Pathophysiologic Responses to
Cardiopulmonary Bypass
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A. ENDOCRINE RESPONSE TO CPB

1) posterior pituitary
(1) Antidiuretic Hormone (ADH; Vasopressin)
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2) Anterior pituitary
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3) Pancreatic function

CPB %o+ hypothermia, coetisol R catechol-
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4) Adrenal gland
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5) Parathyroid and Thyroid gland

CPB% parathyroid hormone (PTH)-S ¥-u]7}
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Z1t}. thyroid hormone(T3, T4) myocardial /3-
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B. Hemostasis Response to CPB

CPB & 0] 43 %2 ¢F 10~20% oA the]
Z2¥o) UYehi 3~5% & £8uFd AMTes
gk CPB ¥ 287 3] Vel o] fr= B4
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BAstElo]  high-molecular-weight  kininogen
(HMWK)3} 2H4-3}¢] Factor XI, prekallikrein &
4312 71c}. heparine CPB% contact acti-
vation & ¥-¥-2] 2 27 JA|5}=] CPB | &3} Fac-
tor XII-& ¢F 70% 7} A 8}5c}. activated factor
XI-& intrinsic coagulation cascade & &43}1A]7]
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tem& @43} A)71t}. CPBE fibrinolysis & %
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C. Humoral Amplication System
Response to CPB
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complement system-> immunologic, traumatic,
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cade 7} A3 3}=] =4 cyclooxygenase o} ]3] pros-
taglandins ©], lipooxygenase o] ]3] leukotrienes
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D. Immunologic system response

CPB ¥l & antigen stimulated adaptive immun-
ity .t} nonspecific type immunity ¢! innate im-
munity 7} o) €AbET) A 2leate] Qg EH
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inflammation reaction)e] Ve}uA &) o)A
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E. Central Nervous System
response to CPB
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CPB%F H<&4e] fl71A 2 2% cerebral hy-
poperfusion, microembolization, macroemboliza-

tion©) 91t} membrane oxygenator, arterial filter
AR£-2 2 microembolization & €U F 92 ather-
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F. Other Organs Response to CPB

CPB ¥l & #7]%5°] Asl=c}. CPBY] &4k
712 2% $4 complement & & 4 9lt}. C3a,
C5a 59 anaphylatoxin2 mast cell degranula-
tion, chemotaxis of neutrophil, leucocytosis, in-
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