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[# ZE] B® HITIE KSR IR R i b R IR 1 (LncRNA UCAL) (#4500 PAS 2538 M
4( NPASDP4) /K- 5 S PEIGIEE ( ACT) FR 3 i 2 ThRE BRI 06 R RO TS I BUNAN B, ik #EE 2021 421 A—
2023 4E 6 A at K B2 Be 8 S bk BE By 2 2 BRI ACT FB 163 1 (ACT 2H) , AR 3 55 [ [ <7 DA 9 e e vh i
F(NTHSS) P WEEE (n=32) P (n =73) BT LL (n =58) , 53 BRI EEE IR K2 65 By fit HExT 1R
H, MR ACI #3590 d US40 A RBUG AL 52 6 RAFHUS W 2H 111 4], RS20 9 E 5 R A s U b 5
R ERR G RE R B, A M LncRNA UCAL 5 NPASDP4 /K-, Spearman AHIC M43 HT I3 LncRNA UCA1 NPASDP4 7K
5 ACIL 34 NIHSS FEABIAISePE, 2 #E Logistic FIHAMT ACL BUE R RS IR £ |, 32308 TAEFHE (ROC)
AT LncRNA UCA1 ,NPASDP4 Fiill ACI B E AR AU HIMNE, ER SRR HE, ACI 41175 LncRNA
UCA1 NPASDP4 7KF-T} 5 (1/P =20. 114/ <0.001 ,15.711/ <0.001) . IfiL{& LncRNA UCA1 NPASDP4 7K - Ji e 4#i 7
H> PR A > BEHBT A (F/P=187.914/ <0.001,195. 031/ <0.001) , ACI 3 Il LncRNA UCAL .
NPASDP4 7K F-55 NIHSS PE43 5 IEAHSE (r/P =0.759/ <0. 001 ,0.773/ <0.001) , Bf1 90 d, 5 R IF-Wi 5 W4 e #, A
KL 70 IV 2H 1.3 LncRNA UCA1 NPASDP4 /KT (¢/P =6. 963/ <0. 001 .6. 515/ <0.001) , 4FE#A K  NIHSS $F434
Jii .LncRNA UCA1 Fl NPASDP4 F+5 4 ACI i H A K FlE M ST fE R K[ OR(95% CI) = 1.107(1.043 ~1.176) |
1.098(1.049 ~1.150) ,3.479(1.941 ~6.235) .1.959(1.398 ~2.745) ], IfiL7% LncRNA UCAl NPASDP4 2 —# B4
A RIS B9 AUC 4351024 0. 777 ,0. 789 ,0. 870, — 35 Bk 5 K T IiL{E LncRNA UCA1 , NPASDP4 FRf HUiMl () AUC
(Z/P=3.312/0.001 2.721/0.007) , % ¥ LncRNA UCAL ik NPASDP4 /KT 5 ACT % H & oh e Bii
JNEE AR K UGS 2% UIAH 2, L7 LncRNA UCAL A NPASDP4 ZKSEFN ACT 3R R TG FIALRERE A .
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[ Abstract] Objective To investigate the relationship between serum levels of long non coding ribonucleic acid
urothelial carcinoma antigen 1 (LncRNA UCAL) and neuronal PAS domain protein 4 (NPADP4) and neurological dysfunction
in patients with acute cerebral infarction (ACI), and their predictive value for prognosis. Methods A total of 163 patients
with acute cerebral infarction (ACI) admitted to the Emergency Department of Nanjing University Medical School Affiliated
Drum Tower Hospital from January 2021 to June 2023 (ACI group)[ 32 cases in mild, 73 cases in moderate, and 58 cases in
severe defect subgroups, respectively ]and 65 healthy individuals who underwent physical examinations during the same pe-
riod (control group) were selected. ACI patients were divided into poor and good prognosis subgroups based on their 90-
day prognosis, with 52 cases and 111 cases in each subgroup. Real time fluorescence quantitative polymerase chain reaction
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and enzyme linked immunosorbent assay were used to detect the levels of serum LncRNA UCAL and NPADP4.Spearman
correlation analysis was conducted to investigate the correlation between serum LncRNA UCA1, NPADP4 levels and the
National Institutes of Health Stroke Scale (NIHSS) scores of ACI patients. Multivariate logistic regression analysis was used
to identify the factors contributing to poor prognosis in ACI patients, and ROC curve analysis was performed to evaluate
the predictive value of serum LncRNA UCA1 and NPADP4 for poor prognosis in ACI patients. Results Compared with the
control group, the levels of serum LncRNA UCAL and NPADP4 increased in the ACI group (t/P =20.114/ <0.001, 15.711/ <
0.001). The levels of serum LncRNA UCAL and NPADP4 were higher in the severe defect subgroup than in the moderate
defect subgroup than in the mild defect subgroup (F/P =187.914/ <0.001, 195.031/ < 0.001). The levels of serum LncRNA
UCA1 and NPADP4 in ACI patients were positively correlated with NIHSS scores (r/P =0.759/ <0.001, 0.773/ <0.001). After
a 90 day follow up, the incidence of poor prognosis in 163 patients with ACI was 31.90% (52/163). Compared with the good
prognosis subgroup, the levels of serum LncRNA UCA1 and NPADP4 were elevated in the poor prognosis subgroup (t/P =
6.963/ <0001, 6515/ <0.001). The independent risk factors for poor prognosis in ACI patients were age, increased NIHSS
score, elevated LncRNA UCA1 and NPADP4 [ OR(95% Cl) = 1.107 (1.043 —1.176), 1.098 (1.049 — 1.150), 3479 (1941 — 6.235),
1959 (1.398 - 2.745) | .The AUC predicted by serum LncRNA UCAL, NPADP4, and their combination were 0.777, 0.789, and
0870, respectively. The AUC predicted by their combination was greater than that predicted by serum LncRNA UCA1 and

NPADP4 alone (Z/P =3.312/ <0.05, 2.721/ <0.05). Conclusion Elevated levels of serum LncRNA UCAL and NPADP4 are
closely associated with worsening neurological deficits and poor prognosis in ACI patients. The combination of serum Ln-

cRNA UCAL and NPADP4 levels has high value in predicting poor prognosis in ACI patients.
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P GAPDH AN S 2 E e M LncRNA UCAT 7K
V-, LncRNA UCA1 B34 .5 -CATGCTTGACACTT-
GGTGCC-3", FiE 51 ¥ .5 -GGTCGCAGGTGGATCTCT-
TC-3"; GAPDH i 5| ¥ 5'-TGACCACAGTCCATGC-
CATCAC-3', FiiF5| %9 .5’ -GCCTGCTTCACCACCTTCT-
TGA-3', J3 1 43 I3 1 FH B 5 € Bk i -k BB A BR
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(>247) MEGFHUG A 111 6 <2 453)
1.4 SEief0rik e H SPSS 28. 0 k% B kA7
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1.16) . (5.48 £1.96) wg/L, ik 3 & T et HEXT IR 40 1Y
(1.03 £0.36)(2.39 £0.99) pg/L, ZRA G it %= X
(t/P =20.114/ <0.001,15.711/ <0.001) ,
2.2 3 WA M LncRNA UCAL ,NPASDP4 7K %5
o Bl 40 1L %5 LncRNA UCAL , NPASDP4 /K-
[(4.01 £0.85) . (7.27 +1.55) pg/L] > o B W0
H[(2.96+0.80) . (5.02 =1.11) pg/L] > 5 b4
W[ (1.63 +£0.62) (3.30 +1.15) pe/L] , EF A5

JHefE X (F/P =187.914/ <0.001,195.031/ <0.001) ,
2.3 ACI {3 NIHSS 14> 5 1M 7E LncRNA UCAL |
NPASDP4 /KA HT  Spearman AHOCHE 53 #r 45
ACI 75 NIHSS ¥4 5 1M%E LncRNA UCA1 NPASDP4
IR IEAA R (r=0.759 .0.773,P 4 <0.001) ,
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90 d,163 7] ACI & A R 15 52 #41(31.90% ) ,
HAp 2 T RE B 14 1) B b2 ) R Bl bt 28
] R ph D RE S 10 B, 5 RAFTUS WA A,
AN LT 0 20 AR AR OB PR o B NIHSS 343
LncRNA UCA1 NPASDP4 F+#&E (P <0.05) ,2 WA &
PRI R L = AR IUAE 6O O B B Bl TR KT
di LA LR, 2 F TSI L (P >0.05) , L% 1,
2.5 ACIEBEANRBGHZIHE Logistic [1IH 5347
PLACH BB AR5 2 AR i (A 2“1 5 2
“07), UL EiRgE R T P <0.05 W H A @A BT £ N
& Logistic [HIF53HT, 455 BIR AR K NTHSS $F453
41N LncRNA UCA1 F+&5 \NPASDP4 F+ 554 ACI (3%
AR fER I ZE (P <0.01) L& 2,
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Tab.2 Multivariate Logistic regression analysis of adverse progno-

sis in ACI patients

AN s BIH SEH Wald{i P1H OR{HE  95%CI
RSN 0.102 0.031 11.128 0.001 1.107 1.043 ~1.176
Wi PRI 0.728 0.682 1.140 0.286 2.071 0.544 ~7.883

NIHSS #4331 0.094 0.023 16.042 <0.001 1.098 1.049 ~1.150
IncRNA UCAL 15 1.247 0.298 17.548 <0.001 3.479 1.941 ~6.235
NPASDP4 F+#  0.672 0.172 15.266 <0.001 1.959 1.398 ~2.745

2.6 % LncRNA UCA1 ,NPASDP4 /K375l ACI H
EARBUG MM 2 MLE IncRNA UCAL,
NPASDP4 7K-F-Huf 5 ECG Tl ACT S35 A R 15 1Y
ROC e, F- 115 Al e % il 26 F 1 £ ( area under the
curve, AUC) , 45 i 75 IfiL 7% LncRNA UCAL  NPASDP4
K ZHBRA T A AUC 43518 0. 777 ,0. 789 .0. 870,
ZHEWES KT I LncRNA UCA1  NPASDP4 Bpih 15
M AUC(Z =3.312.,2.721,P =0.001.0.007) , W3
3FEL,
RIS 1 B

ACT 2 Ak 1l 787 B ZE 5 | JES 5 A DX Jeg 308 00 7 2 e
/U T ORI o 28 D) e 40 s, LR R R
PEF AT BRI I BURA THFE R B &
WTERAE TR A e KA, H AT IR BRE X ACT
FEARFER KA A PIGYT, EIARIT A
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Tab.1 Comparison of clinical/pathological data between poor prognosis subgroup and good prognosis subgroup of ACI patients

moH RIFBUGWH (n=111) ARBGWLH (n=52) X/l PAA
I BI(% ) ] 5 77(69.37) 34(65.38) 0.259 0.611
‘S 34(30.63) 18(34.62)
W (x x5, %) 56.19 £10.01 62.89 +8.86 4.113 <0.001
W46 i (& + 5, mmHg) 145.81 +11.58 147.10 +13.85 0.620 0.536
Pk E (% £5, mmHg) 91.27 +13.14 94.69 +11.11 1.624 0. 106
A fER 2 [ H(% ) ] e I 53(47.75) 32(61.54) 2.699 0. 100
T R I 48(43.24) 24(46.15) 0.122 0.727
WE RIS 15(13.51) 15(28.85) 5.543 0.019
ERN ] 9(8.11) 4(7.69) 0.000 1.000
i Bl 6(5.41) 4(7.69) 0.047 0.828
A 44(39.64) 23(44.23) 0.308 0.579
i) 41(36.94) 20(38.46) 0.035 0.851
TOAST 4 #I[ il (% ) ] AN B R A 33(29.73) 14(26.92) 2.811 0.590
Al PR 7Y 3(2.70) 2(3.85)
LR ZE 33(29.73) 12(23.08)
KBl ok A 2E 1 40(36.04) 21(40.38)
/INBJ) ok P 7 2(1.80) 3(5.77)
A [ (% ) ] GIKEED 34(30.63) 14(26.92) 0.234 0.628
JEE 77(69.37) 38(73.08)
NIHSS 143 (% £5,57) 12.59 +10.71 25.13 +12.56 6.222 <0.001
BT AR HI(%) ] H Ik R 77(69.37) 34(65.38) 0.396 0.820
HUBR IR 19(17.12) 11(21.15)
izt 15(13.51) 7(13.46)
S HE S (x + 5, mmol/L) 4.61 £1.06 4.76 £1.04 0.827 0.409
=HEH A (% £ 5, mmol/L) 1.68 +0.23 1.78 +0.63 1.091 0.280
T2 % BE N 4 1 IR B (% + 5, mmol /1) 1.25 £0.23 1.20 £0.12 1.808 0.073
152 B N8 2R 1 I B (& + 5, mmol/LL) 2.86 +0.71 3.03 +0.54 1.563 0.120
ML/ MR (% +5, x 10°/1) 238.05 +83.28 225.00 +36.26 1.393 0. 166
FIAMT A (2 £ 5, x 10°/L) 7.48 +1.81 8.02 +2.64 1.322 0.190
MLLEM (v +5,8/L) 143.00 £19.51 138.99 +13.11 1.548 0.124
MLJR AR (x + s, pmol/L) 317.90 +85.26 331.07 +55.00 1.185 0.238
MLALEF (x + s, wmol /L) 72.10 £17.45 77.54 +19.72 1.778 0.077
LncRNA UCAI (x +5) 2.69 +0.98 3.89 £1.10 6.963 <0.001
NPASDP4 (x + 5, ng/L) 4.87 £1.80 6.78 +1.64 6.515 <0.001

%3 IL7E LncRNA UCA1 NPASDP4 JK-F-X) ACI A RS
T3 A1 (B
Tab. 3 The predictive value of serum LncRNA UCAI and
NPADP4 levels for adverse prognosis in ACI patients

R WWHE  AUC  95%CI  HURJE KRS }2;&
LncRNA UCAI  3.12  0.777 0.705 ~0.838 0.846 0.532 0.378
NPASDP4 5.09 we/L 0.789 0.718 ~0.849 0.769 0.645 0.414
— B 0.870 0.808 ~0.917 0.808 0.811 0.619

SRMELL 58 2K 52 & 24510 0 i 22 D BE ¥ O3 S8 K st

B (A TR RS TN R R A A T KU A

W RHTEAL ACT B3 i 22 T E et B2 2 i F )ﬁ,xﬁa Bl 1 1M LncRNA UCAL NPASDP4 /K-F-T5ill ACT £ A R i
E‘FII PR E MAEAIR T 7 58 S TR KAl 1 ek J5 1) ROC 12k

Fig.1 ROC curve of predicting poor prognosis in ACI patients
HHAEEE X
based on serum LncRNA UCAI and NPADP4 levels
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