B4k 3 El RS mF M FRE Vol.49  NoJ3
2022 4F 6 A Journal of International Neurology and Neurosurgery Jun. 2022

.i@% L]

#E PR P /155 ML Xt i H 10 ¥ /= B9 S 00 - B4 SE 06 meta 5347

FR', IR, RME, FTH, KK
1. Pk FhEERMMZAF, Hd KV 410008
2. BREFERBERESZHFLAPCRIEER), #Hd KV 410008

W OE:BR IR IR A B , TR IR /B U I USRS, R RS R EMK T
PubMed ,Web of Science ,Cochrane Library il Embase $(38 % , 4 2 i[RI 1E 2021 45 11 A 1 H o WCESC T @ mbg / B8R 5 1 H i
BB SR RIE ST o P e B HEBR R 1 E AT 0 2 , SR P Bt ML A0 o A5 70 s [0 5 80 7 A TR A 45 9 38 I 959% M IX I . SR
SYRCLE 8l 52 56 f fef KU PEAS T BB AT BT PR o 4 e A TSI 3T Review Manager 5.3 54317 meta 04T, ARG HE IR
I/ T U IR £ 0 B S . 25 R IRANA TR B SEIE  meta S MR A SR SR 7R L S AR b B DR /R U 4
i (R FRR T X BRAL(SMD=1.2, 95%C1=0.13 ~ 2.27, P<0.05). i — 2L #4720 534 , W0 28 (1 17 3 ol it e A AR DL B 88 2% 53 (SMD=
0.68, 95%CI=-0.38 ~ 1.74, P>0.05); B ZHL (158 7 K ML AFRAEAE 22 504 B DRIE /v M ZEL I e PR R R T X R AL (SMD=3.26, 95%CI
=0.21 ~6.31, P<0.05). WEHRIF / i MUFEZE M i ) FEL K (PHE) R % BE2H.(MD=1.57, 95%CI=0.71 ~ 2.44, P<0.05). PRI / ¥ I
WA Z I REE 2 K TR IR (SMD=1.06, 95%C1=0.50 ~ 1.62, P<0.05). £ fESh¥yscuh b A IRG / w5 A AT 88 i H 1t 14
I AR (PHE , DT 10 i 1 1 905 [E PR AR FHE I RIFSE, 2022, 49(3): 59-65.]
SCSBART < 10 HH I R AR 5 AR DR 5 TR 5 meta 23T

FE 5> S R743. 34 DOI:10. 16636/j. cnki. jinn. 1673-2642. 2022. 03. 011

Influence of diabetes/hyperglycemia on the prognosis of intracranial hemorrhage: A

meta-analysis based on animal experiments

LI Si', WANG Sai', ZHANG Yu-Peng', ZOU Xue-Lun', ZHANG Le'?

1. Department of Neurology ,Xiangya Hospital, Central South University, Changsha, Hunan 410008, China

2. National Clinical Research Center for Geriatric Disorders (Xiangya Hospital) , Changsha, Hunan 410008, China
Corresponding author: ZHANG Le, Email : zlzdzlzd@csu.edu.cn

Abstract:  Objective To investigate the influence of diabetes/hyperglycemia on the prognosis of intracranial hemor-
rhage by extracting related data from animal experiments. Methods CNKI, Wanfang Data, PubMed, Web of Science, the
Cochrane Library, and Embase were systematically searched for related animal experiments of diabetes/hyperglycemia and
intracranial hemorrhage published up to November 1, 2021. Screening was performed in strict accordance with inclusion
and exclusion criteria, and a random effects model or a fixed effects model was used to estimate pooled rate and 95% confi-
dence interval (CI). The SYRCLE tool for assessing risk of bias was used for quality assessment. Review Manager 5.3 soft-
ware was used to perform a meta-analysis of the experiments included to investigate the influence of diabetes/hyperglycemia
on the prognosis of intracranial hemorrhage. Results A total of 7 animal experiments were included, and the meta-analysis
showed that in the animal model of intracerebral hemorrhage , the diabetes/hyperglycemia group had a significantly larger he-

matoma volume than the control group [ standardized mean difference (SMD)=1.2, 95%CI: 0.13-2.27, P<0.05]. Further
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subgroup analysis showed that there was no significant difference in hematoma volume between the two groups within the
first 3 days (SMD=0.68, 95%CI: -0.38 to 1.74, P>0.05), while the diabetes/hyperglycemia group had a significantly larg-
er hematoma volume than the control group on day 7 (SMD=3.26, 95%CI: 0.21-6.31, P>0.05). The diabetes/hyperglyce-

mia group had a significantly higher degree of perihematomal edema (PHE) than the control group [ mean difference (MD)=

1.57, 95%CI: 0.71-2.44, P<0.05]. The diabetes/hyperglycemia group had a significantly higher neurological function score

than the control group (SMD=1.06, 95%CI: 0.50-1.62, P<0.05). Conclusions

In animal experiments, diabetes/hyper-

glycemia can increase hematoma volume and the degree of PHE, thereby affecting the prognosis of intracerebral hemorrhage.

[Journal of International Neurology and Neurosurgery, 2022, 49(3): 59-65. ]
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Subtotal (95%CI) 61 66 50.0% 1.20[0.13,2.27] —

Helerogeneily:Tau2=1.77; Chi’*=40.10, df=7 (P<0.000 01); I’=83%
Test for overall effect:Z=2.20 (P=0.03)
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