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ges and early aortic adverse events (AAE) as well as its predictive value in patients with Stanford type B traumatic aortic
dissection (TBAD), so as to provide a theoretical basis for early clinical identification of postoperative AAE risk.

Methods A total of 159 patients with TBAD admitted to our hospital from April 2021 to August 2024 were retrospectively
enrolled, and 146 patients were finally included according to the inclusion and exclusion criteria. ~ All patients were divid-
ed into AAE group (n=47) and non-AAE group (n=99) based on the occurrence of postoperative AAE.  Meanwhile,
150 cases were randomly selected via the random number table method from 364 patients with non-traumatic aortic dissec-
tion receiving thoracic endovascular aortic repair, who were assigned to the non-TBAD group.  Repeated-measures analysis
of variance was used to compare NF-kB levels before surgery, 1 month and 3 months after surgery.  Dose-response plots
were generated to analyze the correlation between the reduction in NF-kB levels (ANF-kB) and the probability of false lu-
men thrombosis. A generalized linear mixed model ( GLMM) was employed to analyze the correlation between ANF-kB
and the risk of AAE.

bic spline (RCS) models were used to analyze the association between ANF-kB and AAE risk.

ROC curves were used to evaluate the predictive performance of ANF-kB for AAE.  Restricted cu-
The R package Interplot
was used to generate interaction plots of ANF-kB with false lumen thrombosis degree on AAE risk.  The Kaplan-Meier
method was used to plot survival curves to evaluate the occurrence of AAE in patients with different levels of ANF-kB.

Results The 1-month postoperative NF-kB decreased level ( ANF-kB, ) in the AAE group was 0. 69-fold and 0. 76-fold
that of the non-TBAD and non-AAE groups, respectively, while the 3-month postoperative decreased level (ANF-kB,) was
0. 74-fold and 0. 80-fold, respectively (P<0.05). The dose-dependent plot results showed that the probability of false lu-
men thrombosis formation gradually increased with the elevation of ANF-kB, and ANF-kB, in the AAE group, and tended to
stabilize when ANF-kB,>0. 62 pg/L or ANF-kB,>0.69 pg/L. GLMM analysis showed that compared with ANF-kB, <
0. 15 pg/L, ANF-kB,<0. 56 pg/L was positively associated with AAE risk, and ANF-kB, =0. 56 pg/L was negatively as-
sociated with AAE risk (P<0.05). Compared with ANF-kB,<0. 18 wg/L, ANF-kB,<0. 66 g/L was positively correla-
ted with AAE risk, and ANF-kB, =0. 66 pg/L was negatively correlated with AAE risk. ROC analysis showed that the
AUC of ANF-kB, for predicting AAE was 0.784 (95% CI. 0.710 ~0.859, P<0.001), and the best cut-off value was
0.62 pwg/L; the AUC of ANF-kB, for predicting AAE was 0. 811 (95% CI. 0.741 ~0. 881, P<0.001), and the best
cut-off value was 0. 69 pg/L, suggesting that ANF-kB, had a stronger predictive performance for AAE.  RCS model analy-
sis showed that with the increase of ANF-kB, and ANF-kB, , the risk of AAE showed a decreasing trend (P<0.05). The
interaction diagram showed that the negative correlation between false lumen thrombosis degree and AAE risk was enhanced
along with the increase of NF-kB reduction magnitude. The Kaplan-Meier survival curve showed that there was a statisti-
cally significant difference in the incidence of AAE among patients with different levels of ANF-kB, and ANF-kB, (x> =
5.064, P=0.028), and patients with higher ANF-kB levels had a lower incidence of AAE. Conclusion Postopera-

tive reduction of serum NF-kB level can effectively predict the risk of early AAE in TBAD patients, which is negatively cor-

related with the AAE risk, and this mechanism may be mediated by promoting false lumen thrombosis.
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Table 1. Comparison of general baseline data among the three groups

W H JE TBAD 4 (n=150)  3E AAE 4 (n=99) AAE #H (n=47) A P
e, V84 56.65+5. 69 56.83+5.77 57.40+5.98 0.303 0.739
PR/ [H1(% ) ] 3.945 0.139

iR 134(89.33) 81(81.82) 43(91.49)

grgis 16(10.67) 18(18.18) 4(8.51)
BML/ ( kg/m*) 25.3243.67 26.14%3.85 25.78+3.91 1.436 0.240
RIR T AR A ]/ K 7.04x1.55 7.21+1.63 7.65+1.70 2. 604 0.076
1 B[]/ R 8.46+1.92 10.76+2. 54 11.14£2.87
EE/[H(%) ] 121(80.67) 77(77.78) 40(85.11) 1.100 0.577
BEIRIE/ [ B1(%) ] 10(6.67) 6(6.06) 3(6.38) 0.037 0.982
R AR IALE /[ B (% ) ] 8(5.33) 5(5.05) 2(4.26) 0.162 0.922
T/ [ (% ) ] 18(12.00) 13(13.13) 5(10.64) 0.193 0.908
W AR R/ [ (% ) ] 76(50.67) 52(52.53) 27(57.45) 0.661 0.719
PSR/ [ B(%) ] 70(46.67) 48(48.48) 22(46.81) 0.084 0.959
SBP/mmHg 150.37+18. 56 154.28+20. 35" 165. 84+26. 65 10.075 <0. 001
DBP/mmHg 89.70+18. 83 89.54+18. 58 87.19+19.34 0.336 0.715
PLT/(x10° L™") 182.44+35.76 186.25+41.21 171.82+37.60 2.322 0. 100
NEUT/(x10° L™) 8.62+2.45 8.75+2.33 9.54%2.71 2.559 0.079
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gk
I H JE TBAD #H(n=150)  3F AAE #(n=99) AAE #H (n=47) G HE P
LY/(x10° L") 2.63+0.44 2.30+0. 38" 1.71£0.28" 97.746 <0.001
AST/(U/L) 20.26+2. 85 20.48+3.15 21.37+3.22 2.436 0.089
ALT/(U/L) 20.31%2.98 20.69+3. 07 21.18%3. 14 1.576 0.209
Alb/(g/L) 34.02+5.57 33.74%5.46 32.95+5.30 0.680 0.507

T :a N P<0.05, 5E TBAD 4148 ;b N P<0.05, 53 AAE 41042,

2.2 RRMEEGZERLER ZH11 0. 80 iy, 3 AAE ZH1Y 0. 54 %5 (P<0.05) , H
AAE 41835 BRI A8 Bl He 2 E TBAD fbFgbr b 22 RIS 2R L (P>0. 05,3 2) .

K2 ZHERRA ZEFERILE

Table 2. Comparison of clinical manifestations and imaging results among the three groups

i H 4E TBAD 4 (n=150) JEAAE H(n=99)  AAE 4 (n=47) P
e R R/ [ (% ) ]
Ja 9 104(69.33) 67(67.68) 33(70.21) 0.942
LR 79(52.67) 58(58.59) 24(51.06) 0.579
i 9 20(13.33) 13(13.13) 5(10.64) 0.885
M9 14(9.33) 9(9.09) 4(8.51) 0.985
%= 8(5.33) 5(5.05) 3(6.38) 0.945
K 11(7.33) 7(7.07) 5(10.64) 0.724
ARG
F kR EHE/ mm 39.04%7.95 39.26+8.43 39.43+8.67  0.953
FahkJe 2 R/ [ B(%) ] 0.982
JRy B i 3 B0 ik 30(20.00) 20(20.20) 10(21.28)
R NE F 3k 120(80.00) 79(79.80) 37(78.72)
s AR AR B/ [ (% ) ] 0.012
B AR AR TE 48(32.00) 47(47.47) 12(25.53)
Tof I M A, 102(68.00) 52(52.53) 35(74.47)
W B H/[(F(%) ] 0.571
B 77(51.33) 46(46.46) 26(55.32)
ZA A 73(48.67) 53(53.54) 21(44.68)
S JEE T 5 A BAE T S IKIT AL B BE B8/ mm 31.84+8.17 32.14+8.25 33.57+7.94  0.446
2.3 FARBIE NF-xB K EHHEE f4°0. 74 15 .0. 80 7% (P<0.05;3% 4) .

HE T 20 Hras R /R, AAE RS 14
H NF-«xB 7K 4351 23 TBAD ZH f13E AAE 401 Fz3. ZHARB AREFE1PMAREKRE 3 A NF-xB KFELLE

1.30 f5 1. 21 % ; AAE AR5 3 N H NF-kB /K543 Table 3. Comparison of NF-kB levels before surgery,
2 4E TBAD 41 F13F AAE 4014 1.33 % 1.20 1 1 month and 3 months after surgery among
(P<0.05) . I1E] 5 51 NF-«B P76 58 1A the three groups  Ffi-ngl
JH, ELIE BRI 30 % NF-«B KF9 BB g 24 no AW ARIAA AR3AA

(P<0.05;323) . X =4l BG4 4 NF-xB KSF  AETBADZL 150 1.14£0.29  0.56:0.11  0.49:0.09
(2 B — 0T B, AAE ARG 1 A NF-kB  JEAAE4L 99 1.14£0.26  0.61x0.10  0.54x0.07
THAE (ANF-kB, ) 22512 9E TBAD 4 fidE AAE ~ AAE4L 47 1.13x0.28  0.73:0.14  0.65:0.12
411 0. 69 % 0.76 1%;AAE ARG 3 NH NF-kB T F Fiy=20.742 F ;3 =6. 415 ,F ., =13. 594
[ 7K-F ( ANF-kB, ) 43 5l /& 3F TBAD 21 fildE AAE 41 P Py =0. 007, Py =0. 010, P ,; =0. 001
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4. FARAIF NF-xB 7K F T PR E R H N R A8 PR
Table 4. Intra- and inter-group comparison of the reduction in NF-kB levels before and after surgery
B wg/L
IiH 4k TBAD 2 (n=150) 4k AAE 41 (n=99) AAE 4l (n=47) P
ANF-kB, 0.58+0.24 0.53+0.22° 0.40+0.21" <0.001
ANF-kB, 0.65+0.23 0.60+0.23" 0.48+0.24" <0.001

T :a iy P<0.05, 53F TBAD 4 Lb#5 ;b b P<0.05, 53F AAE 4 b3,
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Figure 1. Dose-dependent plot of ANF-kB,, ANF-kB, and the probability of false lumen

thrombosis in patients of the AAE group
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GLMM,*%EM%MML AN R /N 3fe vk J
TRETIHERL R RBCR 1, 45 R IR, ANF«xB 5
AAE & RS I DI AE AN [ AF- 1 J2 rh i 45— 3. 0

WIE<ST # i JE =57 Z W ABE, RJ5 1 4~ H ANF-xB
AbF0.15 ~0.55 pe/L(HPEMAKXE) AJF 3 4
HUETF0.18 ~0. 65 wg/L( H 2wk X 7] ) i}, AAE
R R 8 J 2 e TSRS 1 A4S H ANF-kB =
0.56 wg/L ARJ5 3 NH =0. 66 pg/L( & IX[E]) I},
AAE A XU I S BRI (R 5 Tk 6)
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Table 5. GLMM analysis of ANF-kB, in relation to the risk of AAE

PN i3 ANF-kB,/( pg/L) B SE t P OR(95% CI)
SNHE <0.15 Ref(1.000)
0.15 ~0.31 0.722 0.248 5.542 0.023 2.059(1.229 ~2.818)
0.32~0.55 0.287 0.157 5.083 0.015 1.332(1.157 ~1.574)
0.56 ~0.79 -0. 166 0.013 4.876 0.008 0.847(0.663 ~0.941)
>0.79 -0.470 0.216 5.120 <0.001 0.625(0.418 ~0.867)
<57 % <0.15 Ref(1.000)
0.15 ~0.31 0.627 0.306 4.478 0.035 1.872(1.235 ~2.436)
0.32~0.55 0.262 0.187 5.212 0.018 1.299(1.083 ~1.492)




CN 43-1262/R " EFIkAELAE 2026 4E55 34 555 7 1) 675
ARt ANF-«B,/( pg/L) B SE ‘ P OR(95% CI)
0.56 ~0.79 -0.208 0.125 4.956 0.009 0.812(0.674 ~0.935)
>0.79 -0.538 0.239 4.734 <0.001 0.584(0.381 ~0.786)
=57 % <0.15 Ref(1.000)
0.15~0.31 0.675 0.291 3.789 0.036 1.964(1.272 ~2.347)
0.32~0.55 0.270 0.154 4.263 0.022 1.310(1.163 ~1.815)
0.56 ~0.79 -0.190 0.082 4.455 0.010 0.827(0.661 ~0.934)
>0.79 -0.523 0.376 4.081 <0.001 0.593(0.425 ~0.742)
T AERAEA,
% 6. ANF-kB, 5 AAE £ £ KKK GLMM 247
Table 6. GLMM analysis of ANF-kB, in relation to the risk of AAE
IS ANF-kB,/ ( pg/L) B SE ‘ P OR(95% CI)
PPN <0.18 Ref(1.000)
0.18 ~0.38 0. 863 0.546 3.786 0.027 2.371(1.746 ~2.998)
0.39 ~0.65 0.217 0.137 4.265 0.018 1.242(1.117 ~1.355)
0.66 ~0.87 -0. 147 0.048 3.943 0.007 0.863(0.668 ~0.924)
>0. 88 -0.292 0.196 4.025 <0.001 0.747(0.432 ~0.887)
<57 % <0.18 Ref(1.000)
0.18 ~0.38 0.769 0.432 4.148 0.026 2.158(1.353 ~2.976)
0.39 ~0.65 0.162 0. 064 4.399 0.014 1.176(1.078 ~1.232)
0.66 ~0.87 -0.312 0.185 4.275 0.003 0.732(0.626 ~0.858)
>0. 88 -0.493 0.208 4.246 <0.001 0.611(0.503 ~0.824)
=57 % <0.18 Ref(1.000)
0.18 ~0.38 0.819 0.471 3.682 0.018 2.269(1.378 ~3.001)
0.39 ~0.65 0.116 0.062 3.957 0.015 1.123(1.103 ~1.242)
0.66 ~0.87 -0.293 0.117 4.061 0.006 0.746(0.642 ~0.873)
>0. 88 -0.449 0.210 4.135 <0.001 0.638(0.514 ~0.866)
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&R 81. 52% , FefERIE R 0. 69 ng/ L, RHH ANF-kB,
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Figure 2. ROC curves of ANF-kB, and ANF-kB,
for predicting AAE
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% 7. ANF-kB,  ANF-«B, il AAE & 4/ ROC & 547
Table 7. ROC curve analysis of ANF-kB, and ANF-kB, for predicting AAE

i H AUC 95% CI REE % TERE/ %  HHRE % P I AEBMME (ng/L)
ANF-kB, 0.784 0.710 ~0. 859 70.77 85.16 80. 37 <0.001 0.62

ANF-«B, 0.811 0.741 ~0.881 70.36 85.64 81.52 <0.001 0.69
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Figure 3. RCS analysis of the association of ANF-kB,

and ANF-kB, with the risk of AAE
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Figure 4. Interaction analysis of ANF-kB, and ANF-kB,

on false lumen thrombosis degree and AAE risk
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Figure 5. Kaplan-Meier survival curve analysis of AAE
incidence in patients with different ANF-kB, or ANF-kB, levels
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