i B HP 2 A8 2024 45 6 A 524 555 640) Chin J Contemp Neurol Neurosurg, June 2024, Vol. 24, No. 6 . 483 -

- Il IR W 5% -

i £ R O WIS i A2 BR 45 AR GUME SR E S I Fi5 KOk
S — S ik P R AR M e Y B AR E

Kpesh g T4HE NV A KER

(WZE] BH  WE 20— bk 35 8 R gk A0 48 5 (SIRL) Rl I i s 2 11 4H DGl B il
A2(Lp-PLA2) 7K, I 4R 0 =38 RILIE & % 2tk — Ak b 22 38 & HE B (DEACMP) B BUMAN (. 75
BN 2020 4F 3 ] % 2023 4F 3 ATl BB A 0 Tl b [ B R 5 e TS A A A K T S N IR S e R
550U N RPE B2 W 51697 19 265 41 2P — Ak 3 A E L DI E SIRTANIILYY Lp-PLA2 7K AR 2 75 &
A4 DEACMP 4324 DEACMP 41 (32 1] ) 14k DEACMP 41 (233 fi] ) , AR 45 v 35 72 1 4l 7 1 vh 5 41 (20 1)) |
R (107 ) Fn R B2 (138 49 , B R A2 AT R Logistic 1119 73 07 7 £ 20tk — S ALk b 2
BH KA DEACMP [ fa B R 2, 22 i 52 1038 CAERAE (ROC) # £k , PEAl SIRIL Lp-PLA2 Je — 35 1 & %)
DEACMP () Uil &% 68 . 58 DEACMP 4 # # SIRI(z = 13.068, P = 0.000) Al IfiL i Lp-PLA2 /K F (¢ =
8.208,P =0.000) ¥ = Tk DEACMP 4, H. 35 5 i 75 % B 0% Jon =0 i i 7 T 8, 7 B2 op 7 41 R0 b 3 mh 23
21 SIR1(z=8.764,P =0.000;¢=4.586, P =0.000) fl Lp-PLA2(¢=3.726, P =0.000;¢=2.038, P = 0.044) & T
R, EE PR IR T E R #E4 (1= 10.294, P =0.000;1=2.700,P=0.007) , Logistic [f] 1943 #7
R, (OR = 11.695,95%C1: 4.893 ~ 39.994; P = 0.000) , SIRT 4 /i1 (OR = 1.600,95%CI; 1.033 ~
2.476;P =0.001) FALH Lp-PLA2 7K T+ (OR = 11.302,95%C1: 1.486 ~ 38.933; P = 0.000) & 2 £ — &1k
W B kA DEACMP SR % . ROC I Zk 7% , Lp-PLA2 \SIRT J —F B4 HUL DEACMP [ il 28
T i AR 3 0.82 (95%CI: 0.754 ~ 0.894, P = 0.000) | 0.82 (95%CI: 0.739 ~ 0.895, P = 0.000) FI 0.87
(95%C1:0.805 ~ 0.934, P =0.000) , 7 ff B 4 0.66 .0.72 F1 0.84 , 45 5 FF 4 0.85.0.88 F10.90; Lp-PLA2 I &
SIRI i ill DEACMP 14 2% BE L T 84— Lp-PLA2(1 =2.198, P = 0.027) 5 SIRI(¢ = 2.268,P = 0.023) , % it
APk — AL Bk T B B SIRIFN LT Lp-PLA2 7K 1 8¢ w5 W %) & 4= DEACMP, — 35 Bk & A U o7 ]
DEACMP )1 10 i

[Rsgim] —% bk aE; MGm; 1-beFE-2-Z B H e R AN s e i ;  RAE;  AEWsid;
fakiFZ;  Logisticf&#Al;  ROC £

Predictive value of lipoprotein - associated phospholipase A2 combined with systemic
inflammatory response index in delayed encephalopathy after acute carbon monoxide
poisoning
MI Xiao-lu', QI Hong-na', WANG Wei-zhan', SUN Shao-jie’, WU Yan-pin’
'Department of Emergency, Harrison International Peace Hospital Affiliated to Hebei Medical University,
Hengshui 053000, Hebei, China
*Department of Emergency, The Second People’s Hospital of Hengshui, Hengshui 053000, Hebei, China
*Department of Emergency, The No.4 People's Hospital of Hengshui, Hengshui 053000, Hebei, China
Corresponding author: QI Hong-na (Email: 894582067@qq.com)

[Abstract] Objective To examine the levels of systemic inflammatory response index (SIRI) and

serum lipoprotein-associated phospholipase A2 (Lp-PLA2) in patients with acute carbon monoxide poisoning
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(ACOP), and to explore the predictive value of SIRI, Lp - PLA2 and their combination for delayed
Total 265 patients with
ACOP diagnosed and treated in Harrison International Peace Hospital of Hebei Medical University, The
Second People’s Hospital of Hengshui and The No.4 People’s Hospital of Hengshui from March 2020 to
March 2023 were included. SIRI and serum Lp-PLA2 levels were measured. According to the occurrence
of DEACMP, they were divided into DEACMP group (n = 32) and non-DEACMP group (n = 233), while

according to the degree of poisoning, they were divided into mild poisoning group (n = 20), moderate

encephalopathy after acute carbon monoxide poisoning (DEACMP). Methods

poisoning group (n = 107) and severe poisoning group (n = 138). Univariate and multivariate Logistic
regression analyses were used to screen the risk factors of DEACMP in patients with ACOP, and the
receiver operating characteristic (ROC) curve was drawn to evaluate the predictive efficacy of SIRI, Lp-
PLA2 and their combination for DEACMP. Results The levels of SIRI (z=13.068, P =0.000) and serum
Lp-PLA2 (:=8.208, P =0.000) in DEACMP group were higher than those in non-DEACMP group, and their
levels gradually increased with the severity of poisoning, the levels of SIRI (z = 8.764, P =0.000; ¢ = 4.586,
P =0.000) and Lp-PLA2 (1 =3.726, P = 0.000; ¢ = 2.038, P = 0.044) in the severe poisoning group and
moderate poisoning group were higher than those in the mild poisoning group, and the levels of SIRI and
serum Lp-PLA2 in the severe poisoning group were also higher than those in the moderate poisoning group
(¢=10.294, P=0.000; ¢ =2.700, P =0.007). Logistic regression analysis showed the severe poisoning (OR =
11.695, 95%Cl: 4.893-39.994; P =0.000), SIRI increased (OR =1.600, 95%CI: 1.033-2.476; P =0.001) and
Lp - PLA2 increased (OR = 11.302, 95%CI: 1.486-38.933; P = 0.000) were risk factors of DEACMP in
patients with ACOP. ROC curve showed that area under the curve (AUC) predicted by Lp-PLA2, SIRI and
their combination were 0.82 (95%CI: 0.754-0.894, P = 0.000), 0.82 (95%CI: 0.739-0.895, P = 0.000) and
0.87 (95%Cl: 0.805-0.934, P =0.000), sensitivity were 0.66, 0.72 and 0.84, specificity were 0.85, 0.88 and
0.90, respectively. The prediction efficiency of Lp-PLA2 combined with SIRI was better than that of Lp-
PLA2 (¢=2.198, P =0.027) or SIRI (¢t =2.268, P =0.023) alone. Conclusions DEACMP is easy to occur
when SIRI and serum Lp-PLA2 were high in patients with ACOP. The combined detection of Lp-PLA2 and
SIRI can be used for early screening of DEACMP.
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Table 1. Comparison of baseline data between DEACMP group and non-DEACMP group
= DEACMP4 JEDEACMPH] ...\ = DEACMPZ 3dEDEACMPHA L.y =
Ez$=3 4 Ez&1=3 Z:
X)b?ﬁ%*ﬂ*“ (m=32) (n=233) jﬁﬂ“iﬁ P{E X)L%*El*/\ (m=32) (n=233) ﬁﬁ"éﬁﬁ P{E
P 1(%) ] 0.976  0.323 || HEIRHE [ H1(%) ] 10(31.25) 68(29.18) 0.058 0.810
B 22(68.75) 139(59.66) W 2 [ 5] (9% ) ] 18(56.25) 95(40.77) 2.756  0.097
Lok 10(31.25) 94(40.34) R s [ (% ) ] 11(34.38) 89(38.20) 0.175 0.676
A iy 57.69+17.63 56.93+16.24 0.309 0.617 || 214013+ %k 426+ 1.19 438+ 122 -0.414 0.523
(x+s,%) (x+5,%x10"/L)
T & A B ] 373+ 186  3.92+ 1.72 -0.592 0.554 || F400314% 13.60+ 629 12.83+ 592  0.626 0.335
(x+s,h) (x+s,x10°L)
EIEEL 26.13+ 6.18 25.77+ 539  0.276  0.365 ||tk 40 %k 8.00+ 3.13 649+ 294 2693 0.008
(Ets,kg/mz) (x+s,%x10%L)
JIINE: S 103.74 +17.22 105.78 +15.43  -0.339  0.458 || #kE 20 %k 0.94+ 0.26 1.16+ 051 2513 0.013
(x +5,/min) (x+s,%X10°/L)
- 35 3 ok 109.30+19.18 110.23+18.61 -0.534  0.397 || A% 40 i1 i1 % 0.65+ 0.30 047+ 0.22  4.097 0.000
(x+s,mm Hg) (x+s,%x10%L)
R (%) ] 2.468  0.040 || IfiL/MIH%R 229.38+31.19 205.51+23.22  0.429 0.318
(x+s,x10%L)
%R h 0( 0.00) 20( 8.58) SIRI(X +s,% 10%/L) 282+ 0.55 132+ 0.62 13.068 0.000
oh i 1( 3.13) 106(45.49) LDL-C(%+s,mmol/L.) 321+ 1.02  3.18+ 1.18 0.563 0.415
i 31(96.88) 107(45.92) Cr(X +s, umol/L) 60.49+ 1322 63.34+15.17 -0.414 0.652
L] (%) ] 22(68.75) 142(60.94) 0.727  0.394 || Lp-PLA2(x +s,ng/ml) 338.82+50.45 244.21+62.40  8.208 0.000

X? test for comparison of sex, hypertension, diabetes, smoking and drin
independent-sample ¢ test for comparison of others, P51 . & Il & | B¥ R
UREEE , FOARTEBR 00 L BEAT IS REA Y ¢ 430 . DEACMP, delayed
S M i 5 5 SIRT, systemic inflammatory response index, Z 40 Mk R GE RN
¥ ; Cr, creatinine, JJLEF ; Lp-PLA2, lipoprotein-associated phospholipase

king, Mann- Whiln?y U test for comparison of poisoning degree, and two-
95 KA BRI B R LR AT xRS, P R AR B Y E 4 AT Mann-Whitney
encephalopathy after acute carbon monoxide poisoning, — % L. fif o 7 iR

2 LDL-C, low- density lipoprotein cholesterol, (i e g = A
A2, B A SC IR i A2

2 3ALRAH SIRTAUITS Lp-PLA2 K- (Y LLEE (£ 5) 3 34LHFH SIRUANLIY Lp-PLA2 /K- 1 15 4 LL. 42
Table 2. Comparison of SIRI and Lp-PLA2 among 3 groups Table 3. Pairwise comparison of SIRI and Lp-PLA2
(@=*s) among 3 groups

5 BI%  SIRI(x10°/L) Lp-PLA2(ng/ml) o SIRI Lp-PLA2

= £ 5] 795 45 L
(1) 20 0.55+0.26 212.50 +45.63 Al P i P
FERERA(2) 107 1.11£0.53 245.82+70.28 (1):(2) 4.586 0.000 2.038 0.044
Gy Qﬂ(:;) 138 1.94+0.71 269.43 £ 66.00 (1) :(3) 8.764 0.000 3.726 0.000
F HhES RRE (2):(3) 10294 0.000 2700 0.007
PH 0.000 0.000

SIRI, systemic inflammatory response index, & 4t P % i ) Vi 75

SIRI, systemic inflammatory response index, R G E ST N A8 KL Lp-
PLA2, lipoprotein-associated phospholipase A2, g # F H W5 i5 iF A2

40 ; Lp-PLA2, lipoprotein-associated phospholipase A2, i 2 [ #H
KENR I A2

M, PR A IR AT 4 (P o= 0.000,
0.007;%3).

M &K Logistic [ 5 43 ¥ , 5 & & (P =
0.020) R 7 40 At 3% (P = 0.022) bk B 200 it 31 %k
(P =0.044) 5. 4% 20 M 11 %% (P = 0.023) . SIRI(P =
0.017) .Lp-PLA2 /K- (P =0.002) & 2 ¥ — & Ak i v
B KA DEACMP 2 A 3R (£ 4,5) . # Bk
AGITE X RN AL HE Logistic M A7
KM EEHE(OR=11.695,95%CI1:4.893 ~39.994;
P =0.000) . % KL 20 B T %% 35 i (OR = 3.341,
95%C1:1.227~9.112; P =0.018) . bk [ 41 g i1 %5k 2>

1S4
w

(OR=10.334,95%CI1:0.012 ~ 0.979; P = 0.036) . 5L %
40 it 3+ K034 hin (OR = 7.786,95%CI1: 2.885 ~ 21.017;
P =0.001) . SIRI # it (OR = 1.600, 95%CI: 1.033 ~
2.476; P =0.001) .Lp-PLA2 KV 7} & (OR = 11.302,
95%C1:1.486 ~38.933; P =0.000) /2 2 P — & ALt
FHEHE KT DEACMPRIERINE (£6).

AW 5 Ry W i Aay L A 3% H] SIRTAI Lp-PLA2 /E
JWF ST AR AR, 4 ) SIRI, Lp-PLA2 2 — 3 Bk & i
DEACMP ) ROC i £ , & i SIRI iy il £& & 1 F15
0.82(95%CI: 0.739 ~ 0.895, P = 0.000) , & f & N
0.72 5 5 BE o4 0.88, T Xif I A% W7 {H 4 2.23 X 10°/L;
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Table 4. Variable assignment of influencing factors of
DEACMP in patients with ACOP
It {1 B {1
0 1 0 1
DEACMP 7§ 7| WRA &k H
15 Ltk Bk || st T )
ER(H) <60 >60 | GkiE® x H
5 1L T ] RERE  REMRE OB

DEACMP, delayed encephalopathy after acute carbon monoxide

poisoning, 4@?“’4% EF'%JE Z(‘rékﬂlllﬁ

®o6 Tk —HALmk R A DEACMP A ¢ i
I 2 N R B Logistic 81117347

Table 6. stepwise Logistic regression
analysis of influencing factors of DEACMP in patients
with ACOP

Multivariate

e b SE Wald > P OR{H OR 95%CI
TR 2.656 1.005 12.006 0.000 11.695 4.893 ~39.994
AR ATI AL 1.027 0512 5.556  0.018  3.341 1.227~ 9.112
E AR -1.067 0534 3.996 0.036 0334 0.012~ 0.979
RIS 2.052 0.507 16.410 0.001 7.786 2.885~21.017
SIRI 0.047 0.023 4.441 0.001 1.600 1.033~ 2.476
Lp-PLA2 2425 1.035 5.489 0.000 11.302 1.486~38.933
5 EO -9.168 1.824 25264 0.000

SIRI, systemic inflammatory response index, F 4t 4 & %iE X M 1§
B Lp-PLA2, lipoprotein-associated phospholipase A2, If 7 [ 4l
KRG A2

x5 SM—F kbR E &4 DEACMP AH i K Z 1
LR & Logistic EYERS Y

Table 5. Univariate  Logistic  regression analysis  of
influencing factors of DEACMP in patients with ACOP
A5 b SE Waldx* P ORfH  OR95%Cl
5 0.397 0404 0967 0326 1488 0.674~3.285
A -0.529 0380 1.935 0.164 0.589  0.280~1.241
RE 0.640 0392 2.675 0.102 1.897  0.881~4.086
FEEEABENE -0.334 0432 0597 0440 0716  0.307~1.670
LR 0343 0404 0722 0396 1410 0.638~3.114
W R 0.098 0408 0.058 0.810 1.103  0.496~2.452
WA R 0.373 0378 0976 0323 1453  0.693~3.046
R -0.165 0.396 0.175  0.676  0.848  0.390~1.841
Ve -0411 0379 1173 0279  0.663  0.315~1.395
T4 5 bk 0.290 0417 0484 0487 1336  0.590~3.024
AR 0.964 0414 5411 0020 2622 1.164~5.908
A ) A 0.158 0381 0.172  0.679 0.854  0.405~1.801
SE YRR 0.466 0.387 1446 0229 1593  0.746~3.403
RN AL 0.947 0414 5220 0.022 2.578  1.144~5.807
MEAIETE 0866 0429 4.073  0.044 0421 0.181~0.975
AR 0.893 0393 5153 0.023 2442 1.130~5.278
/MR 4 0326 0.395 0.682 0409 1386  0.639~3.007
SIRI 1.053 0442 5676 0017 2865 1.205~6.810
LDL-C -0.002 0.397 0.000 0996 0.998 0.459~2.173
Cr 0.040  0.397 0.010 0920 1.041 0.478~2.267
Lp-PLA2 1330 0436 9300 0.002 3782  1.608~8.892

SIRI, systemic inflammatory response index, % 4t P % Sif X i #5 4% ;
LDL-C, low-density lipoprotein cholesterol , ik % Ji& i & 11 IF [ B ; Cr,
creatinine, LT ; Lp-PLA2, lipoprotein-associated phospholipase A2, g
R R BE AR A2

Lp-PLA2 1y it £ % m 24 0.82 (95%CI: 0.754 ~
0.894, P =0.000) , 2 B J& }y 0.66 . FF 5 &£ 4 0.85, I
Xof IV 1) AT (B 314.50 ng/ml; —F RGBT
M 0.87(95%C1:0.805 ~ 0.934, P =0.000) , 7 fi{ JiF
1 0.84 VRE 5 R 0.90, BT 4T N 11 A 18 o 6.82 (&
1), SIRIEEA Lp-PLA2 fiill DEACMP B &L RE 1L T
gl SIR1 ¢ Lp-PLA2(P =0.023,0.027; % 7,8) .
1t it

AP —E AR TP IR T ORI Dy R E R R
PR BT 10 38 AN RS R A 3 A BiE
R[], R 7T O R AT A N S B AR L A ERROR A
it 250KS WRE IR BT DEACMP B XU . DEACMP & %%
B IE 5 AR W RIE T LUA ROR 9T, 7l fig st
B K A MR TA A T RE R AR AL I B AT, B BRI R
AT A, EE S A A, 48 R E SOk 4 3 R

AP, BT, DEACMP B2 W 3= B 4K 5% 11 PR 25 B
AR A KA, — ELAR 2 B B A7 6 A mT 30k i fit
Bio AWFFEHA 265 B &bk —E bk b i, L
32 f§i % 4= DEACMP, DEACMP % 4= % 12.08%,
55 WE AR SCHR ARG AR A L R I R C A 2
fiE AR 25 46 A 1 55 (MMSE) | Barthel 5 %0 (BI) #1 H %
A5 S B BE 1 B 2R (ADL) %5 A7 LR B2
FTEWS RGN T A E L, LA E I A 3R
A5 Z AT AR Sy A T R O 0T A 48 b,
I R TR R A A DEACMP 23 50 48 4% .
DEACMP 1 & 95 AL i 3 240 35 4L i it Q0
BEfs SMAE 5 F R R T i S R LA
AN CRAE SRR D4 AT MM D 5% e T A0 it
475 0P A e e A JHL v gl SR 9% g K T H
R ZE $0  — Sfte vh B N MR A ZUAL T
SFUIRES UL M 28 FR ST A2 M W 22, B AR il Ak
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X
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0.20 4 DEACMP [ ROC Hf £k
Figure 1 ROC curve of SIRI, Lp-PLA2 and combine the two
on DEACMP in patients with ACOP.
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Table 7. Comparision of predictive ability of SIRI, Lp-PLA2 and Table 8.

combine the two on DEACMP in patients with ACOP (x =)

#=8 Stk — % fbhk T B SIRL, Lp-PLA2 %
T A T DEACMP RKHE [ 1 9 L 4
Pairwise comparision of predictive

ability of SIRI, Lp-PLA2 and combine the two on

T b AuC FiE P DEACMP in patients with ACOP

SIRI(1) 0.82 +0.04 LT i i

Lp-PLA2(2) 0.82+0.03 24.570 0.000 D:(2) 0178 0.850

— A (3) 087003 (1):(3) 2.268 0.023
AUC, area under the curve, fifi Z&& & 1 B ; SIRI, systemic inflammatory (2):(3) 2.198 0.027

response index, 2 Gk R OGE N T8 B Lp - PLA2, lipoprotein - associated

phospholipase A2, i & A SCHE N5 A2

PR AR B, S BOM & RGO R — b
T 22 JCIRBE 7 A WL RE RS A MR R T, BEOR
T, BT B I 40 ML T Ak B R M T RS S
Ty B B A5 M G 952 9 A B AR B2 g R L Bh AR
RS R , R BRI B 2 2051 6 o 4 AR T bR B D K
SR R SR PE IR - (TNF-a) L 4/ % -18
A 6(IL-1B M1 IL-6) FiKAE 4L 5 DEACMP [ & 4 &
YA

Lp-PLA2 3 % fy E Wi 240 f & BRI 43 W, 4 55
PE LA S E AR S, T B0 N I RS Gk ST S R
PUE L LA R A R RE RV B, Lp-PLA2 K [ 72 B2
T, BT eI 0 ) i A e E AR B Y, Lp-PLA2
Bt I A v i R AR R TR AR DG, LK A BT AR U I
% A B9k JIEL B ( Lyso-PC) | 401k B Ui 25 A5 5 R (ox-FA)
SR DR, IR 2 BRL R A R A ol SR B A AR
JE NG 2 1 Cox-LDL) JE B0 7K 40 i, 412 2F 3 ok 545 A 1
b, FEMAEREH G . R B, Sk s
K LYE Lp-PLA2 /K V-5 bl 28 D) A8 i 461 72 %
FEAEAH I | S St Bl it 1 A vh & A K R 1Y) FE
P2 o e it R AR b RS I Lp-PLA2 /K

5536 18 [ 7 AR5 B A v i 3 (NTHSS) 740 &2 1F
HAO&, AT T # 22 Ty 0 AR B A TEAS T E I
JC Lp-PLA2 5 DEACMP X & W AH G E , AT 1245 &
DEACMP & % MLl J¢ Lp-PLA2 Rk #EAT0F 52, & B
DEACMP 4 [fil # Lp-PLA2 /K& F4E DEACMP 41,
H Lp-PLA2 /K - Bifi v #5 72 B 0% Jonn =0 00 38 8 7 v,
JiE AR A B2 R4 Lp-PLA2 K P 2 i TR i vh
T, EEPRANR S TrhE R i — P17
Logistic [1] 5 43 #fr 78 & 75 , Lp-PLA2 /K- F & & 2k
— btk B & L DEACMP ISR N £ .
STRT 2 & T rb MR 40 A | B0 A% 200 it 0 3k 28 200 it
RO S Y 0T A1 48 R SO AR R Y. B
7R, SIRT 5 filg A v ™ 2 4 B 9 A8 238 UL I i XL
W %% YRR O, SIRT B i ik A v L5 B 2% 5 641, STRIT
S 2Pk e ot A o ) TS 0 R A, A BT T
T Rg sz, SIRT I AR K 0 58 4 | 2% FH 441K, A
W T DA A B A AR LI % A i A v TS B0 Y 4%
FEBR & . AR ST 45 R, DEACMP 41 B &
SIRI T4 DEACMP 41, H SIRI Fifi #2572 i (%) Jin
1117 32 4 Tt e, R P R 4R PR R @R AL SIRT Y i T
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RERREA, EEPHUAS G THE R U —
A AT Logistic A 2347 75 7%, SIRTIE I 2Pk —
Bk 3 B & 4 DEACMP G 16 N & .

AWF 5Tk — 2 2 ROC #h 28, Lp-PLA2 il SIRI
il DEACMP 9 it £ 1 1 143 1 0.82(95%Cl:
0.754 ~ 0.894, P = 0.000) F1 0.82 (95%CI: 0.739 ~
0.895, P =0.000) , 2 &y 0.66 F1 0.72 4§ 5 J& Ky
0.85 F10.88 . IIfii IR 25 R HUAE A 3K G A 0 LA 42 5512 W
% fE . A BF 5% ¥ Lp - PLA2 1 SIRI B¢ & i
DEACMP, 28 F 18 #4°4 0.87(95%C1:0.805 ~ 0.934,
P =0.000) , R BB FIAF 5 B2 O 0.84 F10.90, I 5 i
WAEDL T 80— Lp-PLA2 & SIRI,

25 b Arid , Lp-PLA2 H1 SIRI & & 1k — &AL ik b
B AEH KA DEACMP [ & B R 28, — 2 B A5 G Il
DEACMP A7 % i (4 W00 p i, LI IR &5 F 3R
for U $E i TAE 202 BT R LIS T DEACMP 1Y
L5 A, 0] o DEACMP A 3 57 42 11658 B8 % . (HAR
WF A7 AEREAS S0/ A DU 48 A AS 4 T 45 B B,
FFAT IS VE RAEA | 2455 0 im ARG 46 2 — 20 B ik
Rz &
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Erratum to Analysis of risk factors for dismal prognosis of cryptococcal meningitis and

construction of a Nomogram predictive model

i TAEFA NG 2 TEEUE G it 20 i B2 P AR 2R, S B0 3 e TH 2 45 A AR | 48 J00 0 B0 E AT 48 100 i 9T A B A
J5 R, SR A IR AR A A SCRE AR TE RS o R TR o T AR R 2 22 R ) 2024 A B 24 4 5 4 T H i e sk e
I 6 T i AN B 62 A1 38 43 BT B 90 2 PR 0 A A g e — SO AR R AT B AE o 5 230 BT SCREEE A 10 ~ 1247 Logistic
[B] 059 230 A1 s, ABEF NRS 2002 B 43 755 (OR = 3.258,95%C1: 1.337 ~ 7.940; P = 0.009) . Jili & ¥ JE /7 > 250 mm H,0(OR =0.108,
95%C1:0.018 ~0.659; P =0.016) P EL B 147 If ] < 14 d(OR = 0.092,95%C1:0.011 ~ 0.742; P = 0.025) & [ BR B 1 ki 1 4 75 A
LAY & 6 R38R “ Logistic [BUE 40T 7R, A BEE NRS 2002 343 15 (OR = 3.716,95%C1: 1.796 ~ 7.692; P = 0.000) | Jifi ¥ i F
73 >250 mm H,0(OR =5.788,95%CI:1.219 ~27.489; P =0.027) . HL ELF i ¥7 B 0] < 14 d(OR =16.838,95%C1:2.933 ~ 96.665; P =
0.002) EFRERFPERG R B ETE ARG EFE . 5 231 TUHE S 2 AYEE 6 ~ 917 Logistic regression analysis showed the
admission high NRS 2002 score (OR =3.258, 95%CI: 1.337-7.940; P = 0.009), CSF pressure > 250 mm H,0 (OR = 0.108, 95%ClI:
0.018-0.659; P =0.016), and the duration of antifungal treatment < 14 d (OR = 0.092, 95%CI: 0.011-0.742; P = 0.025) were risk
factors for dismal prognosis of cryptococcal meningitis.” M 4 “Logistic regression analysis showed the admission high NRS 2002
score (OR =3.716, 95%CI: 1.796-7.692; P = 0.000), CSF pressure > 250 mm H,0 (OR = 5.788, 95%CI: 1.219-27.489; P =0.027),
and the duration of antifungal treatment < 14 d (OR = 16.838, 95%CI: 2.933-96.665; P = 0.002) were risk factors for dismal
prognosis of cryptococcal meningitis.” o % 233 BT 22 #2 5% 347 “ A B B NRS 2002 343 5 (OR = 3.258,95%CI: 1.337 ~ 7.940; P =
0.009) \fiii ¥ % 1 J5 > 250 mm H,0(OR =0.108,95%C1:0.018 ~ 0.659; P = 0.016) . 47T L 1 i& J7 i ] < 14 d(OR = 0.092,95%CI
0.011 ~0.742; P = 0.025) /2 [ 2K 18 14 1 8 4 A8 38 05 AN R A B R (2 4) o780 “ A BEBF NRS 2002 343 5 (OR = 3.716,
95%CI1:1.796 ~ 7.692; P = 0.000) .5 % #& I /7 > 250 mm H,0(OR =5.788,95%C1:1.219 ~ 27.489; P = 0.027) .31 & 16 )7 I ] <
14 d(OR =16.838,95%C1:2.933 ~ 96.665; P = 0.002) J& Fa 33K 18 P ik i % [B 2 UG A R AR R (£ 4).7, 235005k 4 KK
JaF 4T 3.

*4 WEF4

Bds b SE Wald x> P OR{H OR95%CI A b SE Wald x> P ORfi OR95%CI
ABEIE NRS 200234 1.181 0455 6.753  0.009 3.258 1.337~7.940 ABEINRS 20023F4F  1.313 0.371 12,512 0.000 3.716 1.796~ 7.692
i 45 ¥ FE F > -2.227 0923 5.818 0.016 0.108 0.018~0.659 i E F7 > 1756 0.795 4.878 0.027 5.788 1.219~27.489
250 mm H,0 250 mm H,0

HEEGIFIE < 22391 1.068 5.013  0.025 0.092 0.011~0.742 PUELHRYT I A < 2.824 0.892 10.029 0.002 16.838 2.933 ~96.665
144 14d

RO 10.331 5.140  4.039 0.044 L e -2250 0.824  7.456 0.006
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