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- avjzwfavief;vlemrsm;\
tcsuftvufrsm;udk od&Sdap&eftcsuftvufrsm;udk od&Sdap&ef
- ukoay;edkifrSk? aysmufuif;oufomrSk?
tajctaersm; od&Sdap&ef?
- toHk;trsm;qHk;aom aq;0g;rsm;? 
aq;0g;twGJrsm;? ukxHk;rsm;udk
od&Sdap&ef?



ppfwrf;jyKvkyfyk Htqifhqifhppfwrf;jyKvkyfyk Htqifhqifh

�owfrSwfumvtwGif; aq½kHqif;vlemrsm;rS 
avief;a&m*guk Xme vlemrsm;\
twGif;vlemrSwfwrf;rsm;tm; a½G;xkwfjcif;

�tkyfpk(4)pkcGJí tcsuftvufrsmtm; �tkyfpk(4)pkcGJí tcsuftvufrsmtm; 
rSwfwrf;wifa&;oGif; aumuf,ljcif;

�tcsuftvufrsm;tm; pdppf pkpnf;jyKpkjcif;

� aumufcsufqGJjcif;



• usm;^r

• touftydkif;jcm;

• tvkyftudkif

• ,cifjzpfcJhbl;aoma&m*grsm;

•• a&m*gjzpfyHk tajctae

• pm;aomufaexdkifrSkyHkpH



• qD;? 0rf;tajctae
• aoG;zdtm; 
• aq;&Hkwuf&ufaygif; 
• ukxHk;aq;csuf
• aq;&Hkqif;tajctaeaq;&Hkqif;tajctae
• aq;&Hkwufa&muf ukorSkcH,lcJhaom
vlemrsm;qdkif&mtcsuftvufrsm;



ppfwrfppfwrf; ; awGU&S dcsufrsmawGU&S dcsufrsm;;

avief;a&m*gESifh usm;^r qufpyfrSkrsm;
usm; - (131) OD;
r - (86) OD;
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pOf touftydkif;tjcm; usm; r pkpkaygif;

1 1 ESpf rS 9 ESpf - 2 2

2 10 ESpf rS 19 ESpf - 1 1

3 20 eSpf rS 29 ESpf 2 3 5

4 30 ESpf rS 39 ESpf 14 10 24

5 40 ESpf rS 49 ESpf 20 26 46

6 50 ESpf rS 59 ESpf 43 16 59

avief;a&m*gESifhtouftydkif;tjcm;qufpyfrSkrsm;

6 50 ESpf rS 59 ESpf 43 16 59

7 60 ESpf rS 69 ESpf 41 14 55

8 70 ESpfrS 79 ESpf 8 10 18

9 80 ESpfESifhtxuf 3 4 7
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touf(40 ESpf rS 69 ESpf) twGif; tjzpfrsm;qHk;
(73.73%)awGU&Sd&ygonf/



avief;a&m*gESifh tvkyftudkif

qufpyfrSkrsm;

vlemtrsm;pkrSm
� awmifol(32.71%)?
� rSDcdk(20.73%)ESifh
� ukefonff̂ aps;a&mif;(12.90%)

tvkyftudkif (10)rsdK; cGJjcm; owfrSwf

rSDcdkdpm&if;wGif
oufMuD;&G,ftdkrsm;?uav;rsm;?
bkef;MuD;rsm;? ausmif;om;rsm;?
tdrf&Sifrrsm;yg0ifygonf/



a&m*gjzpfyHk tajctae

pOf a&m*gtrnf usm; r pkpkaygif; &mcdkifESkef;

1 b,favief; 65 41 106 48.84

%

2 nmavief; 53 23 76 35.02

%

3 b,fyg;&GJU 7 9 16 7.37%

4 nmyg;&GJU 6 13 19 8.75%
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b,favief;(48.84%) tjzpftrsm;qHk;
udk,fwpfjcrf; avjzwfief; (83.87%)? 

ar;&GJUyg;&GJU(16.12%) 



avief;a&m*gESifh ,cifjzpfcJhbl;aom

a&m*grsm; qufpyfrSktajctae



pOf a&m*gtrnf usm; r pkpkaygif;

1 aoG;wdk;a&m*g 88 56 144

2 qD;csdKa&m*g 15 15 30

avief;a&m*gESifh ,cifjzpfcJhbl;aom

a&m*grsm; qufpyfrSktajctae

3 ESvHk;a&m*g 5 7 12

4 xdcdkuf'Pfem 2 - 2

5 ,cifavjzwf 18 1 19

6 tjcm;a&m*grsm; 50 20 70

aoG;wdk;a&m*g(52.53%)



avief;a&m*gESifh pm;aomufaexdkifrSkyHkpH
qufpyfrSktajctae



avief;a&m*gESifh pm;aomufaexdkifrSkyHkpH
qufpyfrSktajctae

pOf tavhtx usm; r pkpkaygif;

1 t&ufaomufjcif; 68 3 71

2 aq;vdyfaomufjcif; 66 7 73

3 tat;cHrsm;jcif; 72 58 30

4 tqDtqdrfhtpm;rsm;jcif; 50 35 85

vlemusm;(50%)onf t&uf? aq;vdyf oHk;pGJolrsm;
avief;vlemtm;vHk;\(59.90%)onf tat;cHrsm; 



qD;? 0rf;oGm;onfh tMudrfa& tvdkufcGJjcm; 
aumuf,lxm;jyD; trsm;pkrSm qD;(5) 

MudrfESifhtxuf oGm;olrsm; jzpfaMumif;ESifh

avief;a&m*gESifh qD;? 0rf; 
qufpyfrSktajctae

MudrfESifhtxuf oGm;olrsm; jzpfaMumif;ESifh
0rf;csKyfolrsm;jzpfaMumif;

xdkUaMumifh avief;a&m*gjzpfol
trsm;pkrSm jrefrmhwdkif;&if;aq;ynmt& 

oDwyx0D tmAE¨e (o*F[dwem) 
tat;emjzpfaMumif; awGU&Sd&ygonf/



avief;a&m*gESifh aoG;zdtm; 

qufpyfrSktajctae

yHkrSefaoG;zdtm; udk aoG;aygifcsdef120/80mmHgESifhatmuf tajctae? Pre-

hypertension&(Stage 1)Hypertension)wGif
120/80mmHg rS 160/100mmHg Mum;&Sdaom aoG;zdtm;tajctae?  

tqifh(2) aoG;wdk; (Stage(2) Hypertension) 160/100mmHg

ESifhtxuf



avief;a&m*gESifh aoG;zdtm; 

qufpyfrSktajctae

pOf aoG;zdtm; usm; r pkpkaygif;

1 yHkrSefaoG;zdtm; (Normal BP) 47 32 79

2 Pre-

hypertension&Stage(1)Hypertension
49 41 90

3 tqifh(2)aoG;wdk;(Stage(2)Hypertension) 35 11 46
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trsm;pkrSm Pre-hypertension&Stage(1)Hypertension

Stage(2)Hypertension)

120/80mmHg rS 160/100mmHg  ESifhtxuf
aoG;wdk;olrsm;jzpfaMumif;  awGU&Sd&ygonf/



aq;&Hkwuf&ufaygif;

pOf aq;&Hkwuf&uf usm; r pkpkaygif;

1 1Week 32 25 57

2 2 Weeks 43 24 67

3 3 Weeks 29 8 37

4 4 Weeks 8 13 21

5 5Weeks 7 6 135 5Weeks 7 6 13

6 6 Weeks 3 2 5

7 7 Weeks 3 3 6

8 8 Weeks 1 2 3

9 9Weeks 3 2 5

10 10 Weeks

ESifhtxuf
2 1 3
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aq;&Hkwuf&ufaygif;

� tenf;qHk;(1)ywfrS trsm;qHk;(10)ywfESifh txuftm; cGJjcm;aumuf,l

� trsm;qHk; (2)ywfMum ukorSkay;cJh&jyD;  (76.11 %) oufom

� vlemwpfOD;vQif ysrf;rQ (13.46 &uf) Mum ukorIay;cJh& 

� (1)ywfMum ukorSkcH,lcJhaom vlemrsm;\ aq;&Hkqif;tajctaerSm

oufom (22.7%) ? qEt́&aq;&Hkqif;ol(56.1 %) ? 

vTJajymif;&ol (21.05 %) 

� (2) ywfMumukorSkcH,lcJhaom vlemrsm;\ aq;&Hkqif;tajctaerSm
oufom(76.11 %) ? qEt́&aq;&Hkqif;ol (19.4 %) ? 

vTJajymif;&ol( 4.47 %) OD;    jzpfaMumif;awGU &Sd&vTJajymif;&ol( 4.47 %) OD;    jzpfaMumif;awGU &Sd&

� vlemtrsm;pkudk (2)ywfrS (5) ygwfMumtxd ukorSk ay;cJh&aMumif;

( 138 ) OD;  (63. 59 % ) &SdaMumif; awGU&Sd&



avief;a&m*grsm;tm; trsm;qHk; 
toHk;jyKcJhaom aq;0g;rsm;

�aq;0g;rsm;
�aq;0g;twGJrsm;
�vdrf;aq;rsm;
�aq;ypönf;rsm;



trsm;qHk;toHk;jyKcJhaom aq;0g;rsm; 

� aq;trSwf(23)aq;ykvJuvmyf+haq;trSwf(27)jynfvHk;csrf;omaq; 

� aq;trSwf(17)aoG;aq;eDMuD;+ aq;trSwf(15)onf;ajcaq; 

� aq;trSwf(17) aoG;aq;eDMuD;

� aq;trSwf(17) aoG;aq;eDMuD;+ tbdOmOf(2)+aoG;usaq; 

� aq;trSwf(12) pu©Kygv(2) 

� aq;trSwf(17) aoG;aq;eDMuD;+ tbdOmOf(2)� aq;trSwf(17) aoG;aq;eDMuD;+ tbdOmOf(2)

� aq;trSwf(17) aoG;aq;eDMuD;+aq;trSwf(23)aq;ykvJuvmyf

� tbdOmOf(2)+a&Smufaygif;+ysm;&nf

� aq;trSwf(23)aq;ykvJuvmyf

� aq;trSwf(32) eef;wGif;vQmyGwfaq;



trsm;qHk;toHk;jyKcJhaom vdrf;aq;rsm;^pnf;aq;rsm; 

• aq;trSwf(29)oAÁaZ,saq;pyfMuD;?   
• aq;trSwf(43) tuif;(10)yg;aq;
• aq;trSwf(47)ckESpfyg;aq;0gav;
• a&aEG;(odkUr[kwf) ESrf;qD? rkefnif;qD



ukxkH;rsm;

• yOöur®ukxHk;rsm;taejzifh

• qDMuyfxkyfxdk;jcif;?

• aq;aiGUjzef;jcif;? 

(1)ywfvQif (6)Mudrf

• aq;pnf;^aq;uyfjcif;

• taMumjyKjyifjcif;

• vSSsmyGwfay;jcif;

• avhusifhcef;jyKvkyfjcif;



ကုထံုးကုသမ�များ

vlemwpfOD;vQif ysrf;rQ (13.46 &uf) Mum

ေဆး့ံုတက်ရက်ေပါင်းစစ်တမ်းများအရ
trsm;qHk; (2)ywfrS (5)ywf

MumukorSkay;cJh&jyD; 

xda&mufrSk&Sdaom ukxkH; &ufaygif;

(12)  MudrfrS (30) MudrfcefU ukxkH; 
^ &uf

(1)ywfvQif

(6)Mudrf
ukorSkay;cJh&jyD; 



MuyfxkyfjyKvkyf&mwGif
toHk;jyKaomaq;ypönf;rsm;

• ouf&if;MuD; (Croton oblongifolia)        - 50 usyf

• aMumifyef;(Vitex negundo) - 30 usyf

• csif; (Zingiber officinale) - 1 ydóm

• rdóvif(Zingiber barbatum) - 20 usyf

• vif;ae(Acorus calamus) - 20 usyf• vif;ae(Acorus calamus) - 20 usyf

• y&kyf&Guf (Cimnnamomum camphora)  - 20 usyf

• uGrf;&Guf (Piper betel) - 20 usyf

• Muufql&dk;eD(Ricinus communis) -20 usyf



MuyfxkyfqDjyKvkyf&mwGif
toHk;jyKaomaq;ypönf;rsm;

�ouf&if;MuD; (Croton oblongifolia) - 10usyf
� aMumifyef;(Vitex negundo) - 10usyf

�a&Smuf&Guf(Citrus medica) - 10usyf
�y'dkif;&Gu f(Datura stramonium) - 5 usyf
�ESrf;qD(Sesame Oil) - 1 ydóm



aq;aiGUjzef;jcif;&mwGif
toHk;jyKaomaq;ypönf;rsm;

• ouf&if;MuD; (Croton oblongifolia) - 5 usyf

• aMumifyef;(Vitex negundo) - 5 usyf

• uGrf;&Guf (Piper betel) - 5 usyf

• y&kyf&Guf (Cimnnamomum camphora) - 5 usyf

• a&Smuf&Guf(Citrus medica) - 5 usyf



aq;&Hkqif;tajctae

pOf aq;&Hkqif;tajctae usm; r pkpkaygif;

1 oufom 85 56 141

2 qE´́ 35 20 55

3 vTJajymif; 11 10 213 vTJajymif; 11 10 21
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oufom (64.97%)
qE´t& aq;&Hkqif;ol (25.3%)

vTJajymif;&ol vlem (9.67%)



aq;&Hkwufa&muf ukorSkcH,lcJhaom
vlemrsm;qdkif&m tcsuftvufrsm;

� wufa&mufukcJhaomvlem pkpkaygif; (736)OD;
� avief;a&m*gukXmeodkU vlemOD;a& (230)OD;? (31.25%)?

ckwif(50)qHh wdkif;&if;aq;&kH ( at;om,m ) ? awmifMuD;
2015 ckESpf ? Mo*kwfv rS 2016 ckESpfZlvdkifv txd

� avief;a&m*gukXmeodkU vlemOD;a& (230)OD;? (31.25%)?
� aq;&Hkqif; vlem (712)OD;
� avief;a&m*gaq;&Hkqif; vlemrSm (217)OD; (30.47%)

aq;&Hkwufa&muf ukorSkcH,lcJhaom vlemrsm;\
(31.25%)? avief;ukXmerS vlemrsm;jzpf



awGU&Sdcsufrsm;tay:oHk;oyfjcif;

avief;a&m*gtm;wdkif;&if;aq;ynmusrf;rsm;? 
taemufwdkif;aq;ynmusrf;rsm;wGif
azmfjyxm;&Sdonftwdkif;tajccH,lí
wdkif;&if;aq;&HkwGiftoHk;jyKonfh
twGif;vlemrSwfwrf;rsm;udk
ppfwrf;aumuf,lcJhygonf/aq;usrf;rsm;wGif
azmfjyxm;aomtcsuftvufrsm;ESifhokawoejyKvkyfawGazmfjyxm;aomtcsuftvufrsm;ESifhokawoejyKvkyfawG
U&Sdcsufrsm;onfudkufnDrSk&SdaMumif;awGU&Sd&ygonf/



awGU&Sdcsufrsm;tay:oHk;oyfjcif;

� trsdK;om;rsm;
� touf (40) ESpf (59) Mum;
� aoG;wdk;a&m*g^aq;vdyf ? t&uf aomufokH;ol
� tat;cHrsm;olrsm;^0rf;csKyfvGefolrsm;
� xda&mufrI&Sdaom ukxkH;&ufaygif; (2)ywfrS (5)ywftxd
� avief;a&m*gukXme vlemrsm; (230)OD; (31.25%)
� oufomrI (64.97 %)
� aq;0g; ( ylcg;pyf) ? ukxkH; ? aq;ypönf; tokH;jyKrSK rsm;



• avief;a&m*gonf ykyÁ&kyf[k ac:aom a&S;OD;vu©Pm

• rsm; MudKwifawGU&Sd&jyD; tjcm;aoma&m*grsm;ESifh,SOfí
jzpfwwfaom oabm&SdaMumif; ppfwrf;rsm;t&od&Sd&

• xdkUaMumifh a&m*gjzpfapaom taMumif;w&m;rsm;udk
a&SmifusOfí avief; a&m*gjzpfapwwfaom
,SOfwGJa&m*grsm;udk oufomaysmufuif;atmif
wwfuRrf;em;vnfolrsm;ESifh pepfwus ukorSkcH,lcJhygu
avief;a&m*guif;a0;edkifrnfjzpfygonf/





tusdK;aus;Zl;rsm;

aq;0g;wdkufauR;&HkrQjzifh rvHk avmufyJ
yOöur®ukxHk;rsm;? 
pdwfydkif;qdkif&m? 
&kyfydkif;qdkif&m avhusifhukorSkrsm;? vlemjyKpkol\
*&kpdkufrSkrsm;onf a&m*goufomrSk? 
wdk;wufrSktay: rsm;pGmtusdK; 
oufa&mufrSk&SdaMumif; awGU&Sd&ygonf/



tusdK;aus;Zl;rsm;

wdkif;&if;aq;½kH rsm;&Sd avief;a&m*guk Xme
vlemrsm;udk odyÜHenf;us okawoejyK
aqmif&Guf&mwGif pOf;pm;Edkifp&m
tajccHtcsuftvufrsm;tjzpf
vlem a½G;cs,frI 
aq;0g;  ukxkH; qkH;jzwfrI
tcsdefMumjrifhedkifacs ponfrsm;udk
taxmuftuljyK Edkifvdrfhrnf[k
arQmfvifhygonf/



qufvufvkyfaqmif&efrsm;

wdkif;&if;aq;&Hkrsm;wGiftwGif;vlemrSwfwrf; 
a&;oGif;xm;rSkrsm;rSm vufawGUusaom
okawoejyKcsufrsm; jyKvkyfedkif&ef ydkrdkjynfhpHkaom
(aq;?ukxkH;? oufomrI?Mumcsdef) 
okawoeusifh0wfrsm;ESifhvnf;nDaom 
rSwfwrf;a&;oGif;rSkrsm; aqmif&Guf&ef



qufvufvkyfaqmif&efrsm;

wdkif;&if;aq;0g;ESifh aq;0g;twGJrsm;udk    
avief;a&m*gvlemrsm;tay:wGif

tusdK;oufa&mufrSkudk
odyÜHenf;us qufvufí

okawoejyKaqmif&Guf&ef vdktyfygonff



ed*Hk;

• jrefrmhwdkif;&if;aq;ynm odyÜHenf;us edkifiHwumtqifhrD
zGHUjzdK;wdk;wufa&;twGuf

• okawoejyKvkyfjcif;rsm;udk pOfqufrjywf vkyfaqmif&efvdktyfygonf/ 

• xdkUtwl wdkif;&if;aq;ynm&Sifrsm;tm; okawoejyKvkyfjcif;enf;ynmrsm;?

• oifwef;rsm;?

• okawoejyKvkyfonfhtavhtxrsm; 

• &Sifoefwdk;wufvmap&ef vdktyfygaMumif; wifjytyfygonf&Sifoefwdk;wufvmap&ef vdktyfygaMumif; wifjytyfygonf







rSDjirf;udk;um;aom pmtkyfpmwrf;rsm;

� vlemvcsKyfpm&if;rsm;? wdkif;&if;aq;&Hk(awmifMuD;)/
� jrefrmhwdkif;&if;aq;ynmvufpGJ? wdkif;&if;aq;ynmOD;pD;Xme? 2008 ckESpf/
� jrefrmhaq;buf0iftyifrsm;? wdkif;&if;aq;ynmOD;pD;Xme/
�J jrefrmedkifiHtwGif;&Sd ta&;MuD;tyifrsm;\ ½ku©aA'qdkif&mtrnfrsm;ESifh

rsdK;&if; trnfrsm;? jrefrmhpdkufysdK;a&;vkyfief;? 2000 ckESpf/
� twGif;vlemrSwfwrf;rsm;?wdkif;&if;aq;&Hk(awmifMuD;)

(8^2015)rS(7^2016)xd/
� Myanmar Traditional Medicine National Formulary,

DTM,2004.

� Oxford American Handbook of Cardiology, Jeffrey R.Bender,

20112011





Other References

jrefrmtrnf –- udk,fwpfjcrf; avjzwfavief;

Ayurveda Name – Pakshavada

Desanar Name   _  Pakshaghata

Medical Term    – Hemiplegia, Paraplegia

ICD code : -G 81 ( Hemiplegia )

G 82 ( Paraplegia and tetraplegia)

I 61  ( Intracerebral Haemorrhage)

I 63  ( Cerebral infarction )

I 64  ( Stroke) Classification of Disease 

Extracted from ICD-10 Second Edition, 2005.







Purva Rupas (prodomal signs and symptom)

� o*F[dw vu©Pm&Sdjcif;

� jzpfyGm;rnfhzuf udk,fwpfjcrf;xkHjcif;

� pum;ajymav;jcif;

� tom;uGufívIyfwufjcif;

� &ifMuyf&ifav;jcif;

� ½kyfpdkajyí av;vHxdkif;rIdif;jcif;

� aoG;yspfcJjcif;

� rl;a0aewufjcif;� rl;a0aewufjcif;

� pdwftm½kH txdcdkufrsm;jcif;



Rupa ( Special Features)

� Sudden weakness or numbness of the face, arm,and leg on 

one side of the body.

� Loss of speech or  trouble speaking or understanding 

speech

� Dimness or loss of vision, particularty in only one eye or 

Half of the both eyes

� Sudden onset of blurred or double vision

� Un explained dizziness

� Sudden onset of unsteadiness , lack of coordination, 

difficulty walking, or falling

� Sudden Excruciating headache� Sudden Excruciating headache

� Recent change in personality or mental abilities , including 

memory loss.

� Neck stiffness



avjzwfrnfh a&SUajy;vu©Pm (10) csuf

� OD;acgif;aemufaphwGif acgif;udkufjcif;? rMumcPrl;a0jcif;

� ajcvufwdkUwGif rMumcPusOfjcif; udk,fvufav;vHxdkif;rSdkif;jcif;

� rsufESm<uufom;wdkUqwfueJvSKyfjcif;? tom;uGufífvSKyfjcif;

� rMumcP0rf;csKyfNyD; AdkufwGifavyGaejcif;

� tdyfcsdef usOfxkHjcif; ?  vefYEdk;jcif;/

� qD;teDa&mifoGm;jcif;/

� ypönf;rsm;udkifvsifrNrJjcif; ?rMumcPvGwfuswwfjcif;/

� ajcvufrsm; &uf&SnfxkHusOfjcif;/� ajcvufrsm; &uf&SnfxkHusOfjcif;/

� pdwfav;vHxdkif;rSKif;aejcif;? pum;ajymav;jcif; ?ryDojcif;/

� a&csdK;NyD;vsifrsufpGMumjrifhpGm eD&Jjcif;/



Physical Examination

� Light touch 

� Tone

� Power

� Position

� Co ordination   

� Reflexes

� GCS� GCS



Investigations

Blood tests

� Haemoglobin

� ESR

� Blood culture

� Glucose ( FBS / RBS )

� Serum Lipids and cholesterol

� Desanaya Name _ Pakshaghata

Neurophysiology

� 12 – lead ECG

� Electroencephalogram ( ECG/ 

EEG)



Investigations

Radiology
� CT  brain scan

� MRI

� CT angiography

� Echocardiography

Lumbar puncture

� CSF



pOf aq;trnf t&om tqdyftmedo

if &Sd̂ r&Sd

toHk;jyKEdkifaMumif;

jyqdkcsuf &Sd̂ r&Sd

1 aq;ykvJuvmyf ylcg;pyf r&Sd +++

2 jynfvkHcsrf;om ylcg;zeff r&Sd +++

tokH;trsm;qkH; aq;0g;rsm; avhvmrI

3 aoG;aq;eDBuD; ylqdrfhcg;pyf r&Sd ++

4 eef;wGif;vQmyGwfaq; ylcg;pyf r&Sd ++

5 pu©Kygv (2) at;cg;pyf r&Sd +

6 onf;ajcaq; at;csdK

qdrfhcg;zef

r&Sd +



pOf trnf ½ku©aA'trnf tmedoif

1 a&TwHwdkif; Sida carpinifalia Linn. <uufom;usKHUapaom tmedoif

2 *if*dk( Ginkgo) Ginkgo biloba Linn. aoG;vSnfhywfrIaumif;rGefap

3 MuufoGefjzL Allium sativum Linn. aoG;wGif;tqDusap ? aoG;cJrIumuG,f

Evidenced Based Medicinal Plants

3 MuufoGefjzL Allium sativum Linn. aoG;wGif;tqDusap ? aoG;cJrIumuG,f

4 bm;aMumyif Plantago Major Linn. aoG;wdk; xdef;xm;edkif

5 eEGif; Curcuma longa Linn. aoG;wGif;tqDusap ? aoG;cJrIumuG,f

6 *sif; Zingiber officinale Roscoe aoG;wGif;tqDus ?aoG;cJrIumuG,f





Definitions of paralysis

Term Definition

Paresis Partial paralysis

Plegia Complete paralysis

Monoplegia Involvement of  a single Monoplegia Involvement of  a single 

limb

Hemiplegia Involvement of  one-half  of  

the body

Paraplegia/ Diplegia Paralysis of  the Legs

Tetraplegia Paralysis of   all four limbs









Panchakarma Therapy

0re  (Vamana)

0da&pe (Virechana)

0wåd (Vasti)

eó (Nasya)

&wårkpöe (raktamokshana)

ykAÁur®        - ygpe ? oae[e ?  aoG'e

y"geur®       - 0re ? 0da&pe ? 0wåd ? eó ? 
od&mrkpöe? 

ygówur®  - NyD;qkH;us,fjyefY pkaygif;aqmif

&wårkpöe (raktamokshana)
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CLINICAL EXAMINATION 

IN STROKE DISEASE



General examination

Respiratory system
• Signs of pulmonary 

oedema or

infection

• Oxygen saturation

Eyes
• Arcus senilis

• Diabetic retinopathy

• Hypertensive 

retinopathy

Skin
• Xanthelasma

• Rash (arteritis, splinter 

haemorrhages)

• Colour change (limb 

ischaemia, deep

vein thrombosis)

• Pressure injury

Cardiovascular system retinopathy

• Retinal emboli

Abdomen
• Palpable bladder 

(urinary

retention)

Locomotor

• Injuries sustained during 

collapse

• Comorbidities that 

influence recovery

Cardiovascular system
• Heart rhythm (?atrial

fibrillation)

• Blood pressure (high or low)

• Carotid bruit

• Jugular venous pulse (raised 

if

heart failure, low in

hypovolaemia)

• Murmurs (source of 

embolism)

• Peripheral pulses and bruits

(?generalised arteriopathy)



Rapid assessment of 

suspected stroke

Rosier scale
Can be used by emergency staff to indicate probability 

of a stroke in acute presentations:

Unilateral facial weakness  +1 Loss of 

consciousness −1

Unilateral grip weakness     +1 Seizure −1

Unilateral arm weakness     +1

Unilateral leg weakness       +1

Speech loss                              +1

Visual field defect                  +1Visual field defect                  +1

Total (−2 to +6); score of > 0 indicates stroke is possible 

cause

Exclude hypoglycaemia
• Bedside blood glucose testing with BMstix



Language deficit
• The history and examination may indicate a language deficit

• Check comprehension (‘lift your arms, close your eyes’) to identify 

a receptive

dysphasia

• Ask patient to name people/objects (e.g. nurse, watch, pen) to 

identify a nominal

dysphasia

• Check articulation (ask patient to repeat phrases after you) for 

dysarthria

Motor deficit

Rapid assessment of 

suspected stroke

Motor deficit
Subtle pyramidal signs

• Check for pronator drift: ask patient to hold out arms and maintain 

their position with

eyes closed (see opposite)

• Check for clumsiness of fine finger movements

Sensory and visual inattention
• Establish that sensation/visual field is intact on testing one side at a 

time

• Retest sensation/visual fields on simultaneous testing of both 

sides; the affected side

will no longer be felt/seen

• Perform clock drawing test (see below)

Truncal ataxia
• Check if patient can sit up or stand without support



Cerebrovascular disease is the third most 

common cause

of death in high-income countries after 

cancers and

ischaemic heart disease, and the most 

common cause of

severe physical disability. It includes a 

range of disordersrange of disorders

of the central nervous system (Fig. 27.1). 

Strokeis the most common clinical 

manifestation of cerebrovasculardisease, 

and results in episodes of 

braindysfunction due to focal ischaemia or 

haemorrhage.

Subarachnoid haemorrhage (SAH) and 

cerebral venous

thrombosis (CVT) will be discussed 

separately, since their  pathophysiology, 

clinical manifestations and management 



classification of stroke 

disease.



Arterial circulation of the 

brain.

A Horizontal view. B Lateral 

view.
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Stroke Disease

Stroke is a common medical emergency with an annual 

incidence of

between 180 and 300 per 100 000. The incidence rises with 

age. Onefifth

of patients with an acute stroke will die within a month of 

the

event, and at least half of those who survive will be left 

with physical

disability.

Acute strokeAcute stroke
Acute stroke is characterised by the rapid appearance (over 

minutes)

of a focal deficit of brain function, which can take several 

forms:

Weakness: Unilateral weakness is the classical 

presentation of

stroke. The weakness starts suddenly, and progresses 

rapidly in a

hemiplegic pattern. Reflexes are initially reduced but later 

tone and

reflexes are increased. Upper motor neuron facial 

weakness is often

Present.



Speech disturbance: Dysphasia and dysarthria are 

the usual

speech manifestations in stroke (p. 623). Dysphasia 

indicates dominant

frontal or parietal lobe damage, while dysarthria is 

caused by

weakness or incoordination of the face and pharyngeal 

muscles.

Visual deficit: Monocular blindness in stroke can 

be caused by

Stroke Disease

be caused by

reduced blood flow in the internal carotid or ophthalmic 

arteries.

If transient, this is called amaurosis fugax. Ischaemic

damage to

the occipital cortex or optic tracts causes contralateral

hemianopia

(p. 624).

Visuo-spatial dysfunction: Damage to the non-

dominant cortex

often results in contralateral sensory or visual neglect 

and apraxia

(p. 622). This is sometimes mistaken for confusion.

Ataxia: Stroke causing damage to the cerebellum 

and its connections

can present as acute ataxia (p. 657), sometimes with 



Headache: Sudden severe headache is the 

cardinal symptom of

subarachnoid haemorrhage but also occurs in 

intracerebral haemorrhage.

Headache is also a feature of cerebral venous 

disease.

Seizure: Seizure is unusual in acute stroke but 

Stroke Disease

Seizure: Seizure is unusual in acute stroke but 

may occur in cerebral

venous disease.

Coma: Coma is an uncommon feature of 

stroke, though it may

occur with a brainstem event. In the first 24 hrs, 

coma usually indicates

a subarachnoid or intracerebral haemorrhage.



Cerebral infarction
Cerebral infarction (85%) is mostly due to thromboembolic

disease

secondary to atherosclerosis in the major extracranial

arteries

(carotid artery and aortic arch). About 20% are due to 

embolism

from the heart, and 20% are due to intrinsic disease of small 

perforating

vessels, producing so-called ‘lacunar’ infarctions. Perhaps 5%

Stroke Disease

vessels, producing so-called ‘lacunar’ infarctions. Perhaps 5%

have rare causes, including vasculitis, endocarditis and 

cerebral

venous disease. Risk factors for ischaemic stroke are similar 

to those

for coronary artery disease .

In the affected territory, as blood flow falls below the 

threshold

for the maintenance of electrical activity, neurological deficit 

develops.

At this point, the neurons are still viable; if the blood flow

increases again, function returns and the patient will have 

had a

transient ischaemic attack (TIA). If the blood flow falls 

further,

however, a level is reached at which irreversible cell death 



Intracerebral haemorrhage
Intracerebral haemorrhage (10%) usually results from 

rupture of a

blood vessel within the brain parenchyma: a primary 

intracerebral

haemorrhage. It may also occur with subarachnoid 

haemorrhage

(5%) if the artery ruptures into the brain substance, as 

well as the

Stroke Disease

well as the

subarachnoid space. Haemorrhage frequently occurs 

into an area of

brain infarction; if large, it may be difficult to distinguish 

from

primary intracerebral haemorrhage. Risk factors for 

intracerebral

haemorrhage include:

● Age. ● Hypertension. ● Anticoagulant therapy. ●

Intracranial vascular

malformations. ● Substance abuse.

Clinical features
The common clinical stroke syndromes depend on which 

vascular

territories are affected (Fig. 16.9). Stroke can also be 

classified by the

time course of the deficit:



Stroke Disease



Transient ischaemic attack (TIA): Symptoms 

resolve completely

within 24 hrs. This includes amaurosis fugax (see 

above).

Stroke: Symptoms last > 24 hrs. With a clear 

history of rapid-onset

Stroke Disease

history of rapid-onset

transient or sustained focal deficit, the alternative 

diagnoses (Box

16.10) account for only 5% of cases.

Progressing stroke (‘stroke in evolution’): Focal 

neurological

deficit worsens after the patient first presents. It 

may be due to

increasing volume of infarction, haemorrhage or 

related oedema.

Completed stroke: Focal deficit persists but is 

not progressing.



Clinical and radiological 

features of the stroke 

syndromes.



Clinical and radiological 

features of the stroke 

syndromes.

The top three diagrams show coronal brain sections, the bottom one a 

sagittal section. Infarcted areas (shown in red) cancause damage to 

the relevant cortex (PACS), nerve tracts (LACS) or both (TACS). In 

correspondingCT scans, the lesion is highlighted by arrows.



CT scans showing intracerebral haemorrhage

Small cortical haemorrhage.Basal ganglia 

haemorrhage with

intraventricular

extension.





Management of risk factors
The average risk of a further stroke is 5–10% within the 

first week

of a stroke or TIA, 15% in the first year and 5%/yr 

thereafter. Patients

Stroke Disease

thereafter. Patients

with ischaemic events should be put on long-term 

antiplatelet drugs

and statins to lower cholesterol. For patients in atrial

fibrillation, the

risk can be reduced by ~60% by oral anticoagulation to 

achieve an

INR of 2–3. The risk of recurrence after both ischaemic

and haemorrhagic

strokes can be reduced by lowering BP.



About 85% of cases of spontaneous arterial bleeding into 

the

subarachnoid space are caused by rupture of saccular

(‘berry’)

aneurysms at bifurcations of the cerebral arteries; 10% are 

nonaneurysmal

haemorrhages; and 5% are due to rarities (arteriovenous

malformations, vertebral artery dissection). Subarachnoid 

haemorrhage

is rare (incidence 6/100 000); women are more frequently

Subarachnoid 

haemorrhage

is rare (incidence 6/100 000); women are more frequently

affected and most present < 65 yrs. The immediate 

mortality is ~30%.

Survivors have a rebleed rate of 40% in the first 4 wks and 

3% annually

thereafter.

Clinical features

There is typically a sudden, severe ‘thunderclap’ headache 

(often

occipital), which lasts for hours or even days, often 

accompanied by

vomiting. Physical exertion, straining and sexual excitement 

are

common antecedents. Usually the patient is distressed and 

irritable,

with photophobia, but there may be loss of consciousness. 



Investigations
About 1 patient in 8 with a sudden severe headache has 

subarachnoid

haemorrhage; therefore, all should be investigated to 

exclude it, starting with a CT scan. If the CT scan is 

negative (small amounts

of blood may not be visible), then CSF should be 

obtained by LP at

least 12 hrs after symptom onset, in order to detect 

blood and xanthochromia.blood and xanthochromia.

If the CT scan and CSF at 12 hrs are negative, then

subarachnoid haemorrhage can be excluded. If either is 

positive,

cerebral angiography is indicated.
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