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6.3. Detaillierte Wiedergabe der benutzten Schlaganfall-Skalen und des 
Datenerhebungsbogens 

 

National Institutes of Health Stroke Scale (NIHSS) 
 

Level of consciousness (LOC) 

0 alert, keenly responsive 

1 drowsy, but easily arousable 

2 stupurous, repeated stimulation required to respond 

3 comatous 

Best motor arm (AHV) 

0 no drift in 10 sec. 

1 drift, after brief hold 

2 cannot resist gravity, but some efforts made 

3 no effort against gravity 

LOC – Questions;  Ask for month and age 

0 answers both correctly 

1 answers one correctly 

2 both questions incorrect 

Hand function; Ask patient to extend fingers 

0 full extension for 5 sec. 

1 some finger extension 

2 no finger extension 

LOC – Commands   

Ask to open/close hand and eyes 

0 obeys both correctly 

1 obeys one correctly 

2 both commands incorrect 

Best motor leg (BHV) 

0 no drift in 5 sec. 

1 drift within 5 sec.  

2 cannot resist gravity, but some efforts made 

3 no effort against gravity 

Pupillary response 

0 both reactive 

1 one reactive 

2 neither reactive 

Best visual 

0 no visual loss 

1 partial hemianopia 

2 complete hemianopia 

Facial palsy 

0 normal 

1 minor 

2 partial  

3 complete 

Best gaze 

0 normal 

1 partial palsy; no forced deviation 

2 forced deviation (total paresis) 

Limbataxia(FNV, KHV) 

0 absent 

1 present in arm or leg 

2 present in arm and leg 

Plantar reflex 

0 normal 

1 equivocal 

2 one extensor 

3 both extensor 

Best language 

0 no aphasia 

1 mild to moderate 

2 severe aphasia 

3 mute 

Sensory (pin) 

0 normal 

1 partial loss; felt different 

2 dense loss  

Neglect 

0 no neglect 

1 partial (visual, tactile or auditory) 

2 complete (more than one modality) 

Dysarthria 

0 normal articulation 

1 mild to moderate dysarthria 

2 near unintelligible or worse 

Maximum Score – 38  
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European Stroke Scale (ESS) 

 

Level of consciousness  

alert, keenly responsive 

drowsy, but can be aroused by minor stimulation to obey, answer or respond 

requires repeated stimulation to attend, or is lethargic or bounded, requiring strong or painful stimulation to make movements 

cannot be roused by any stimulation, does react purposefully to painful stimuli 

cannot be roused by any stimulation, does react with decerebration to painful stimuli 

cannot be roused by any stimulation, does not react to painful stimuli 

 

10 

8 

6 

4 

2 

0 

Language 

COMPREHENSION 

Verbally give the patient the following commands: 

1.Stick out your tongue 

2. Put your finger (of the unaffected side) on your nose 

3. Close your eyes 

Important: Do not demonstrate! 

 
 
 
 
patient performs 3 commands 
 
patient performs 2 or 1 command 
 
patient does not perform any command 

 

 

 

8 

4 

0 

 

SPEECH 

The examiner makes a conversation with 
the patient. (how is the patient feeling, did 
he/she sleep well, for how has the patient 
been in hospital…) 

normal speech 

slight word finding difficulties, conversation is possible 

severe word finding difficulties, conversaton is (very) difficult 

only yes or no  

mute 

8 

6 

4 

2 

0 

Other Functions 

VISUAL FIELD 

The examiner stands at arm´s length and compares the patient´s field of vision by advancing a moving finger 
from the periphery inwards. The patient must fixate the examiner´s pupil. (First with one and then with the 
other eye closed) 

 

normal 

deficit 

 

8 

0 

GAZE 

The examiner steadies the patient´s hand and asks him/her to follow 
his index finger. The examiner observes the resting eye position and 
subsequently the full range of movements by moving the indexfinger 
from the left to the right and vice versa. 

normal 
 
median eye position, deviation to one side impossible 
 
lateral eye position, return to midline possible 
 
lateral eye position, return to midline impossible 

8 

4 

2 

0 

MOTOR EVALUATION 

FACIAL MOVEMENT 

The examiner observes the patient as he/she talks and smiles, noting any asymmetrical elevation of one 
corner of the mouth, flattening of the nasolabial fold. Only the muscles in the lower half of the face are 
assessed. 

 

normal 

paresis 

paralysis 

 

 

8 

4 

0 

ARM (maintain outstretched position) 

The examiner asks the patient to close his/her eyes and actively lifts 
the patient´s arms into position so that they are outstretched at 45° in 
relation to the horizontal plane with both hands in midposition so that 
the palms face each other. The patient is asked to maintain this 
position for 5 sec. After the examiner withdraws his/her arms. Only the 
affected side is evaluated. 

arm maintains position for 5 sec. 

arm maintains position for 5 sec. But affected hand 
pronates 

arm drifts before 5 sec. Pass and maintains a lower 
position 

arm can´t maintain position but attemps to oppose 
gravity 

arm falls 

4 

3 

 

2 

1 

0 

ARM (raising) 

The patient´s arm is rested next to his/her leg with the hand in 
midposition. The examiner asks the patient to raise the arm 
outstretched to 90°. 

normal  

straight arm, movement not full 

flexed arm 

trace movements 

no movement 

4 

3 

2 

1 

0 

EXTENSION OF THE WRIST 

The patient is tested with the forearm 
supported and the hand unsupported, 
relaxed in pronation. The patient is asked to 
extend his/her hand.  

normal (full isolated movement, no decrease in strength) 

full isolated movement, reduced strength 

movement not isolated and/or full 

trace movements 

8 

6 

4 

2 
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no movement 0 

FINGERS 

The examiner asks the patient to form with both hands and as strongly 
as possible a pinch grip with his/her thumb and forefinger and to try to 
resist a weak pull. The examiner checks the strength of this grip by 
pulling the pinch with one finger.  

 

equal strength 

reduced strength on affected side 

pinch grip impossible on affected side 

 

8 

4 

0 

LEG (maintain position) 

The examiner actively lifts the patient´s affected leg into position so that 
the thigh forms an angle of 90° with the bed, with the shin parallel with 
the bed. The examiner asks the patient to close eyes and to maintain 
this position for 5 sec. without support. 

leg maintains position for 5 sec.  

leg drifts to intermediate position by the end of 5 sec.  

leg drifts to bed within 5 sec., but not immediately 

leg falls to bed immediately 

4 

2 

1 

0 

LEG (flexing) 

The patient is in supine position with the legs 
outstretched. The examiner asks the patient to flex his/her 
hip and knee. 

Normal 

movement against resistance, reduced strength 

movement against gravity 

trace movements  

no movement 

4 

3 

2 

1 

0 

DORSIFLEXION OF THE FOOT 

The patient is tested with his/her leg 
outstretched. The examiner asks the 
patient to dorsiflex his/her foot. 

normal (leg outstretched, full movement, no decrease in strength) 

leg outstretched, full movement, reduced strength 

leg outstretched, movement not full or knee flexed or foot in supination 

trace movements 

no movement 

8 

6 

4 

2 

0 

GAIT Normal 

gait has abnormal aspect and/or distance/speed limited 

patient can walk with any aid 

patient can walk with the physical assistance of one or more persons 

patient cannot walk, but can stand supported 

patient cannot walk nor stand 

10 

8 

6 

4 

2 

0 

Maximum Score – 100 
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          Patientenaufkleber 

Beginn der Symptomatik               T       M      J    HR     MIN                ERW        

        __      __     __    __       __            0  nein    1  ja  

Klinisches Syndrom 

   0         nicht-lakunar                                4 ataktische Hemiparese                            

   1         rein motorisch 5 dysarthria-clumsy-hand                                                                                         

   2         rein sensibel                     6 anderes lak. Syndrom                                                                                                                                               

   3         rein senso-motorisch                                specify:__________________________ 

  Seite (Hirn)                 Hypertonus           Diabetes             Rauchen            Fette              Areal 

   1      rechts                                                                                                                                               

   2      links                     0       nein              0    nein                0    nein             0   nein          1  supratentoriell        3  beides                                    

   3      beidseits               1       ja                  1    ja                   1    ja                1   ja             2  infratentoriell         4  unklar               

Neurologische Untersuchung                              1 =  stabil    2 =  gebessert   3 =  progredient                                  Rankin bei Aufnahme  _____ 
                        

   Baseline 0         Follow-up I         Follow-up II         Follow-up III      Follow-up IV      Follow-up V         Follow-up VI         Follow-up VII      Follow-up VIII       Follow-up E 

   1     2      3          1     2     3             1     2     3              1     2     3            1     2     3          1     2     3             1     2     3               1     2     3             1     2     3              1     2     3 

  NIHSS____        NIHSS____          NIHSS____          NIHSS____         NIHSS____        NIHSS____          NIHSS ____           NIHSS ____          NIHSS ____           NIHSS ____ 

   ESS_____           ESS_____            ESS_____            ESS_____           ESS_____          ESS_____             ESS_____             ESS______            ESS_____              ESS______ 

 T  M  Hr  Min       T    M    Hr  Min        T   M    Hr  Min          T   M    Hr  Min       T   M    Hr  Min      T   M   Hr  Min          T   M   Hr  Min            T   M   Hr  Min          T   M    Hr  Min          T   M    Hr  Min 

 __  __  __  __       __   __   __   __           __  __  __   __             __  __  __  ___         __  __  __   ___      __  __  __   __             __  __  __   __            __  __   __   __           __  __  __    __             __  __   __  __ 

 0     1     2     3        0     1     2     3          0     1     2     3             0     1     2     3          0     1     2     3         0     1     2     3             0     1     2     3            0     1     2     3          0     1     2     3           0     1     2     3 

4     5     6     7         4     5     6     7          4     5     6     7             4     5     6     7          4     5     6     7         4     5     6     7             4     5     6     7            4     5     6     7          4     5     6     7           4     5     6     7 

         0 keine Behandlung;   1 ASS/Ticlo/Clopidogrel;      2 sc Hep;      3  Komb. 1 + 2;      4 iv Hep;       5 orale Antikoagulation;         6 Komb. 1+4;      7 Lyse             

ECD      T___    M___  TTD      T___    M___  SOD      T___    M___ HERZ               ECHO    T___   M___ 

    0 normal       0 normal       0 normal   0    keine                   0        nein 

    1 pathologisch ipsilateral                        1 pathologisch ipsilateral                        1 pathologisch                     1     major                  1       TTE 

    2 pathologisch kontralateral    2 pathologisch kontralateral                                                                              2     minor                  2       TOE 

    3 pathologisch bilateral     3 pathologisch bilateral                        3      beide    

CCT      T___    M___  MRT 1     T___    M___  MRT 2     T___    M___  MRT 3     T___    M___ 

    0 normal/nur neu      0 normal/nur neu      0 normal/nur neu      0 normal/nur neu 

    1 alte Lakune(n)      1 alte Lakune(n)      1 alte Lakune(n)      1 alte Lakune(n) 

    2 Leukoaraiose      2 Leukoaraiose      2 Leukoaraiose      2 Leukoaraiose 

    3 Komb. 1+2                          3         Komb. 1+2                          3 Komb. 1+2                          3             Komb. 1+2 

    4 andere           4 andere       4 andere       4 andere 

  0    spezifiziert aktuelle Läsion nicht    0    spezifiziert aktuelle Läsion nicht                     0    spezifiziert aktuelle Läsion nicht                     0    spez. akt. Läsion nicht 

  1    spezifiziert aktuelle Läsion     1    spezifiziert aktuelle Läsion      1    spezifiziert aktuelle Läsion  1    spez. aktuelle Läsion 

MRAIC     T____     M____   0      normal          1    pathologisch vorderes Stromgebiet       2    pathologisch hinteres Stromgebiet   3    Komb. 1+2 

   DWI/ADC 1     T___   M___   DWI/ADC 2     T___   M___   DWI/ADC 3     T___   M___ 

     0 keine Zusatzinformation                         0 keine Zusatzinformation                              0   keine Zusatzinformation 

      1 neue Läsion vs. T2/T1+KM         1 neue Läsion vs. T2/T1+KM          1 neue Läsion vs. T2/T1+KM 

      2 Läsion größer als im MRT         2 Läsion größer als MRT/DWI1          2 Läsion größer als MRT/DWI2 

      3 Läsion kleiner als im MRT         3 Läsion kleiner als MRT/DWI1          3 Läsion kleiner als MRT/DWI2 

      4 Komb. 1+2 oder 1+3      4 Komb. 1+2 oder 1+3       4 Komb. 1+2 oder 1+3 

         ADC in %:________         ADC in %:________          ADC in %:________ 

Lokalisation akute Läsion      ___     ___    ___                               ggf. Beschreibung           __________________________________                                                                               
1   Capsula interna         3   Striatum         5   Mittelhirn    7   Kleinhirn             9   Cortex                                                                                                                                       2   
Corona radiata          4   Thalamus         6   Pons                      8   Medulla obl        0   unklar       
                                                                                                                                                                                                 Rankin bei Entlassung   _____ 
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