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Time is Brain

1 Minute of ischemia
= 2M neuron loss!!

Emergency brain imaging
is key to evaluate ischemic burden

Continuous quality improvement,
stroke severity documentation,
imaging and data registry participation

Timely assessment for Early
suspected stroke in
adults and children,

stroke code activation, and
transfer protocols

Mobile Stroke Units Emergency
improve onset of treatments department
and outcomes

multidisciplinary

Acute Stroke Recognition and Assessment
Protocol based Hyperacute Reperfusion Pathway

Early recognition in Telemedicine in ol
patients of all ages transport improves  Telemedicine
identification of

candidates for treatment EVT in patients

ASPECTS 3-10

Thrombolysis
TNK is a reasonable
and equivalent option
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- Hyperacute reperfusion therapy: Protocol based rapid pathway; IV rTPA

- ASU and close monitoring

- Cardiovascular risk factor optimisation
- Post-stroke complications

- Rehabilitation: rTMS, Botox

- DM specific topics
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Clinical Signs Recognition

Facial asymmetry
Limb weakness
Slurring

Gaze deviation

Dysphasia

Neglect

Stroke'

SPOT A STROKE"
FAST.
) FACE voosis
R ARM ecress

M to Call 911

Learn more at stroke.org
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IV Thrombolysis - rTPA

Recombinant Tissue Plasminogen Activator

TNKase
(tenecteplase)

For Inject

Sterile water! . ;: ;i::rnv'al

injection Actilyse* s T

50 ml 50 mg (enecteplase) Suihe

to be used 10 For i.v. infusion e e N sortion

reconstitute et S— 25 mg pervial __|

@ Actilyse® Store below 30°C

50 mg Boehringer | |

Ingelheim .
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Mechanism of Action: Tenecteplase (TNK)

How it Dissolves Formed Blood Clots in the Brain

Resumption of Normal Cerebral Blood Flow

TNK blnds to flbrln mesh to convert
into active pl;

PIasminogen)—» @IasmirD

Plasmin cleaves fibrin to
break down blood clot

Platelet

> Fibrin degradation

® te®
T e

Blood clot

Absolute Contraindications

CT brain with hemorrhage

CT brain with extensive hypodensity (established infarct)
Intra-axial brain tumour

Aortic dissection

Recent Neurosurgery

Recent Moderate to severe traumatic brain injury
Severe Coagulopathy or thrombocytopenia

And others..

roke-therapy

Gadhia J, Starkman S, Ovbiagele B, Ali L, Liebeskind D,

TPA for Cerebral Ischenia within 3 Hours of Onset-Changes in Outcome Due to Treatment

TRRF
e
iy

“ i

Changesin final outcome as a result of treatment:
@ Normal or nearly normal

0 Better
No major change

Saver JL. Assessment and improvement of figures to
visually convey benefit and risk of stroke
thrombolysis. Stroke. 2010 Feb;41(2):300-6. doi
10.1161/STROKEAHA109.566935. Epub 2010 Jan 7.
PMID: 20056928; PMCID: PMC2909659

Worse
@B Severely disabled or dead

Early course:
No early worsening with brain bleeding
— Early worsening with brain bleeding

Decision to IV thrombolysis

Streptokinase discovered: | [ Plasmin 1-PA Cloned and ECASS-II, ECASS-4: EXTEND trial but TRACE-IL
Beta-haemolytic (fibrinolysin) expressed with ASSENT-2 trials prematurely stopped due to TIMELESS, TASTE,
i J i streptococci ability to lyse used for thrombus E.coli 1982 [19° 1996-1998 [11, slow recruitment, 2014-2017 ATTEST-2, ORIGINAL
Patient’s premo rbid normal plasma clots was treatment, 28] 221 trials, 2024 [23-27].
recognized, 1933 [13] 1957 [21] EifstPAR iy
) } . ) . AMI patients, 1983 NOR-Test trial,
Patient’s stroke symptoms and severity / disabling symptoms 2] 2007130
) . thrombolytic | | fibrinolytic PA FDA Approves | NINDS, DIAS-3, DIAS-4, EXTEND-IA TNK, TRACE-2
Time window agentfor ML, || agent namedas || discovered, | [ {PA for AMI, || ECASS-Itrials, || DIAS-J trial, 2009- | | WAKE-UP trials trial, 2023
1948 [14] UK. 1953[16] | | 1975 [18] 1987[7) 1995 [8. 31] 2014 [32-34] 2018[35.36] 1371

CT to exclude contraindications

Exclude major contraindications

‘Human urine SKused as Thrombolytic effects of FDA approves t-PA_| | ECASS-III tral,
fibrinolytic a thrombolytic melanoma cell line t-PA for AIS treatment, 2008 [10]
potential agent for recognized, 1980 [42] 1996 [7] -
Consent discovered,1947 | | AMI, TAAIS trial,
First 2 patients with renal 2012 [43
[15] 1958[17] "
vein thrombosis after

kidney transplantation
treated with melanoma
PA, 1981 [45

Ensure BP suitable for IV thrombolysis

Proceed to IV thrombolysis ASAP

FDA approved

TRACE tri
2021 [44]



ESCAPE

EXTEND-IA
IMS Il SWIFT PRIME
SYNTHESIS REVASCAT
PROACT LIl MERCI PENUMBRA EXPANSION THERAPY
TRACE
IMS | Multi WIFT
NS i MERCI ol MR CLEAN
Intra-arterial
Fibrinolysis (!-DIOUK\B”dq ng Coil retriever Thromboaspiration
Intravenous tPA asou
iy o IV/IA t-PA U:‘é?gg';d Coil retriever Stent refriever Stent retriever  Stent retriever
[ 1995 1998-1999 2004 2005 2008 2009 2012 2013 2014 2015 }

—~

©Oh M.S. (2017) History of Intra-arterial Thrombolysis. In: Lee SH. (eds) Stroke Revisited: Diagnosis and Treatment of Ischemic Stroke.

FDA Approved-Orange
Off-label - Gray
1

Stroke Revisited. Springer, Singapore. https://doi.org/10.1007/978-981-10-1424-6_7

After patient is admitted...

.

.

guideline aim around 7-
Neurological observation

Cardiac investigations = how extensive?
Vascular investigations > what modality?
Blood monitoring, risk factor control
Antithrombotic

Treatment of acute brain complications
Treatment of other stroke complications
Early mobilization and rehabilitation
Prevention of future stroke

Stroke education

.

Blood Glucose Management

Swallowing assessment, NGT insertion if unfit for oral feeding
BP control = permissive hypertension if no comorbidities ( < 220/120)
Hstix control > pooat;s%ig)control in acute stroke is associated with poor prognosis (2026 AHA

4.5. Blood Glucose Management

Recommendations for Blood Glucose Management
Referenced studies that support the recommendations are
summarized in the .

1.In patients with AIS, hypoglycemia (blood
glucose <60 mg/dL) should be treated to avoid
complications.'*

with AIS, it is reasonable to treat
yperglycemia to achieve blood

glucose levels in a range of 140 to 180 mg/dL

with close monitaring to prevent worse functional

outcomes.'*

In hospitalized patients with AIS with hypergly-
cemia, reatment with IV insulin to achieve blood
glucose levels in the range of 80 to 130 mg/dL is
not recommended to improve 3-month functional
outcomes.**

4.5. Blood Glucose Management

Recommendations for Blood Glucose Management
Referenced studies that support the recommendations are

summarized in the

1. In patients with AIS, hypoglycemia (blood
glucose <60 mg/dL) should be treated to avoid
complications."?

(Z2)7.8 -10 mmol/L

4472 mmelft

IS

. In patients with AIS, it is reasonable to treat persis-
tent hyperglycemia to achieve blood glucose levels
in a range of 140 to 180 mg/dL with close monitor-
ing to prevent worse functional outcomes."?

w

. In hospitalized patients with AIS with hyperglycemia,
treatment with IV insulin to achieve blood glucose
levels in the range of 80 to 130 mg/dL is not recom-
mended to improve 3-month functional outcomes.>-®

AHA 2026

Monitoring in ASU

Prabhakaran et al 2026 Acute Ischemic Stroke Guideline

Assessment & [ kagnost speck pinvider
Monitoring

d g by lized training in stroke
+Stroke mechanism treatment planning

ts utilizati
guided by,

+ Physical and
guidelines/protocols

Clinical
Management
(First § days)

it and

i e
+ Multidisciplinary team care to include nursing and caregivers with weekly meetings

I g g and onset by physical, tional, and speech therapy
g nursing care
-C planning y team
Discharge ~Early assessment of discharge needs
Plannin g atien witha
4 +Coordination of follow-up care
Figure 5. B lagi

Stress induced hyperglycemia

Acute stroke — high probability of stress hyperglycemia
Higher admission glucose levels in non-survivors of stroke than in AIS survivors

Glucose level at admission is a meaningful independent predictor of mortality or
poor functional prognosis after stroke

Peng, Zhouzhou, et al. "Association

AHA 2026

(2023): 2162-2170.



Neuroprotective effects of
hyperglycemia in acute stroke

Glucose regulatory center,

Hypothalamic-pituitary-adrenal (HPA) axis

Sympathetic adrenomedullary system

Yao, Mengyue, et al. "A review of stress-induced hyperglycaemia in the context of

, and the status of

acute stroke: definition,

9

insulin therapy.” Frontiers in Neurology 14 (2023): 1149671

Future Research Direction

el
<09 Glucose
o ©

Insulin resistance

4 Epinephrine
Cortisol”
Glucagon

1 GLUT4
tGLUT1, GLUT3

Gluconeogenesis
Glycogenolysis

Criteria for initiating glucose lowering after AIS ?

Timing of dosing and duration of treatment?

Target range of glycaemic control?

Treatment options other than insulin?

Liver

Yao, Mengyue, et al. "A review of stress-induced hyperglycaemia in the context of acute
ischaemic stroke: definition, underlying mechanisms, and the status of insulin therapy.” Frontiers

in Neurology 14 (2023): 1149671.

High Intensity Statin

Use lifestyle and high-intensity
statin therapy to reduce LDL
cholesterol by 250% from
baseline to a goal of <55 mg/dL
(<1.4 mmol/L).

=D

Add ezetimibe or a PCSK9-
directed therapy with
demonstrated benefit if LDL
cholesterol goals are not
met on maximum tolerated

Use an alternative lipid-lowering treatment for those
who are statin intolerant:
«  PCSK9 inhibitor with monoclonal
antibody treatment
+  Bempedoic acid

statin therapy. «  PCSK9 inhibitor with SiRNA inclisiran
High-intensity statin Moderate- Lo statin
therapy statin therapy therapy
LDL-C reduction = 50% LDL-C reduction 30-50% | LDL-C reduction <30%.

Atorvastatin 40-80 mg Atorvastatin 10-20 mg Simvastatin 10 mg

Rosuvastatin 20-40 mg Rosuvastatin 5-10 mg Pravastatin10-20 mg
[Simvastatin 20-40 mg Lovastatin 20 mg
Pravastatin 40-80 mg Fluvastatin 20-40 mg
Iﬁfv:ﬁ::.‘)?l.";g m [FIEVEELIT Section 10: Cardiovascular Disease and

v 9 Risk Management. Clin Diabetes 18 April

Fluvastatin 40 mg b.i.d. 2025, 43 (2): 212-214.
Rravastata g https://doi.org/10.2337/cd25-a010

Where there is Imbalance

Stressful inflammatory response: release of neurotoxic and vasoconstrictive
factors that further damage vascular endothelial cells
Directly poison ischemic brain tissue: lactic acid deposition; impair cortical

collateral perfusion

Abnormal aggregation of platelets

Damage the blood—brain barrier and promote the transformation of

hemorrhagic infarction

e in patients with acute ischemic stroke due

Peng, Zhouzhou, et al. "

ion between stress

to large vessel occlusion." CNS neuroscience & therapeutics 29.8 (2023): 2162-2170.

General recommendation
without reperfusion therapy:

Permissive HT if BP <220/ 120
and without other comorbidity
in 48-72 hours

75% patient will have their BP
automatically go down

4.3. Blood Pressure Management

Recommendations for Blood Pressure Management
Referenced studies that support the recommendations are
summarized in the :

o LOE | Recon

General recommendations (including without reperfusion therapy)

1. In patients with AIS, hypotension and hypovolemia
should be corrected to maintain systemic perfu-
sion levels necessary to support organ function.'*

2. In patients with AIS, early treatment of hyperten-
sion s indicated when required by comorbid
‘conditions (eg, concormitant acute coronary
event, acute heart failure, aortic dissection, post-
thrombolysis sICH, or preeclampsia/eclampsia)
t0 reduce the isk of complications.

3. In patients with BP >220/120 mm Hg who did
not receive IVT or EVT and have no comorbid
‘conditions requiring urgent antihypertensive
treatment, the benefit of iitiating or reinitiating
treatment of hypertension within the first 48 to
72 hours is uncertain.

4.In patients with BP <220/120 mm Hg who did not
receive IVT or EVT and do not have a comorbid
condition requiring urgent antihypertensive treat-
ment, iniiating or reinitiating treatment of hyperter-

sion within the first 48 to 72 hours after an AIS is
ot effective to prevent death or dependency.*

Before reperfusion treatment

5. Patients with AIS who have elevated BP and are
otherwise eligible for treatment with IVT should
have their SBP lowered to <185 mm Hg and
diastolic blood pressure (DBP) <110 mm Hg

Anti-thrombotic Agents — Simple Scenarios

Stroke/ TIA with AF: anticoagulation

Moderate to severe stroke: single antiplatelet
Minor stroke or high risk TIA: DAPT for 21 days then single antiplatelet
Intracranial Atherosclerotic Disease (ICAD): DAPT for 90 days than single

antiplatelet



ASCOD Classification
* Atherosclerosis ‘

+ Small vessel disease A e/ '
¢ Cardiac pathology
* Other causes

* Dissection

Extornal carotid artery

TROKE

3.0
S

Internal carotid artory.

Common carotid artery

htps://www flintrehab.com/atherosclerosis. troke/
Norrving, Bo. "Lacunar infarcts: no black holes in the brain are benign.” Practical neurology 8.4 (2008):
i Objectives/L

https://

Uncommon Causes of Stroke

Atrial Fibrillation (AF)

Cerebral amyloid angiopathy®

»Piftiati Inherited

Genetic causes

Fabry disease® Cerebral cavernous malformations (genetic and sporadic) Le é dil |
Hereditary cerebral hemorrhage with amyloidosis (Dutch type and

Cerebral autosomal dominant arteriopathy with subcortical infarcts and te
Icelandic type)

leukoencephalopathy (CADASIL)®

Cerebral autosomal recessive arteriopathy with subcortical infarcts > Both Ischemic Stroke and Intracerebral Hemorrhage (Either or Mixed) | | |
and leukoencephalopathy (CARASIL)

Retinal vasculopathy with cerebral leukodystrophy®

Moyamoya (disease and syndrome)®
Sickle cell anemia

COL4AT-related cerebral small vessel disease® Hereditary hemorrhagic telangiectasia

Cervical and intracranial arterial dissection
Hypercoagulability (acquired and genetic)

Vasculitis and inflammatory conditions |
Posterior reversible encephalopathy syndrome (PRES)

Vasculopathy
Fibromuscular dysplasia

Reversible cerebral vasoconstriction syndrome (RCVS)
Cerebral venous sinus thrombosis (CVST) 1 1

Radiation-induced vasculopathy Pregnancy (preeclampsialeclampsia, hypercoagulability, CVST, RCVS, PRES)®

Cardioembolic Recreational drug use

Endocarditis

Autoimmune valvular disease
Central nervous system infection
HIV
Varicella-zoster virus

Bacterial meningitis
Others
Migrainous infarction

25 mmyse¢ 10| mm/my

Non-inherited

Pantiniiim AAN 2017

The CHA,DS,VASc Score to Estimate Risk of Stroke in Patients with
Atrial Fibrillation®

Points

Congestive heart failure +1 A t' l t' H AF St k P t'
cHADSVASC Annual Stroke Risk percantage Sirlamproms of heart e o objctiveaidence of ntcoagulation in rokKe rrevention
Score® (95% Confidence ervi Recommendation reduced left-ventricular ejection fraction
o 0.8(0.6-1.0) No antithrombotic Hypertension +1

i Resting blood pressure >140/90 mmHg on at least two

1 2.0 (1.7-2.4) Antiplatelet or "8 P i 3 . . . . . .

occasons orcurent anchyperensve reament * Anticoagulation is effective in AF stroke prevention
2 37 (3.4-41) Age 75 years or older +2

e —— Diabetes meliess W » Warfarin reduced the primary event rate in the randomized

Fasting glucose >125 mg/dL (7 mmollL) or treatment

. 9306799 Anicoagiaton e s ety SPAF trial (Stroke Prevention in Atrial Fibrillation Study) by 67%

153 (143-16.2) Anticoagulation Previous stroke, transient ischaemic attack, or + P . . :
07082214 thromboembolism * NOAC has similar efficacy but lower bleeding risks
= Vascular disease + . .

z 2 Anticoseiiatn Previous myocardlinfrction,peipherl acery diseas, * The ease of NOAC use improves compliance

8 22.4(16.3-30.8) Anticoagulation or aortic plique

9 23.6 (10.6-52.6) Anticoagulation Age 65-74 years +1

Sex category (female) +l

* Modified with permission from Olesen JB, et al, BMJ.“* © 2011 British Medical Journal Publishing Group Ltd.
® CHA,DS;VASC

Age 65-74 years 1point Continuum, AAN

Sex category (female) 1 point
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Taiwan." Circulation 138.
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CENTRAL ILLUSTRATION Treatment Options for Secondary Prevention After a Transient Ischemic Attack or
Ischemic Stroke

Patients with TIA or Ischemic Stroke
Short term (10-21 days): aspirin plus

Antiplatelet clopidogrel
therapy Long term: aspi

Education

Treatment targets*
Weight loss
M— gl Physical activity
Stop smoking
Reduce alcohol

or clopidogrel or

aspirin plus ER-dipyridamole

Oral anticoagulation

Cardiac VKA-antagonists (INR 2.0-3.0)
embolism DOACs preferred

LAA occlusion (contraindication for OAC)

E— T

Patent foramen PFO closure, <60 years,
ovale Non-lacunar stroke

Treat to targe
140/90

Hypertension

Treat to target
Lipids ;2‘;;104 00 mo/al Symptomatic carotid Carotid endarterectomy
Stenosis 70%-99% or stenting

- Antidiabetics, diet,
gabes

Diener, H.-C. et al. J Am Coll Cardiol. 2020;75(15):1804-18.

Intracranial stenosis

VerteiialEtanasic Best medical treatment

*Treatment tagets for blood presure, low-density lpoprotein chalestero,glycosyated hemoglobin, and physicl actvty shauld be defined. DOAC = direct oral
€Sl LAA - left atrial

ovale; TIA = transient ischemic attack; VKA = vitamin K antagonists.

Epidemiology

The prevalence of diabetes in people with all
types of stroke is 28%.

The rate is greater in those with ischemic (33%) 'uml ‘ — |
compared with hemorrhagic (26%) stroke. = e e

Figure 1. Disetes’mechanisms of vasclar damage.

Maida, Carlo Domenico, et al. "Diabetes and ischemic stroke: an
old and new relationship an overview of the close interaction
between these diseases." International journal of molecular
sciences 23.4 (2022): 2397.

Diabetic stroke patients are relatively younger
and have more comorbidities than those without
diabetes.

High stroke recurrence in diabetic patients

Mosenzon, Ofri, et al. "Diabetes and stroke: what are the connections?." Journal of stroke 25.1 (2023): 26-38.

NOAC Compliance

Cost e.g. SFI
Capsule format - Dabigatran
Gl upset / Bleeding Tendency

Route of administration - Dabigatran cannot be crushed (NGT not applicable)

Stroke and DM

Obesity

—p—

etes Hypertension

Diab:

Increased artierial
stiffness

Inflammation

Small vessel
disease

Atherosclerosis

Ischemic stroke

Figure 2. Potential pathophysiological mechanisms wherein diabetes leads
to (ischemic) stroke.

Mosenzon, Ofri, et al. "Diabetes and stroke: what are the connections?." Journal of stroke 25.1 (2023): 26-38.



DM and Stroke Outcome

Hyperglycemia during acute phase associated with poor
stroke outcome

Poor post-stroke outcome in DM patients
-Cognitive impairment

-Length of stay

-Dependence

Mosenzon, Ofri, et al. "Diabetes and stroke: what are the connections?." Journal of stroke 25.1 (2023): 26-38.

Antiglycemic Agents with CVS Benefits

Cardiovascular Benefits: GLP-1 RAs, SGLT 2- i

Stroke risk reduction from Meta-analysis: GLP 1 RAs, Thiazolidinediones

“Intensive glycemic control achieved with agents other than GLP-1 RAs or pioglitazone
has not been shown to have any significant effect on stroke events in people with T2D.
This suggests that the beneficial effect of GLP-1 RAs on stroke is not solely due to
glycemic control. *

— inflammation, fat distribution, lipid and protein metabolism, and vascular endothelial
function

Mosenzon, Ofri, et al. "Diabetes and stroke: what are the connections?." Journal of stroke 25.1 (2023): 26-38.

Use of gl 4 ing licati in the of type 2 diabetes
o

I education and support; soclal determinants of health

e
o [

e 1)

+CKD (on maximaly tlerstad
dose of ACE or ARE)

American Diabetes Association
Professional Practice Committee
for Diabetes"; 9. Pharmacologic

January 2026; 49
(Supplement_1): $183-5215.
hitps//doi.org/10.2337/dc26-500
9

Approach to DM after ischemic stroke / TIA

Screening for DM / Prediabetes with HbA1c, Fasting Glucose, or OGTT

Shifting from glycemic control (Glucose-centric approach) to complication driven,
risk-stratified therapeutic approach

Choice of agents depends on presence of ASCVD / Risk profiles

Multi-factorial approach to manage glucose, blood pressure, and lipids, along with
the use of renin-angiotensin system inhibitors, statins, and aspirin (where
appropriate), has been shown to reduce both microvascular and cardiovascular
complications of diabetes.

Mosenzon, Ofri, et al. "Diabetes and stroke: what are the connections?." Journal of stroke 25.1 (2023): 26-38.

Indirect cardiovascular effects

fe
R

+ Dyslipidemia

HbAlc
v Body weight M
 Blood pressure

 athw ‘Alrial
size of atheroma lati
4 plague stabilty v il fibrillation
anti-inflammatory M2 foam cell
macrophage phenotype ‘

formation

Direct Neuroprotection

secretion boundary area

¥

e 2 i

Ischemic brain

BDNF, 4
ONES Cerebralblood | Apoptosis,
S Tow Vet ¥ imnormmion
NTRK2, mTOR, CREB, PI3K, ond oxicativs
SDF 1-3, MAPD MAPK
Samanidou,Valentn, ot al. “GLP-1 Recplor Provation: ANaratve Review of Precinical and

Ciical Evidence." Jounal of Central Nervous System Disease 18 (2026): 11795735261444425.

A holistic, multifaceted, person-centered approach

Individualized glycemic goals

Weight goals

Risk for hypoglycemia

History of or risk factors for cardiovascular, kidney, liver, and other comorbidities and complications of diabetes
Tolerability and side effect profiles of medications

Complexity of the medication plan

Individual’s capacity to implement it given their specific situation and context, and the access, cost, and availability of
medications

Lifestyle modifications and health behaviors should be emphasized along with any pharmacologic therapy.

American Diabetes Association Professional Practice Committee for Diabetes*; 9. Pharmacologic Approaches to Glycemic Treatment: Standards of
Care in Diabetes—2026. Diabetes Care 1 January 2026; 49 (Supplement_1): S183-S215. https://doi.org/10.2337/dc26-S009
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Common Complications Encountered in Stroke Rehab

Post-stroke depression
Post-stroke cognitive impairment

Post-stroke pain syndrome (Hemiplegic shoulder pain, thalamic pain syndrome,
complex regional pain syndrome etc)

Spasticity Management

Transverse section- lower arm, proximal- medial

https://iwww
.youtube.co
m/watch?v
=plhEW7ye
744

Stroke Rehabilitation - Start Early!

Physical Impairments, Activity Limitations, Participation Restriction (Personal and
Environmental factors)

Goal setting and Rehab plan formulation

Community integration
STROKE REHABILITATION

@
TN

Botox indication: Spasticity Management

- Pain or spasm
- Interference with motor and functional rehab “Bo

) . Borox
- Personal hygiene interference kel
- Fitting orthosis
- Reduce deformity or contracture

vy

Botulinum toxin type A

== Doussoulin, A., et al. "Prevalence of spasticity and postural patterns in the upper extremity post
stroke." Journal of stroke and cerebrovascular diseases 29.11 (2020): 105253.

Transverse section- lower arm, middle

https:/iwww
.youtube.co
m/watch?v
=plhEW7ye
744




TMS to increase i
excitability H

Stroke

lesion !

Surviving cortex
and descending tracts
represent structural reserve.

Suprathreshold high frequency TMS (5 Hz)

<
w7

days when a large vessel is involved, but in the majority

arina
ente consciousness, i it b lot, 1 egained andl the oanl. =2
TMS to decrease ¢ fions of cerebral shock pass off. "The plantar response is
excitability extensor from the outset.  Gradually over the space of a few days
weeks the affected limbs become spastic with exaggerat
1 9 5 os mnEn

iy

the lower limb shows in the poclluxm of ex-
tension while the upper limb tends to take up a position of flexion.
T tisyphilitic treatment may.

It in almost complete restoration of function.

tment. As_vascular_spasm may be associated with
hrombosis or embolism, the vasodilator effect of whisky or amyl
it ‘reatment _is_otherwise
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a:demd-ea&.emmmmnmew

development of hypostatic congeation of e Tings attention to, 14 et
n, and care of the skin to
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useful. As an additional messure it may be wise to give penicillin
ts, to diminish the risk of pneumonia develop-
iog.While consciousncss is impired, the fuid ke must be
maintained, and fluids and nouri i f
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Suprathreshold low frequency TMS
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20 stimuli at 5 Hz can produce short term
facilitation
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M e should be memd, and the patient. ¢!
should be got up into a chair. Although only passive movements
may be possible at first, the patient should be encouraged to make
‘ﬁlmptsnnmvemovemcnts.nthedcgeeoﬁumnmlmvuy
Wt"hrgelydependonsmeﬁmud re-education. If paralysis

Thousand suprathreshold
pulses at 1Hz produce suppression
of excitability

Agarwal, Smriti, et al. "Interrogating cortical

function with transcranial magnetic stimulation: is I 3
insights from neurodegenerative disease and i % v k-
stroke." Journal of y& catof
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Take Home Messages

Patient Journey with acute ischemic stroke

- Hyperacute reperfusion therapy: Protocol based rapid pathway; IV rTPA
- ASU and close monitoring

- Cardiovascular risk factor optimisation, AF stroke prophylaxis and NOAC use
- Post-stroke complications a n O u

- Rehabilitation: rTMS, Botox
DM specific topics

- 2026 AHA recommendation of glycemic control in acute ischemic stroke

- Switching “glycemic control” to “ASCVD risk reduction” in choice of anti-diabetic agents, e.g.
GLP-1 RA/ SGLT2-i

- Exploration of neuroprotection with GLP-1 RA

- Exploration of Stress induced hyperglycemia



