Advances in Clinical Medicine IifiREE243 &, 2024, 14(5), 1700-1707 Hans X3
Published Online May 2024 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2024.1451607

AL ERI A 2E e 5 KR M IS
52t R
REwl, hzml, HiEHR, K 5L 8 &Y

"EWIERIRSE IR R R o B
ARl e ANRERENAL =5 R

Weks H . 20244F4 7270 FHBEM: 202445 H21H; KA HI: 20244F528H

H E

IO vy LB E s AR T A A o N R B L, LI v LB S 38 0 PR I 4 2 e B Y B i
b METhEEE. DIRRKEAR, EEFRTHIRG, (BRI R R R Sk R o 2 b BB TS
IR MR BB . A SO B S8 o MR I {2 2 o 5 2 85 o I Y BT L8 e o LA X A e i e 2 e
IR B ARG R R . DL 6 UBE FRI7KSP 5 S kBt R 2 o B TR AR SR M — 40, B IRIRYR
XA

LR RS, SRR, Yk, BE

Research Progress in Acute Ischemic Stroke
Complicated with Stress Hyperglycemia

Zhiyan Zhao!, Yunyu Xu!, Zhengfu Shang?, Ying Zhang?!, Wei Miao!*
1Department of Neurology, The Second Affiliated Hospital of Kunming Medical University, Kunming Yunnan
2Department of Neurology, The Second People’s Hospital of Baoshan, Baoshan Yunnan

Received: Apr. 27th, 2024; accepted: May 215‘, 2024; published: May 28”‘, 2024

Abstract

Stress hyperglycemia is relatively common in patients with acute ischemic stroke. Stress hyper-
glycemia may increase the risk of hemorrhage transformation, neurological deterioration, poor
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functional recovery and even death in patients with acute ischemic stroke. However, the pathophy-
siological mechanism of stress hyperglycemia’s effect on acute ischemic stroke remains unclear. In
this paper, we will review the causes of stress hyperglycemia after acute ischemic stroke, the dam-
age and protective effect of stress hyperglycemia on acute ischemic stroke, and the correlation be-
tween the level of stress hyperglycemia and the prognosis of patients with acute ischemic stroke,
aiming to provide theoretical basis for clinical treatment.
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1. 518

i 2 U A BR A ORBE T IR AN BUR M E FE R A, T2/ 7E 2030 AR BT andk1]. [RIEF, A
25 e S 2019 AF R 15 5% 1 4 5 i A ) 1 TR IR [2] 0 2o B it 1 i 25 o (acute ischemic stroke, AIS) &
DL AR 2R, L R R B P S T B S SRS, TR I AR R 4B () 6096~80%
[3]. 7EFLE, AIS EE ARG 1 A HMIERLR 3%, 3 HBUEREZR N 34.5%~37.1%, 1 FEFE/%
PR 33.4%~33.8% [4], HARAREK. MEREK. @A T R LEBIERER S, AREMESHRT
ERHILF 7. 16 AIS KA G, 30%~40%) & & MUpE K P2 —id M SURI T, B S & i b (stress
hyperglycemia, SH) [5] [6], #rimfFifkid, SH nl{EN AIS B3 Bt AL T-FIAS R 1S XU 3G In i Fill 45
BR[7]e ASOKHESE AIS J5 SH BIRUE . SH X AIS i f & R AEH . SH ZKF5 AIS B3 Tl AR K
PEM—25 .
2. BB MEZE ST RS AR AL

I v TR 1 R AE S SH R AR M R T B - EE 4R - B R (hypothalamic-pituitary-adrenal,

HPA)# 5 W BT - 228 - B _EIREE R & 4t (Locus coeruleus-sympathetic adrenal medullary system, LC-SAMS)
ARG mK AR A EAR A SR
2.1 NEMSmMEEN PREER

AIS KA, 5NN A2 AN KN X2 = A X w5 5o AEBENE AU DX 380 rh 1)) Lo e o
Zotse SH iEdld G, OX e A S S, B EHH, BNz 30 R oK = 5542 10 s i
RS E, X P LA AR T oS, B A - R e B ) T B B R A (A AU A,
55 b B BE BRSO LA e n, 55 SH IR AE[8]. BRIk 4h, B 5T KBS H B2 2 0] LRSI H E 44
hfg, SyWHEZE 8 (AR iE I B2 & T AR By HREBE9], 5 A b i e B PR = AR A G [10]. PR
SN H AR T RS R X IR AL S i A ), AT R S8 SH.
2.2. TR - 4 - 5 LRRHPA) B RE _EIRHER &% (LC-SAMS)

AIS 1EA MR, RIEGE HPA BiAT LC-SAMS, AT S E0E B L Hh 1) B R BE AT ) LR B e 3 %2, itk

DOI: 10.12677/acm.2024.1451607 1701 Il R 125 23k i


https://doi.org/10.12677/acm.2024.1451607
http://creativecommons.org/licenses/by/4.0/

%

Ab, 2 5l A K A IS R T[] [12]. 76 AIS B, B AN ) LA /KT n] g 5 45 o
PEEFREE . ASPL TR B R R RV A DG [13] . XU R AT R DU S R I e © R R
L% 153 e R J vy TR 352 SOV T PR R, AT DI I 3 S R R o 40 L P ¥ e >Rk i B R IR R R [ 141 . @ B2
5 T T AR A S, SR B LA (€ R s 2E 2 PP e SR EURUR I [15]. ® LRI . A K
PRI R 5o R RORE S A R I I AR O PR AR [16] [17]. @ AR KIE I nT DA I )RR B AR AR KA
T-1 A, AR B 21 7 WA[18], AT T i I

2.3. ‘HRBEF

WIS SR I ZE R 78 SH IR AR AE HEAER, AIS I 9RE IR N 23 5 3040 i PR A pi 3
Tne dpEFan A guiE&-1 (interleukin-1, 1L-1). A4/ %-6 (interleukin-6, IL-6)A1HIRI ALK F-a
(tumor necrosis factor-alpha, TNF-o)iE i #5274 )5 Bk B = A5 57T, WD S Z R, X FMER 2
FERRHFPERI[19], B0 S AN FE S ZHAPT. TNF-o 6 0] B3 N R A M 12 5 -4 15 RNA IR IA
DATsl /> 471 o] 2H 2R00] 67 2 B BRI, 3 W USRIk s TR 2 0 7= A SRR A S A [19] . TRy MBI &
-18 (interleukin-18, IL-18) Al i BUE I HF--xb /15 B 5 S SN, 175 SRR B A T2 AR & 25 7 i e
IS TS BURLHE T =[20] -

3. MM MEER B &R M 2% A B RN 4L
3.1 HEMEMES S ERM 42 P FRPER

SR SN SH RS ZHPURE — Atk LR G RE N, ENTFRRME RS RIER
GANEFPES TR AL RE &, SN T EAVAEAENL S, B P R SH 7E NUR & FE B A 1] R E FH [21]
TEJR MR SE BN PR Ay sy A A A VR T B I O & IR BB A A7 2% [22] . Malfitano 45
N [23138 %8 R O UBE SEARE R A 5, R A e LW P PERAERASE R v PR (12 28 0 B BRI 7, 184 m 4 A 37 DR (U
HWNRAERKRET, SEESHET-1a), BINME AR, M/ T ORI . /£ AIS JiH,
Uyttenboogaart %5 A\ [24]# 18 1 B 426 A IR BE S L 5, IUFE /K P AE 8~12 mmol/L 2 [A] 5 R 4 7l J5 #H
%, HIMKE > 12 mmol/L WX F ad A FHIRSS, 32 BH o BE v b o] B s B A g 2, AT BB 5 (Rl 2
FEBRPE AR AL T B, ST ISR 2 s A, R TR R O 4 L 7 A L B R R 2 e I 40
(B R R SCRE, U 5 SR ™ A 3G N mT A 2 0 RO R AN/ SR T B o 17 7 S s B 1 2 R B vy
M2 FEIEA R o (HRAE— TR T E BT iR 7E 4, Yuan Fang 28 A [251K 80, TER& B 25 8
TR RBTIRAS Q] , e MR 5 ThARELE R o6 . SH R AR B MEREZE T (1 TS A RARSG, (H 5 1 B itk A%
FERIA R AN AAAE G+, AR TR 5 R AR AR & SR R LB AT RS E

3.2. M#ERMmbER S ER I 14 2F P AR B1ER

A7 Q11077 AT BB = 21 1K= = 1IN 1 7 SN v A 70 (AL FTINI R R AV O ST VAN L 3
R RA T REFERFSE L T B AIS BEMIRIINE, & IF RO e IR 1 85 TR 5 P e ik
R Rkl ifedi Rz, HEHIET.

3.2.1. RMEBBEZIR

P S B AG AN 2V T AR B /N B SR R I I AR DG o v LB 2 8 it if il - Pk i g
AW A A 2R R S DA N Bk I [26], A3 ot B 0 T v e SR S A -1 A A R AR AT
B ) B I AP T YE[27], SEURHRIRAS . BbAh, S MM R 23 i /R SRR, 38 Sk 338 in A< o S s
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BE AR B IR 3858 /N = A PRI AT AR ELAE T, n Rl 4 o 453 3 [ 28] »

3.2.2. AR IBEERG

MZHZRBRIM S, P R IR — &AL & (nitric oxide, NO) UMK & MR HEVE . 2P & b 2 (e 3 A1
X 35 1) R BB L 4% 22 495 o P Bz — 4804 %04 T (endothelial nitric oxide synthase, eNOS)fi# ik, SEE LA
(reactive oxygen species, ROS)4: B3 Al NO A= s/l . h4k, ROS F1 NO A& i %0 AH AR £ (ONOO )
FENO HHEL 2, L eNOS fRMEECFENO F=AANE, 1ERIME &K DR 241 [29], M3 B
Ao BRI R, B UM R R, S S B SORT SORE SN E I 1 SR A A
FEIG I T A A ) AU [30]

3.23. |REH

A I A S L 53473 45 v LW 1) B B B L), ROS FIVEVEZUR AIS 1974 J ThRERRAS I fixi
R BRI RN H AR IR OGS 5 3 N6 YT FE A [31] o ran IMUBE 3 0 7 MR B A AR e — A% PR T R SE AL B A 75
SR — AR AR ERARIE A, SEROS M NO F2AER %2, — 2 Al LUl & A4 I M B ONOO™,
ONOO i 5 [ i i S s T R AL AN 2 e BB T[32], 16 TG 56 4 J& & I B (matrix metalloproteinases,
MMPs), B fift A o L 5 2 e e B PN 4 B A 2R 03 [33] . BT 78 K I, ONOO HI /15 NOD Ff 52 f #4
E A 4515 3 (NOD-like receptor family pyrin domain containing 3, NLRP3) 48 it /M 1 #40 [34], NLRP3 4
37 /M ATE S L R 53 17 P e I R 8 R B HR R AE FH o

3.24. RERM

SH B INEIRPZ hE, FECGRILPER G, MG Z 4. METReSi. mibEs &k AIS 5+
PRI IR I B, B T RYEAE T TNF-a. 1L-18 A1 1L-6 AL 4 )8 2 A BE(MMP-9. MMP-2)
(7K, S B0 7032 30O I 7 B335 1 189 N [35] o e IR SO T 8 2 T R 4 R IR b, 5%
0 A6 R AR B B4 T (s AR IR B -1 I ARMORG P 4> -1, B4R ) R kR 5 (A 41
RSB 2 VEARIR IR P2 A [36] . o IR 308 P15 S 4 I 3 MV RN AL 230 55 1) ML RS/ R 40 e P A
Pk R AW ER . (EEMEAEERR M2 BUNRR A IA[37]. &L iEE ONOO i
NLRP3 #AEMAIISEOE, MO E R R AR E A1, N TR 1L-18 R TK[34].

SH IR AT IE I 5 A ke 2 B N, N H5i4% . Jean-Philippe %5 A [38]3 ek — J04T%of i iU K B
AR RIS AR T, v TR 51 RS PR SR AR R DA 3 T MR A - A B ARG B, SR T kR
RAERIRIIL, TR IR 06 Hh 20 ik P 26 75 5 1) IO AR TR e, 005K T PV, JFARR THE
MG LA 57 B RER R Y if 4k

3.25. AEHR

P e . 3 U 5 2657 A S S kD 2 S ERE o, e IR T S R B AR DR AR R R, (H Y
T G AR A LR KRR R, (R B 2 R A A Y R A NR P R, I AE BRI TE M, R LRk
PRI ThBE AN ATP (724, BRI A AT A B8 FRE S, B SRt [5]. MR P &3k mliE
LR ARE T A RS IRBGES TBIE -1a 15 S Z TR AU T [39], AR HERE AT Ao [ B B R
Bk, SH S EFLIRER 85 2 (R Wi SE ALY K, & IeaET,

3.2.6. LR IATHEERERS

7 AIS ], FRakEm £ SRR AT 4 ATP S, K2 (A2 o0 2 Ak S 2o 1
o3 A R N, T80 N- S -D- R AR IR B 7 BB ZR S A Bes 3 =4 B 1 N [40] -
A T F3% B v IR £ 184 s s 1T 5 | e ) A OB R T [41], R 3dE T B B8 NI it Nl B R 2 ki ik, — FLR

DOI: 10.12677/acm.2024.1451607 1703 I IR = =23t e


https://doi.org/10.12677/acm.2024.1451607

IR RIES B TP RE ST, e BRSO SR AR HRE B VI LI T, R
PRI RS, ARt R ¢ MR T B, HEME NERE P RISt T g AR [42]. R,
SH et (1 o 1A Th e ks ol S B4 sE T, it O

4. NS MBI SERS MM M2 PR HE XM
4.1, MM S E

BT SH /K2 5208 R A4 R 00« A0 £ 2 JE At Ao 7 P PR s, A fof P A sl e A0 ot 20 85, 11 4
N SH Pl fa bR 2 AN B, Kt Roberts [39]45 A4 T A &I BLIER] SH, S 1 SOk & b Lo
(Stress Hyperglycemia Ratio, SHR)MIMES, HEAXN: SHR = M/ P, P4 MmpE = (1.59 x b
ML H) — 2.59. Bb4h, WA R S — AN ebrdi & SH, B2 B U6 (mmol/L) A4 A4 1 2T
HE%). LWTHEARMAA, HRFZAL T SH X AIS Ik RIS 5 4F 5 &br it o

4.2. N EMELLES MG M 2E PR

AIS fERRIFE, 380 SH MK, SHR 5 AIS B EFRREAR . TR, W2 MRS 577
BRI 7 SHR 5 AIS KREY). (1) fESRMPERZE kB B AT, Yuan 5 A[7]% 3L SHR 5 AIS
B A AR AR OG, TEIR A JOHE PRI 5o (2) FEMGA SR TT T, — THEEXT 999 5 A R I
) AIS BF W IT, KELLL “H & FE S 20 8 (A Eu A W& R SH 5 AIS [ iR &2 R A 5 [43]. Bh4h,
Wang %5 A\ [6] 3 SHR R LATHUI A5 il P Sl ik sk RERE AL B A5 1) AIS B A R B R AU o (3) TEAE T
JiTfl, Yang S N[44] KB “HEIE SR 2 B A A ” 585% MT (19 AIS B3 F R AR T R AR
RINAegs RAHE, S HRABRAIIME. —DOCTHERE A I AIS B2 B Fi iR SHR S5kt AFET:
PRSI S [45] . (4) TER RS ThRE AT TR, B0 R I 1 SHR 5452 52 [ 5 31 B B VA AR VAT
P2 M P IMAR DI BR AR ALS (5 A0 2 T RESRAL RN HE B 45 =) ZE AR 9K [46] [47]. (B) 1ERE N H RRE 7 THi »
Tao 55 N R IVEL T H) SHR 5 26 diH SGPE T 28 1 XU AH 5C[48] . (6) FEDNRESE 71, Ngiam %5 A[49] & Hi
SHR ka5 AIS B 1E 3 MHBNMARIIGEE /KA K. —HiXkT AIS B 1) SHR 515 B
meta 73 #7145 H 5 SHR 5 AIS 5 TR AN R A<, SHR A AE & AIS B35 R K45 = K3 il fabr. 45 L RTik,
B SHR 5 AIS B kA ML, R E LR, . R IIREBIL. BERIERAE. ThReS: R
R ) AR AH O o

5. J&IT

SH S5 AIS BE TG AR, {5 Hh T2 Hil fop 2 U RS A )G, DRI AIS R 2 75 75 7 4% i
P AAE S [50] o Janil IR I, A0 S 517 267 00 108 15 2 2 v S0 UF B g8 I 2 v v e A1 L 4 7 26 K
S, AHIEA WS G PR 45 S B 0 2G5 [51] . — 1056 B ft A v vy iU A ik 2 2 D% 8% 2EL 2Bl LK R S 36 LA
AIS & I IR R, FRvt OB 280 (4.4~9.9 mmol/L) FI 5 Ak ILRE% 1] (4.4~7.2 mmol/L)¥ayT Kk 72
AN, FEREE 90 RATHRESE R[52]. 4R, Gentile 25 A\ [53HIHF 782 B St Ak i 5% 2 VA7 vl s/ b i i p
B FHRECIRS AR EY, ZEMPURS AIS JEIhEe4 RISGEE %, H AL s e s & SH
LUlCESER

6. BESRE

OIS P 2 A0 TR D/ AL PR REE A0 05 . SN ROE RN . FLRRAR AR . kLA DI RERRAG S
A AERE SH SBLAIS BE UG A RMEZNSG], HaTfb a6 T eSS UG hxk ERyL 4T+ HinT
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R 5

REZX BN AIS JER SHIRITIISCBERE /L, LN, T AIS B35 11 SHR KR ARG K FEHG IT 2 15 AE 3K
i A2 AR R T L EE 5 7] o

EHEWHE

B BB T REE RS (5 2024J0238);
ERECA LI - 11 EIH (%5 : 202401AY070001-340).
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