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Abstract

Objective: To explore the relationship between SUA and HT after intravenous thrombolysis in pa-
tients with acute AIS. Methods: A retrospective analysis was performed on patients with anterior
circulation AIS who received intravenous thrombolysis in the hospital from 2020 to 2024. HT was
detected by brain CT or MRI within 7 days of admission. We compare baseline demographic, clinical,
and laboratory data between the HT group and the non-HT group and between the different types
of HT groups recorded according to the ECASS III. Results: 701 AIS patients who underwent intrave-
nous rt-PA thrombolysis within 4.5 h after onset of AIS were divided into HT group (102) and Non-
HT group (599). Compared with patients without HT, the UA level of HT patients was significantly
reduced (251.85 + 92.13 vs 307.73 £ 76.66, p < 0.01), but there was no significant difference be-
tween UA and HT types (p = 0.64). After adjusting for confounding factors, compared with the first
quartile, the risk of HT in the fourth quartile was significantly reduced (OR 0.187, 95% CI 0.067~
0.526,p =0.001). Conclusion: Low levels of SUA may increase the risk of HT after intravenous throm-
bolysis.
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1 Hl

AIS FEFEHENE WML RR[L], I8 & AT IR kI R B TR RURia T 5%, JR1, ARiR)T
FAERZIFACIE, HT R EEWRE ™R IOEL —[2], KA 10%~48%/ 4, ™ H o FEUEF
LUResit, BERURAR . Kk, 2RSSR FE R HT 1 & 2EHG)T 20E 2. JRIRME
INARIENG I AR R e 4 B AL P [3], H I BE AL 835 U (MR DA il AIWETURYT, JRIRRE
fig DAL L € (/K PE USRI BE 70 B 1 ph 2R A7 R A FH T 2 3 0 L B0 DRy (4], sl i 7 A ) S0
BET AT REJR A I EESE I HH IR AR AE B U A A+ B KR [5]. 2RI, —SERTAUR AT, UA R —1Me
R BRI 2R, B o 1 0 LA AN TS AN R ) XURE[6] o 1B 7L IS FEAR T AIS S B2 5 SUA Rl HT 2
BES-

2. BRIFIAA
2.1 BIRAH

TR R AL, SR B 2020 4F 1 H & 2024 45 2 A, RIEISTRITE 4.5 N LA,
FEGE A 58 N IR B B2 32 B KA A YR T 1A U M R A0 58 38 (1008 D0 B K)o BT B b8k B AR RS 2%
T AT R DR R B AR B S L I T . A NARHE: (1) 76 (R AR SRR (71808 i atk
B PR AR T2 WA HE s (2) MG CT FdfiR R, BELE 4.5 /N NIRIZ I8 rt-PA KA TG
J7s (3) HRIAHI 18 Z UL b (4) AR A MR ARG HIC/MA IR e % (5) AifEH R4t
Wiz 2 . HERRARE: (1) RIERZIBHRIGTHIEE: (2) AHEEMR, SRR AR50 KR K- 1)
IS Q) BFEWRITEOURE R, SEEIETE .
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22. ik

2.2.1. BRRIETT

TEFARIEREIRITHT, XA S 547 M CT 434, HERRM L. B AR S 5 S Bk I 7 ml,
HAR Y S50 =5 AOAS S AR HE R LA T M H A R ThAE . R BT 1 DA K B ThRESE — RGN . 5B
HITACHI 7600 414> F B0 A A0, SR FH UGG VE 40 I & M3 HH R BR/K P o B8 B3 s kA i va
JPEA ARG, e FRUEFIE R rt-PA (Boehringer Ingelheim PharmaGmbH & Co.KG), 2541 5 FH EARTE I
MNEE, DA T 0.9 =it E, HAELL 10%MF AL 1 408 A PRIEFFHEN ML, 2 5 B kR AE 60 4
B EIETI R, TR SIMEA A EASEIT 90 £,

2.22. BIERE

EHARHEIC I EAE RN R G, RN DG 25 B (B E R AN ) RT REAF £ ¥ a6 DR 3R (fn
il BRGS0 s B HlE S O ) B2k 36 [ E L P A S e A i B AR BN NIHSS ¥4 LR
F5 e 4ii [ (Systolic blood pressure, SBP) 5475k [ (Diastolic blood pressure, DBP). i & A 22 ¥4 77 T 44 i it
() TA) 0 & UL A B Aar I 45 SR« 4cHs TOAST btk M BEZESR AL [8] . AR#E ECASS NI Rtk rEAT thif
PEFEALI 43 BU(FE ECASS 11 1, M Ak 3 S 5 28 —— B0 s afi M S (H ) A 9 L i (PH) - PR & H
MRy NPAS N, R ZER HIL 3R AR L, HI2 Sy ZE X 1 alE H i H I8 12 2 25 (/) 3L
IS5 T A LA 23 PHL, B ifi iR FRAS I B ZE X 30%. (5 AN ANBR ., PH2, F8 Ifi e f4 F e iod A
FEIX 30%, AL AR IA] T 4E) o BT X R I R R R A AT VA AR TR T S 1 48 /NI PN SR SE T

2.3. Gt ot

fii ] SPSS23.0 H A0 WAk Bl AT Ge it A AL BE . X T2k s, LA - tRpE R, JRRH]
RT3 Fisher A5 TG IEAT 04T X TESARRE, R TIME + brdEzEsih G5 7 free), JF
A AT AE A 46256 B Mann-Whitney U A5 9635 4T 55 325 1% 22 53t 3 A, A XA P 80 PRI 3507 22 70 M7 B Kruskal-
Wallis H #36k L2 AN ME . D8 T 20 IS JRER (UA)ZKF-5 HE A AL (HT) B SG R, 34T THs
FFRAZ YN Logistic [al AL b dE A7 7EAlh, ARALIER) Logistic 8] YA 7342 4 45 L7 PR R /K (4 1Y 73437 4
(L — DU A O 228 ) AT IR o TR SR A7 AE HT 0 e, SRR M i M AR AT T 72 23
Bre BRI REE SRR PR OB EEh. AT A I NIHSS PPy, ek AT KR
PRI AR BGTT B BRI A% Fos A5 3R 4T 5 5 MR RAE S — MR Rk ak b, it — D5 8 p K
T AREEARE A IR SRR . . SUHZIER . WU SRR, FIRERERR. D-
TRMOKr . AR RS R YRR S E b KRR 2D AR DL R MRS R R
pfE <0.05 #IANEA G Lo

3. &R
3.1.UAEG HT B£&A

AL T01 B2 VEREAE B, CPIAERY 64 %, PR 70.00%, HT 413 102 f, Hrh
HI1 B35 27 4], HI2 B 29 5, PHL MR 33 4, PH2 A% 13 . HT 4L 534F HT A
L2 JE KL, AR (p = 0.05). 5 8i(p <0.01). LA YRR ZER (p < 0.001) 1) 35 K4 HT HIX
Ko, NSk ZE R (SAO) I B R AR HT XU Mk (p < 0.001); HT 4311 SBP (p = 0.001). DBP
(p=0.001). IM¥¥%(p=0.028). JRFE%(p=0.008). IfiiEMAHLZ (p =0.05). [FIZ¥Mra R (p = 0.047). D-
TR R(p <0.001). £FYEEAE (P <0.001). HHERI4EE(p < 0.001) /KR, 10 NIHSS 748, UA (p<
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0.001). #kEE4HAE(p=0.004). IL/MR(PLT) (p=0.024)/KFHEAR(EE 1). M3 UA UM 50 ik, BEE
SUA KFidiFh sy, B KA HT I REBRIS, XR I UA WRERA B T BRI Ikia e 5 8 R A HT 1
RPN R . ¥ UA B on B 7 R B e dHT 22 8@ R R, BB ERRNERG, 4R E7R SUA 5 HT
B, SHEHUSMEAE, YA EE KA HT X 23 F#{%(OR 0.187, 95% C1 0.067~0.526,
p =0.001) (% 2).

Table 1. Comparison of baseline data and clinical features between HT group and NHT group ( X £s)

T LHTHBES NHT ABREFNELER SIRREHELLER(X +5)

HT 4(n = 102) Non-HT 4i(n = 599) T1HI2 A p 1E

TR (D) 64.87 + 11.54 63.89 + 11.75 0.784 0.433
PERN(FB ), n (%) 66 (64.7) 426 (71.1) 1.713 0.191
REAE S, n (%)
R PR 36 (35.3) 157 (26.2) 3.650 0.05
e IMLE 72 (70.6) 390 (65.1) 1.165 0.28
75 B 46 (45.1) 99 (16.5) 43.365 <0.01
L 45 (44.1) 246 (41.1) 0.334 0.563
el 37 (36.3) 217 (36.2) 0 0.993
TOAST 4324, n (%)
LAA 37 (36.3) 245 (40.9) 0.776 0.378
SAOQ 12 (11.8) 216 (36.1) 23.442 <0.01
CE 49 (48.0) 97 (16.2) 53.604 <0.01
SBP, mmHg 160.89 + 28.44 150.65 + 23.20 3.979 0.001
DBP, mmHg 89.79 + 16.14 84.46 + 14.30 3.447 0.001
NIHSS ¥4 (IQR)* 12 (9, 16) 6(3,9) -10.7822 <0.01
RIFBNEAET ], min 187.73 + 15.66 187.07 + 16.18 0.381 0.703
A A R
I HE (2= ), mmol/L 6.54  2.61 5.92 + 2.46 2.318 0.028
K& EAEE A, mmol/L 2.65+0.98 2.72£0.84 -0.779 0.436
R L&A, mmol/L 10.52 £ 4.27 9.75£3.75 1.874 0.061
B R, mmol/L 61.87 +17.88 61.271+18.78 0.300 0.765
Hil =&, mmol/L 1.36 £ 0.90 153+1.11 -1.475 0.141
Mg B AELLE, mmol/L 20.52 + 14.06 17.69 + 8.64 2.745 0.05
WLEF, pmol/L 85.76 + 21.01 88.61 + 47.20 -0.599 0.549
JREZA, umol/L 6.07 +2.89 5.25 + 2.44 3.050 0.008
JRER> umol/L, n (%) 251.85 +92.13 307.73 + 76.66 —6.597 <0.01
Q1 (<240.65) 52 (51.0) 125 (20.9)
Q2 (240.65~300.00) 23 (22.5) 159 (26.5)
Q3 (300.00~355.00) 15 (14.7) 166 (27.7)
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Q4 (>355.00)

[F 24k 2 R, mmol/L
45 A
ARSI, s
TR Ak LGB TR, s
D-%fk, ng (IQR)!
Ut Bg-111, (%)
dUEEAE, gL
E PRkt EE(INR), (%)
ML F
HE RN AR, 1091
ML, 10970
LL2H AR (%)
/MR, 1090

12 (11.8)
15.87 + 8.93

11.59 + 1.64
29.73+5.64
460 (235, 1130)
88.46 + 15.43
3.35+1.39
1.00+0.11

6.72 +3.01

1.52 +£0.63

40.01+5.11
197.20 £ 56.91

149 (24.9)
13.97+8.13

11.24 + 4.47
30.10 +5.77
290 (180, 490)
89.40 + 15.68
2.79+0.94
1.00+1.16

464+201

194+144

40.89 + 5.80
210.60 + 55.07

1.992

0.778
—0.607
—4.8392
—0.559

5.169
—0.015

8.917
—2.900
—1.450
—2.261

0.047

0.437
0.544
<0.01
0.577
<0.01
0.988

<0.01
0.004
0.147
0.024

H: Q: RERAKFIIN LA LAA: KENKEFERI(LAL: SAO: /MahfikZERS; CE: COVRIEFEZERL: Mann-Whitney

U kg 2Z 18

Table 2. Multifactor logistic regression analysis stratified by UA level
2. R UAKESENZERIZERASH

JRIB A 1 B iR A 2 BfE iR
pmol/L OR (95% Cl) P OR (95% Cl) p
Q1 (<240.65) PO - - - PO - - -
Q2 (240.65~300.00) 0.524 (0.272,1.012) —0.646 0.336  0.054 0.549 (0.243,1.238) —0.600 0.415 0.148
Q3(300.00~355.00) 0.372(0.178,0.779) —0.989 0.377 0.009 0.564 (0.230,1.381) —0.573 0457 0.21
Q4 (>355.00) 0.237 (0.109, 0.514) -1.442 0.396 <0.01 0.187 (0.067,0.526) -1.675 0.527 0.001

3.2. UAG HT HBIEFR

HT B %, NIHSS 43 (p = 0.001). Ifi##(p <0.01). WLAF(p =0.008). HleHHi4m i (p =
0.016) M /KFllkm, T4 HT 73842 (A1) UA KA 23 2 5 (p = 0.64) (7 3).

Table 3. Baseline demographic and clinical characteristics grouped on the basis of types of HT (Single factor ANOVA test)
52 3. HT BEE /B ENEL BN SIRRFHELLR (R E R ANOVA &1E)

HT 41(n = 102)

HT1,n=27 HT2,n=29 PH1,n=33 PH2,n=13 FE/A2E  pfE
(%) 65.07+9.26  64.21+1331 6591+10.70  63.31+14.45 0.199 0.89
R (FEHE), n (%) 20 (74.1) 20 (69.0) 17 (51.5) 9 (69.2) 3.899 0.293
REAE S, n (%)
VIR 12 (44.4) 8 (27.6) 9(27.3) 7 (53.8) 4.633 0.21
DOI: 10.12677/acm.2024.1492543 898 IR PR 22 230k i
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o 1M 21 (77.8) 21 (72.4) 22 (66.7) 8 (61.5) 1476  0.685
55 B 9(33.3) 17 (58.6) 12 (36.4) 8 (61.5) 6.087  0.107
W A 13 (48.1) 13 (44.8) 15 (45.5) 4(30.8) 1.147  0.766
el 10 (37) 12 (41.4) 13 (39.4) 2 (15.4) 2.937  0.405

TOAST 4324, n (%)
LAA 14 (51.9) 10 (34.5) 10 (30.3) 3(23.1) 4363  0.242
SAO 4 (14.8) 2 (6.9) 6 (18.2) 0(0) 3946  0.312
CE 9(33.3) 16 (55.2) 15 (45.5) 9(69.2) 5.358  0.147
SBP, mmHg 158.85+22.81 164.03+29.71 162.52 + 29.75 154 +34.2 0.447 0.72
DBP, mmHg 921141595 89.38+1897 89.82+1456  85.85+14.35 0.444 0.72
NIHSS 1743 (1QR)* 10 (6, 14) 13 (11, 16) 12 (10, 17) 16 (12, 19) 6.6412  0.001
RIRB) AR A, min 185.37 £16.05 186.34 +16.40 186.91+16.07  197.77 +7.83 2.165 0.097

A A
IMFE(2AE), mmol/L 6.37 +1.78 6.31+2.59 5.79 + 1.66 9.25 +4.16 6.654  <0.01
RHFEREEE, mmol/l  2.67+1.11 2.62+1.10 2.62+0.83 2.69+0.82 0.023 0.99
JE W2 M, mmol/L 10.22+3.82  11.39+598  10.00+3.29 10.54 £ 2.60 0.596 0.62
B BERRRE, mmol/L  56.54+1221 64.14+22.78 61.22+13.78  69.52 + 22.58 1.804 0.15
Hih =M, mmol/L 1.42 £0.71 1.49 £ 1.19 1.18 £ 0.66 1.38 +1.03 0.686 0.56
MG HMHAZE, mmol/L  20.88+18.94  18.68+9.89  21.28+13.60  21.94+12.46 0.242 0.88
WLEF, pmol/L 89+2571  8255+17.30 79.73+£16.17  101.54 +21.66 4143 0.008
JRZH, pmol/L 5.31+2.71 6.45 + 2.52 6.15 + 3.62 6.59 +1.73 0.932 0.43
JREZ, pmol/L, n(%)  269.26 +98.50 237.11+95.13 249.83+78.49 253.71 + 107.92 0.568 0.64
BB E R, mmol/ll  13.22+511  1564+6.12  17.77+12.58 17.35 £ 7.24 1.343 0.266
I
D- %k, ng(IQR) 330 (150, 460) 660 (410, 1225) 430 (245, 955) 1915 (445, 16062)  17.5562  0.084
AgEEAE, gL 3.36 +1.62 3.45+1.48 3.25+1.23 3.36+1.17 0.096 0.96
1L FR

HrPERIAEAR, 10970 5.74+2.89 7.53+3.33 6.15 + 2.37 8.37 £3.11 3.611  0.016
WRELGTA, 1091 1.64 +0.72 1.45+0.58 1.61+0.58 1.19+0.56 1.901 0.134
2L il AR (%) 4052+3.95  3849:506  40.45+558 41.2+5.388 1.279 0.286
/R, 1091 202.41 +53.05 197.55+75.17 199.76 £47.06  179.08 + 40.51 0.530 0.663

vE: SBP W4E/E; DBP #5K/E; UA JRKER; LDL-CIRZEENEEM; LAA KBk FEEEI{LEL; SAO /NEIfkHI%ERY; CE
OEMAEZERY, Kruskal-Wallis H #5538 ; 2H B .

4. g

T TURNT, PRI AT REAL FEAR S R S0 5 KA A S A R I AP 2 e RS 0 ST R P 1 PR 3R
L7 PRI (R KTHBRAEG 5 PV e J i 2 H L PR A [ KRSz e, R, LR PR IR /KT 5 Y I RS AR 1 2

RO HEREE) TR

iRl FEARMNESE S H A Ak R 1t MUREIR R IR A8 S S ] i 31 1) SR

I RAE[9] -
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LB T 260 P ) 0 6 PG 0 AL A, 3 TV 500« L/ B e L 4% 40 6 1L ) s S A L 57 % (B loodl-
brain barrier, BBB)AK A, o H ifi i 7 i (R SR 4 DA k2 B R H O P A 1 3 ML [10] - £23 Richard Leigh
A1 Francesco Arba 5 NP7 AL, I B B Ry 403 405 A2 B 5 I vk A A 1 ™ B AR 2 R BB R [11]
[12], Taewon Kim SAthiu 7 HIBA, £H%F 46 44552 I IG ST B SN BEAE S8 EAT WS 7T, W Ji4E
30 3 A X L o P 30 3 1 T P R R A R AR R T BEME[13]. RPER I BTG, 5T 4 IR B R )
SRR, ZHICEFEN AN BRI AN, AN AN RO A A v R R AN B [14],
HAEHZ BT REVR T8 2 ARV E R, AR S B E AN 9 MBS, RIERML. ARl &
FIAEILER[15], AR N 2 rh, R R 2R A P BV A2 5| A 5 A B IR 11 5 ki i 122 [ 16]

PRI & NARPEA AR TE 5 P=0[17], B I B B KA B AR, 5 AR A
MPTEALRE JTH 50%, XF H 3L EAERER[18], Ames &5 A 80 FEAC LR, UA 1EN—FiisE AL
FIEEEYF RN, FEB AR R, BRIt A H HEE(RO2) LA ST B 2L (OH) 158 IE FR7FI[19],
UA AT RER LA R R F/H0; RGP SRS, Bt i /5 > s g ik iy ik b 4 93 [20] » Jl i s/ 4
H IR R SRR A Z IR I, 15 BhAR e 45 17K 7 DL S AR ZRRAR ) Th B8, T R A i it 4
Wz A [21] . DA SPERRESE BB IR SR, A A5 FH PR IR PR A RV Ay 7 VR BV RE R 55 R T <6
JEE -9 1M, Sergio Amaro %5 AR FTRAH, 2R E 2 t-PABCE UARIT 6, 58%
M-PA BRI IR AHLL, R 3 /NI I L R 4 s R -9 Ve TR R R R [21]. RSk, TE
NPT, AR B 5 T4 S, JRIR AT REE I I Krippel-like factor 2 (KLF2) (131 &5k 5
A IS P R AR DR T IR, 3 I CR AR G 1ML P B A P R, TR KLF2 3 i st L o o o e P LR Th
[22]. HeAh, UA JERT AHDHE] AIS 51 EE R 98 SR, A T84 HH X #4422 S0 R IT i J3 o F1 368 32 P 4 49 [ 23] o

AIS BEAT IVT J5, m/KF UA ATREFRAC HT RS IBLHITTRE 2 : rt-PA SRR HREVESS, IR R Vil
WO, BETEUR MMP-9 A7) i 4 JE RIS e L4540, DT 4 vy IfLAG o o (1323 1, 51 AR i 7K 0 1
PRI A, UA BRI 1E 5l T 35 S0 5 ) SO R 2 S R S 7, AR X I A R It fii o e S B PR R, [
B, UA JRA] R8I I 9820 MMP-Q [RIBIE DL R 00 i) 0 A8 B 7= A= 1R 40 ) E s, ikt o 4 24t n R 4 1 I [24]

TIAh— LR S HE Y UA TEARE R AP 5 TH A & A AEFH . URICO-ICTUS BFFE KRB, TEEARIRITH A
PRIGIEBA B3 IRAGIR YT 8O, AR IR A e SRS 136 7 KUK [25] - Bifi 5, Amaro, S Jfid 43 #fr URICO-
ICTUS IR FeEdE, IR IR A BT i ml R i R b ) S AR K R e AR B D RE[26] . I 4h,
Kikuchi, K. UA-rtPA G077 H T ke 28 Y i I R DR BRUBRE Y, R IR STV 5 AR rt-PA AH
B AR IR SRR R )Y R AE — e AR By b PR AL I RT RE M, IX AT RS TR 1 7 1
ANBR L A AT R A R PR S B (ROS), TSN T rt-PA A2 7 I BUR[27] -

WA ECASS I FIbrifE, FATE HT 4537 HI BYLL K PH B4 KK [28]. WFERM, AIFIM HT WAL
TEIURETE R NIHSS P38, WLEF K BT AT R 4n i3 2 i 5 22 5%, 1 SUA 5 HT &%
R B ANFAE W35 K R (72 3). Andrade ZEAR A ST XS 20 HT & AR T Re PN br gt 4T 7R, K
PR S B TEARBL, X WA PR X IR AR L ok 2R S R P MR 254 NIHSS $F4r . Fild
AR I DA B oo JU A 2 45t ifiL A0 ARG DR 3 EAT AR S HE P, IRt — 2D 5iif UA JKFF1 HT BT
PR EAT AR A AH DG [29] . HT B DR 6 2 5 1l o B e Sz B3 25 V) IIE &R, H HT (7™ B FE S nT R
117 5 107 PN R PR FE FE AR IR (2], R B /K A ML PR IR v 3 il s B (e N I 2 PN R 4B, 3
SO Jig MR MR NS — A% TR R PR E AL BB (NADPH) AL U H S, S B0 . IRz, FEIRBRIR BRI
N 5K ML PR 4 ) 453 55 50 AN B S22 [30]

T AFLE (0 4 WU s AE T L3 PR R KT 5 S eI B i & 1 B3 UG Z MR R ST s, Il
T RIR & B MR AL 0 XU 2 TE AL A48 U BUAH G [31] [32], A3 J LRI R WA AT 1) UA,
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HOR R PRIRIAE $ 3, PTRESEAM T H o ILT5 PRIR & BT ] e 2 R Sl KR A A (2 £ 2
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