend : K—H : Krebs-Henseleit

LDS : latamoxef sodium

sol. : solution, add. : added
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