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Table 1. Patient characteristics

Patients

Number 10
Male/Female 5/5
Age (yr) 512+ 82
Weight (kg) 644+ 108
Height (cm) 1624+ 106
Cross-clamp time (min) 434+ 154
CPB time (min) 156.6+ 20.4
Rewarming time (min) 224+ 68
Procedure MVR

The values are expressed as mean+ SD (except the
number of patients).

CPB : cardiopulmonary bypass.

MVP ! mitral valve replacement.
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50 mg, fentanyl 50 mcg& F3tJ o, &z}



50

At R Faded =F3A nlH fx8
A28} 7] A modified Allen’s testE A 33} 2}
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Table 2. SjO; and related variables
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W9 PHY alpha-stat® 2 -&3}gich.
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Pre-CPB CPB Post-CPB
Stage 1 2 3 4 5

S0, (%) 645+ 57 65.1+ 5.8 724+ 71° 561+ 7.5*% 717+ 69
MAP (mmHg) 659+ 10.2 40.8+ 104" 708+ 105 65.8+ 11.7 64.0+7.0
PaCO, (mmHg) 333+ 25 364+ 31 352+ 3.1 368+ 4.1 40.2+ 3.0*
E.T (°C) 363+ 06 352+ 06° 282+ 06°* 34 35.7+ 06**
Hb (g/dL) 124+ 18 84+ 06* 86+ 11* 84+ 11* 88+1.1*
PHa 743+ 0.03 7.44+ 0.03* 742+ 0.05 741+ 0.04 7.38+0.04**
Q (L/min/m?) 251+ 0.12* 2.38+0.18 2.56+ 0.20

The values are expressed as meant SD.

* p €0.05, compared with stage 1.

# p <0.05, compared with stage 3.

SjO; : jugular venous oxyhemoglobin saturation.
MAP : mean arterial blood pressure.

PaCO: : arterial carbon dioxide pressure.

E.T © esophageal temperature.

Hb : hemoglobin concenturation.

PHa ' arterial PH.

Q ' pump flow rate.
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— Abstract—

The Role of Jugular Venous Oxyhemoglobin Saturation
Monitoring During Cardic Surgery

Sae Yeon Kim, Dae Lim Jee

Department of Anesthesiology
College of Medicine, Yeungnam Universily
Taegu, Korea

Postoperative brain damage is one of most serious complications of cardiopulmonary bypass (CPB).
To prevent brain damage during CPB, adequate cerebral perfusion for cerebral oxygen demand should
be maintained. This study monitored jugular venous oxyhemoglobin saturation (SjO.), which reflects
the overall balance of cerebral oxygen supply and demand, intermittently in 10 patients undergoing
cardiac surgery.

At the initiation of CPB, in spite of a significant decrease in mean arterial pressure, SjO. did not
.change, and it was stable during the hypothermic period of CPB. But a significan reduction in SjO.
was observed during the rewarming period, and SjO. had an inverse linear correlation with esophageal
temperature. Furthermore, the percent decrease of SjO. was related to rewarming speed.

Therefore, therapeutic approaches for SjO, desaturation include slower rewarming, increasing cerebral
blood flow, decreasing the cerebral metabolic rate for oxygen. increasing oxygen content, and increasing
perfusion flow rate.

Key Words © SjO., CPB, Rewarming



