XS MR 2026 4E 2 0] 43k 2 - 167 -

E 42 :1003-2754(2026)02-0167-05 doi: 10. 19845/j. cnki. fysjjbzz. 2026. 0029

H e TEESAC L DX R R AP i 2 o R
K R e Hh L PR A 52 e DR 22 a0

R, Emyc, XER', ®HKE, & %', HKARL, R A, X 4’

W OE: BH B E O X 2otk i A b (ALS) g kA e 5 & A B AL (HT) 19 52 ) (R
£, HiE PBENA 201942 H—2024 44 H 752 w8 Mg 1 85— A R B BECA 14 LR il ok 4 o 4 4 4R 2
TR FONG 0] (et-P A VR R BRI AR 25 903R 7 B ATS B BEATRIFST AR e v i i J 75 & 28 1T 43 HT 4R HT
2, I FHZ 5 Logistic FUEA M AIS B Zead § KA 5 & B HT B MSI R R . &R DR Ibah A 437 il 8
Z TR R ALS B, o 4541 (10. 3% ) KA Ak, SR HTZ0M b, BT 2410 b BEA: s sl A Be Bl T
VAR R NTHSS P14 | P 7 40 i 31 %05 9 B 20 8 3180 FU (B (NLR) FIN A8 22 i A 09 25 S 198 Ge it 24 8 L (P<
0.05), H LA R AZHE Logistic FIARIRI b 2558 B oR , ABERT IR (OR=1. 122,95%CI 1. 007~1. 251) & F7
i 52 (OR=3. 896,95%CI 1. 632~9. 303) & ik #2 J5 i L FE Ak i 2 7 fE B L & (P #5<0. 05) . £518 i A BEnt
W R 7K AR I NTHSS 3743 L A BE MUBE K- A YT 1T NLR K2 i 45 X ATS JR 3 ik s i Jm &4 HT iy
S PR e 5 i Sl R AR 1 IRURE A ST S R R K

KR PENESRMIX;  StERuntERT s EbEE;  Binfstk;  EREE

FE S HES:R743 SCERFRIZED : A

Influencing factors for hemorrhagic transformation after intravenous thrombolysis in patients with acute ischemic
stroke in plateau areas DU Komgl , SHI Difamg2 , WU Haohao',HUANG Ba()grmgl ,ZHENG Yan',BAO Jianjian] ,LIANG
Xi', WEN Juan®. (1. Department of Neurology , Qujing First People's Hospital , Qujing 655000, China ; 2. Department of Thoracic
Surgery 1, The Third Affiated Hosiptal of Kunming Medical University , Kunming 650100, China ;3. Department of Neurology,
Hospital of Guizhou Panjiang Coal & Power Co. , Lid., Panzhou 553400, China)

Abstract: Objective To investigate the influencing factors for hemorrhagic transformation (HT) after intravenous
thrombolysis (IVT) in patients with acute ischemic stroke (AIS) in plateau areas. Methods A retrospective analysis was per-
formed for AIS patients who were admitted to our hospital from February 2019 to April 2024 and received IVT with urokinase or
recombinant tissue plasminogen activator, and according to the presence or absence of HT after IVT, they were divided into HT
group and non-HT group. The multivariate Logistic regression analysis was used to investigate the independent risk factors for
HT after IVT in AIS patients. Results A total of 437 AIS patients who underwent IVT were included in this study, among
whom 45 (10. 3%) experienced HT. There were significant differences between the HT group and the non-HT group in the pro-
portion of patients with a past history of atrial fibrillation, systolic blood pressure on admission, NIHSS score before thromboly-
sis, neutrophil-to-lymphocyte ratio (NLR) , and blood glucose before thrombolysis (all P<0.05). The above factors were in-
cluded in a multivariate logistic regression model, and the results showed that blood glucose on admission (OR=1. 122,95%CI
1.007~1. 251, P<0.05) and history of atrial fibrillation (OR=3.896, 95%CI 1.632~9.303, P<0. 05) were independent risk
factors for HT after [IVT. Conclusion  History of atrial fibrillation, systolic blood pressure on admission, NIHSS score before
thrombolysis, blood glucose level on admission, and NLR level before treatment are influencing factors for HT after IVT in AIS
patients in plateau areas, among which history of atrial fibrillation and blood glucose level before thrombolysis are independent
risk factors.

Key words: Plateau areas; Acute ischemic stroke; Intravenous thrombolysis;  Hemorrhagic transformation
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AR5 BE N 2 11 IE B B KF- [M(P,g, Pos) ,mmol/L] 3.1(2.3,3.6) 3(2.5,3.5) 7=-0. 670 0.504 4
R A AR [ M (P, Pyg) , pumol/LL] 13.8(11.4,16.6) 13.3(11,17.2) Z=-0. 595 0.5542
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