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after Stanford Type A Aortic Dissection Operation™

YANG Ya-nan', LIU Ying', FENG An-qi', Al Ying', YUAN Wer?
(1 Department of Anesthesiology. The Second Affiliated Hospital of Xi'an Jiaotong University, Xi'an, Shaanxi, 710004, China;
2 Department of Anesthesiology, The First Aftiliated Hospital of Xi'an Jiaotong University, Xi'an, Shaanxi, 710000, China)

ABSTRACT Objective: To explore the risk factors of hypoxemia after Stanford type A aortic dissection (ATAAD) operation , and
to construct nomogram prediction model for the occurrence of risks. Methods: 120 ATAAD patients were divided into occurrence group
(n=68) and non-occurrence group (n=52) according to whether hypoxemia occurred after operation. The risk factors affecting postopera-
tive hypoxemia in patients were analyzed, and constructed the prediction model based on these risk factors. The predictive efficacy was
analyzed by receiver operating characteristic (ROC) curve. Results: The independent risk factors for postoperative hypoxemia in ATAAD
patients included High body mass index (BMI), high white blood cells, high alanine aminotransferase (ALT), high interleukin-6 (IL-6),
high sensitive C-reactive protein (hs-CRP)(P<0.05). The area under the curve (AUC) of BMI, leukocyte, ALT, IL-6, hs-CRP and nomo-
gram prediction models were 0.800, 0.867, 0.661, 0.639, 0.829 and 0.974 respectively. According to the decision curve analysis, the
threshold probability range of the model was between 0.01 and 0.97, and its net benefit was higher than the two invalid lines. Conclusion:
High BMI, leukocyte, ALT, IL-6 and hs-CRP levels are associate with the risk of hypoxemia after ATAAD, the nomogram prediction
model based on risk factors can be used to assess the risk of postoperative hypoxemia in patients.
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Table 1 Comparison of clinical data [x+ s, n(%)]

Projects Occurrence group(n=68)  Non-occurrence group(n=>52) a7t P
Gender(Male/Female) 36/32 24/28 0.543 0.461
Age(years) 55.15% 5.40 51.00% 5.42 4.165 0.000
BMI(kg/m?) 27.32+ 1.81 2478+ 2.29 6.808 0.000
History of smoking(Yes/No) 28/40 24/28 0.297 0.586
History of drinking(Yes/No) 19/49 11/41 0.724 0.395
Hypertension(Yes/No) 49/19 35/17 0.317 0.574
Diabetes mellitus(Yes/No) 25/43 24/28 1.075 0.300
COPD(Yes/No) 25/43 14/38 1.301 0.254
Coronary disease(Yes/No) 47/21 31/21 1.170 0.280
Leukocyte(x10°%/L) 13.93+ 2.48 10.00+ 2.51 8.554 0.000
Blood platelet(x10%L) 205.82+ 35.30 204.54+ 34.65 0.199 0.842
Neutrophils/lymphocytes(mmol/L) 9.70% 2.57 9.62+ 2.44 0.169 0.866
Durante dolors(h) 14.34%+ 2.60 14.21% 2.46 0.271 0.787
ALT(U/L) 40.67+ 12.32 33.49+ 10.35 3.387 0.001
AST(U/L) 43.15+ 13.47 39.25+ 10.88 1.706 0.091
ALB(g/L) 30.16+ 6.98 28.10% 6.75 1.625 0.107
Scr(mol/L) 128.83% 24.78 120.72% 22.40 1.850 0.067
Heart rate(number of times/min) 79.19+ 10.17 80.15+ 10.17 -0.514 0.608
Systolic pressure(mmHg) 137.85%+ 16.13 136.96% 15.95 0.301 0.764
Diastolic pressure(mmHg) 90.88+ 12.09 90.04+ 12.26 0.377 0.707
mALB(mg/L) 3547+ 9.33 33.37+ 8.56 1.266 0.208
D-D(pg/L) 2.02% 0.61 2.10+ 0.58 -0.728 0.468
IL-6(pg/mL) 52.56% 13.58 46.93% 8.61 2.768 0.007
hs-CRP(mg/L) 22.16% 7.31 14.05+ 4.58 7.433 0.000
TNF-a(pg/mL) 67.76x 20.38 61.28+ 18.99 1.777 0.078
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Fig.3 Calibration curve
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