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Introduction to Electromyography
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TAEE 22473 2FATAA AP E oHF
A7]¥ A (electrical potential)e 7HA|5te] =74
A FHAL F 548 St g4EE 2ArA 5
F2 A7) (oscilloscope)o Al 3, BAsho] wiw
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#(lower motor neuron) ¥W¥ & 23l
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TAETE Aol A el o]gEr] A
ofdel Edsiul AFEFol R
719 s, ZAb whye] Ao
EobAA Hels B ohniz o
o] eEdels AATEFAAY
o stz A= gich

TAE Arb= 24 AZAdEAAHnerve conduc-
tion study)e} ALA% (needle EMG)E 838},
TARE A 27dE F 4 ATds QA
ol AAHEAAE REAHQ) A% wof 51x) L3}
Aot TAHEE] Aol Folxm Frbr|Ee] FA
HHA AFALAAE Foho] 2o HRE g 5
AL =) AAAE AAE st S99 AR Ay
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WA ¢l (visual evoked potential: VEP). Hzh-gur
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A9 (auditory evoked potential: AEP), A7z}t
A7 -fkd ¢l (somatosensory evoked potential:
SSEP), z8lz #8417 L3 (motor evoked
potential: MEP)5 7}% 4 9o o d77t &
Wzl glo] Jard ZAxe) datd 4L Hs
o duolch

B oA R M &3 AAET e o
b AAAE Ao} Fedme] iE zhebelAl d=E
3La; gk},

HOA oY

AL A dAR AAMRZPANE dA HAF
3 orlefA g HRE 72E Yy F&E AAF
o FTALE A "ok 2 ol AAF
o Zldhstdw ZAAF FAuo) hepdA] ek A, of9) ut
2 driA Belenl ool v el AL i
Aot E5& v AG Basiel sl Avx A
e FHEE s AE 24e] gl At 4
Ao} ghet,

I, AAME ZHA}
{Nerve Conduction Study, NCS)
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Fig. 1. Components of the compound muscle action potential.
NPA: Negative peak area, PPA: positive-peak area, NPA" additional negative-peak area.

Total area=(NPA)+ (PPA)+(NPA).

3} Arl =& Blink¥AF AAE 718 =3 35
LEHZ3 2 B4 A9 Aol 94 AARAS
ZAHrepetitive nerve stimulation)& 44184 =
o},

1) 2k MANEHAHNerve Conduction
Study, NCS)

D244 & B8l Ar|ASE JtEHA =HE A=
ol A AHafjAde] o] dej}wl FFHH(action
potential)7} At 41739 HAHE- wE) )53
Ak, AAAZGAE old AHold EFHAE AA
Ee T80 dAFYNA 715 AT HoRYE
71537 A 9 AA4AD AR o|AHT& el
Roic}.

gAE 5399 AZF(amplitude: uV, mV), #
FARE 5 JebduAA e g Ajzkel F
E-(latency: msec)s} Ax4 % (conduction veloci-
ty: M/ sec)s &AsA =HH, o] ytoll 5H9le) =
}& 93sA Ack(Fig. 1).

FAAE AMUANA AT ZFEXe) vz AY
RAEoA 54T AFALL vlaste ol F-55 #A
g,

)2sMF HEHAL 547 A7)A=EE 54

< o 28] F53A HuHA ST 5A9E &
F G E A% (compound muscle action poten-
tial)gt sl Qutmez Aalsle AlAo] Aujste
ST gol 4 7|53

AR F2 AFART AFAANA, A
A AZA74 9D ulFAA0A A3 "t

A7 AAstEE A7Ae FAF F Folddl
A APsted, A9 AxE 2HN7=(supra-
maximal intensity)Z slz, A39EL: 1z 13
2 g

FAEe AR BEA9] ST o] A3}
= AAAR sed, THFNA ASs A2 A
& A (proximal latency), Y1l =3}
o de A& A9 FAldistal latency)zt 3w, ol
Z 949 A A F2¥ ARE F

AZe 71AANA &34 ARA7A L] Ay =
E 2345 F3Ae £AH] ARE FAse] T
e o, iEE Azl Wy 95z 9o mVE
EAg}(Fig. 1).

AAAeLEEE 5 A7AFTH 78 ARFEE T
BAR AR A Boie AR AAdA £=
7} w2 (8}A1417: 37~55 M/sec, AA|417: 45~
75 M/sec), &< AANAE AsiE Bope T4
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Delay in ms 4 or 66M/S

Fig. 2. Ulnar nerve motor conduction velocity: eldctrode placement and calculation.

A thx wach, 2y Ha Aert ohvdelz Z4t
sels A4 Foxae] 27} oA A, Aol
604 ool Hw Ax} A A He}, =3t Aol
e Axderl A4 50%AHE oldcrt A%
s @A AAe) AR Hx WA d, o 4~5
A7t HR A} Hale] X =2dtA "ok (Fig. 2).
(2) A2y AL AN AARR AL A= 2
ZA 7N ANRATE EF L AAY FYPF e
AR A AARFTANE JEFE AACAME
A AFAA, AFAA F A AGe] HH, 31A
o X FAA w|FAlA (superficial peroneal ner-
ve)d ulEA17 (sural nerve)ell 4 F=2 A=},
BAAAAAE A AN $5A74TE 28] A4S
=g vig ofstA she, 9l Atz T4
oA 71235 AFA W (orthodromic meth-
od)z} o} whtj® 9o Asln AHF-A
7123 <934 W (antidromic method)e] &
ol, A A #xF 554 3 273, AR FTAHY
Bokol FaEA A JFHE Ayl BEe

peac N T-, .....
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Fig. 3. Components and shapes of the CNAP.
A, Components of the sensory or mixed
CNAP.
B, Commonly observed CNAPs with the sur-
face electrode. Initial positive deflection is
not observed.
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Fig. 4. (A) H reflex. (B) F response.

o] kAt BF vjdA o4 9ok

A9 AFL vfg Fdo} uVE HAFH, V1A
Adeog2Re 349 HH7A FA43AY w5 T
A3 S 5 AL As ke whye] A
e, F AHNE $AXE d= Aot 5 gn
(Fig. 3).

2) HukAb 3¢ Fop ZHAL

(1) HUbAL ZHAb: 8hA]e) AE3AA S ddoz &9
H-(popliteal region)oll4 A7jzxtgstsd Agz|E
(gastrocnemius, soleus)oll4] zZo] w9 zte
F8B8TAHAE 718 # ded, o1& Hikrela
gl Huibibe zAb=ol 9@ "7jgade] grzbaizdal
Ia ARAGE gt A2 Fho2 Foj7l Hpd
A ©rddx ebAlb-F (monosynaptic reflex arc)g
AX e~ EANAE g3 YR AdEe] HFAA

o] gl AdA] ZHo A FEo] dof b el
Al | Zielet(Fig. 4).

Hals dfol Alvlele o=jal@elA FA4o] 715
SR AolelMe Al AF AT ekt
o) AFAANA AYstA ek 28n2 238
Ao 4 Al 1 AF4172%(S] radiculopathy)®] A=t
ot mE A585 AATER Al HFAATES
sk ol fasie, HababA #$53971
vieh}z) okt i AL f20EtA Helas WE
ofAda7AeR At 4t

(2) Fot 2Al SEAHARHAA] @772 7
5§ 2UEsd EgTd5AARg FAE 1 o
$ zhe = shie] B85-80 el o) E
Falear gtct, Fobs 703 A7|AF o] a-25417A A4
F& el Ao FHYE olFdl HpAA
Zol| olzA Hi, s1ge o} #A% WA ¥4

*®
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Fig. 5. Blink reflex.

21} o3rlofl4} dEe] whiraiAHrebound phenome-
non)2. 24 HEo}l oA FUT £FARE g
A2 dx=He] Ak Aol Aushe T8 vy
stol &3 A FEAYZE vehdA = Aol
(Fig. 4).

Fsl Zalel o]} o= #a] v "Ansx 2|3
A= Bl g Fobo) i S 2xste] slej
. Fg 4 28 S5AAGAM ehdy o &
A A=A GA Fbste] & 5= gle] Hat 7)
AtEe) 48] wwgldl, B3 Guillain-Barre
Fu I o] TRAIA Y TR AT A7

& £7] Adsh=d) S §-85)

E o

3) ¢t& whAH(Blink Reflex)

ake}4+3 (supraorbital foramen)¥o| F7jA2 L
Fl AbFo] A4 9 H-x)l Abalebal 7 (supraor-
bital nerve)d %3l F(pons)®t d4(medutla
oblongata)el e W53 Eof AAAAUAY ¢
HAAE we} ki Zol mwelA Hol whe-g 712y
4 9o},

olu] =}=-e]
cularis oculi muscleo4 7]
Hhg-2 R, Hell vielhte

kgl B8 EAHAE S orbi-
F3hed], WA Jept
& R gk Rpiks
A5g FelA Zipons)E EF uhgolx, R
{pons) % <d<(medulla oblongata)3 £3 3¢
5).
21

B e

2

o], A3 E3) bl B el A vebdoh(Fig,

ShEZEL AAbe AR = ddald &
o] A (multiple sclerosis), 7H(brain
stem)?} ¥, HA7% (acoustic neuroma)sF 2] ¥
He sty os Algsc) dEEd & sl
7 vHlg At 5o A, ¢4 of
& vhgo] gin #F R AAe)H, 3504 A=

3hag dolls $5elMe o4 Ohﬂ‘n whg-ol et

2 k3, AEoAe R R, 2F ZAAE Rald,
4) 9% MHEXF HA
FZ IR Z(myasthenia gravis), 54 258

(myasthenic syndrome)s 41747 AH3E-(neuro-
muscular junction)el| #Wwel gl&d wxrst 2z}
g A4 el AXAEE FAEY HHol ol 2§
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TEEAH AFo] AAAY Aot HAA &
Aol vepdrh, A7AT e Are 2ANWRER 8},
A3 WEE 1&d 2~339 =3 A& (slow
repetitive stimulation)olv} =& 15~253]2] w2
A<a12(rapid repetitive stimulaktion),o.i ghct..

22079500 E =¥ $x9 &34 s
gE5HAS AZe] HA zrastn, TFYFFIANA
oo wE oo dixag vkehd A9 A%

o] Axe= HAe] Qlet.

A2 HZ A7 (ulnar nerve), 8417 (mus-

culocutaneous nerve), %4¢}417(axillary nerve)
ol A Algich. HFAHL FAHE] & dHe] gl
71 A AL foldtr] wio] diiE dx 4o
2 AZAANA AR AR Y gAEAL
FH¥n olgazdo]l vehdx| ¢how, okAdgo] H|
BA gL ANt Ao e F44174
ol 4 t}Al AlAjste] #elslA o)

II. A=dx @At (Needle EMG)

ATAE A AWIL 23U AT o, 4
g F THE A8 JRARE ©, 2eln FoA

42 ARE O PARE BYTYSANE B
22 o) Fojlr},

1) HegEX 9 (Insertional Activity)

AATE THUE AUY W wheEeR AEete
AZ3A sel A BFAANZ wad T A%
A% st AATHAAE Az Bl 9%
sth dAZ AR AL AZH Ake] AA,
TguzelAE HolArdl, A A4 AUVFA
S7h AN B2 F49) A9 Aaddcky ¢
o,

2) xjerM ¥ (Spontaneous Activity)

T8o] HANHZE US el A BFe] ¢

a28ug AGETEddE 43¢ AT F 2
T FAYD T5E o|9AFY ofFY BEAHAR
viebula] sk ey Al7opd el Hdo] )
£ o= oz Pejo] A9yl Jehted ojsd A
A 9z} gl

(1) =8 M9 (End-Plate Activity): 439
Fo| £ 7irtolell gAY T ot S et
e gFAslolrl. 53] o Pt el wint

’h:ﬁ‘

100pV

100pV

J 100uvV

100pV

10 msec

Fig. 6. Positive sharp waves and fibrillation potentials.
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Zhell A 2t Ad g Ao dde o ¢ 5 Qs &
2] 22 ‘4’ 22)(sea-shell sound)’} Vo2 23z
+(end plate noise)°]ztz % Ft},

FTHANE Adagelng fgd APsts wjgy
Ml ApEA st gbdsier Ik FRAYs Jepd
delle Al AR 55 3asA Hid gh3e
Z8 ¥4 A4 AT 35 glojAd,

(2) 2MIE™e (Fibrillation) '#47]2-e o}y
H&at=] ok}, 2ute) A% (hyperoscillation)e] =
7tel ol vebd Zleoz gzgic.

499 mok2 dAE ST negative deflec-
tion)2. 2 AJzE= o]4H4d(diphasic) =& AAA
(triphasic)o. 2, A9l Zel7} #x(1~2 msec), 3
Z% Wf$ 2} 20~300 v )(Fig. 6).

TAFAA Yebd el AFRomxE 77
b FHAEAeN vk Bl o) == Agte Fet
ojge] B3 wje) 4e)9} Bl &zlE WUt

A7 44 279 sy, HAE A
EAF % 25904 35 FASA vehdoh 2AE
Asle 893 T vebed], thEd < (poly-
myositis)olv} ¥ FAA Fo|dS(progressive
muscular dystrophy)el# &3] £},

(3) 24 oflztmt (Positive Sharp Wave) &A%
ZEAs} vt R shle] TGl wAg)
Wk & ofFAHpositive deflection)e] ¢l& ¥
& AEZ9 wlwd 71 St (negative phase)d
o] (ZARIK)S  EEA ¢l (diphasic action
potential)e]c}(Fig. 6).

TATR T §4 ARAHE EAA A 279
ghtoin], 2173 &AF 3~4%e)w vehlr] Az
. EEAE AN AR Lehd),

(4) &45% H$ (Fasciculation Potential):
THANA EeoAql B HEY §4FSo] Ao
@ od deble 599dd, A4 £y 854
Aot vled H398E Btk AT SR ehg
T AAT Anlae, gel veld g8 W oz =
¥ o]E& TEsE A N1F L ¢t

ZH54 34 73E(Amyotrophic Lateral
Sclerosis)s 4 AzbAlEe] wwe] EAAq 47
oln, A ARTFAAE vehd},

(5) Myotonic Discharge: 7744 (Myotonia)

7+

Py

44 By dx 1FH" A4 (high-frequency
discharge of action potential)®4], %% +&
AU v AAT So= A=Y A7} YEd
ok Hle o} AFo] wiEHeow Ao oAt =
ZHwax and wane)o] EAolm olo] 2zlx A4
AR atelAct A FEG 28E died], X
2.Rulelrt &El wjo] Aele} wikdl) ol 2% o
A geksiyl F47)9) el grlaw viesrls @
o},

(6) Complex Repetitive Discharges(CRD):
Mpyotonic discharge®| 9} w3712 w3atd A
dald), o2 M2 Ao RH L] 7|7} v)E
A AR FAEHE, $Eod AAHFTE FFelA
wrietE vpepdch, Z1RE siel o] viwA aw
AgA el aer} olojAr),

Tolok, thATd, od AESR 9 AL
Fold & ¢ e, FezA kAo, Schwart-
Jampel syndromesi A= vleh}s =84 7Ha A
71 AstEAAMT WA

3) 25t ™% (Motor Unit Potential)

FATN M= Y AARIE deif ZARE
Al sledl @A ARG olol 2ls) A
Yo e FAFE 59 (motor unit)zhir g,
5ol & el Al SFESE FA B
ozt BEAAE DAY EF5E Wiy oA
st FATH A&z gle 5~1079 E4FE
3 F¢4 < 0.5 mmolllol dE TA el LA
= A47t £3H(summation)se} sty FFAY
{action potential)Z 957 Hr}, ojelzle} T &
A s &390 A 49E $EEHAs
(motor unit potential: MUP)®+= %<9 &%
¢l (motor unit action potential. MUAP)=l2 &
HFig. 7).

Ay EI9AA] Y e oA e Aol
o, £5329 AFe dARZ 0.3~3mVelx, 7|zt
< 3~16msece|th &3] B v|AY £53HAY
2E oA £EddAe) A et o
o

@ do A

(1) ctaid 2Ecel 89 (Polyphasic MUP): ¢
S Ao steie] 40 olakd g Ysld A
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Fig. 7. Motor unit action potential parameters.

THAAME AN o 10%NAE e 2al
o w3 52 £xrl WA dele B4 AR
9] F A& (synchronization)o] & o]|Fojx)x) ¢
o} Yeh}rm 3o,

WAooz 2 AAHEEH AAEY F Aol A
of vehe, 2@ ToldF, chitAddy
S FME B 5 9o}

(2) Aol 25<Held9(Giant Motor Unit Po-
tential): &5 AYe] 2ZFo] AR 5mV o)A
2 W& L. F2 AedA T wwont A
A% A2 AR BAR6A Jebded, A

=}
Hd T AuE 23 Y AAL ohdh

ol
Rl
rr
ofy

°]
7
=

2o

4) ZtMEAl (Interference Pattern)

TEEE HA AsA s A8 Ay IS
(motor unit)7} zH4-3led g2 2FF9 A7} et
b o)E ERAAe] BAE 2HAdekAle)E) F
], +5a¢lel Eek4 (recruitment pattern)oish
2= ot Adelde $5S AsA sE Avigel
A 714 (base line)¢ & + & ALR g2 &
4817 A=) dehdA Hed o) g ¢

AleFAl{complete interference pattern), Ei=

+
A

do X

A E kA (complete recruitment pattern)ojzt
b, et T5EE S e sdsels V1A
o] Mol Am 2EAAe Frt AA Yebd A
5 B Aok, = Behxl Fickaelet g
E3) sk shte $59s A FREA FEEA
vebd dE <4l
pattern)el=ti 7|Eglth.
dubd o 2 AAA gk M= el
o, TS AE JAT S} e bd ThAek
A& Ralth B3] T55E e 34 dvists
Zo) vd g 5 B A A
obAle HolA HiE A7) dEd olF 27| FA%
Al(early recruitment)e]z}t 3tv, RE ITHHZ
A o Jelds RAe ohvAet EHEFe] 54 &
ez Ax gk

7}4dok 2 (single interference

2t HHollMe BYH &4

1) 3%+ MZMEHH(Anterior Horn Cell
Disease)

AARAE A Aot ATA=AAe 45 A
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A "o ATAxE AA4Z2 A4A(anterior
ramus)’t Awst e AHAE
ramus)7} Auist g HAF
muscle)ell 4 A AJgke}

ATAHE 274% Al 71 327 AL D
ot ZAEAAT AEA ™ot olF bitA
AE AT M Y F 2~4F0 ey, H3
A= AR ojER HA Ve, F
~54 AT H e $x ).

T oA FEAYE ALY B WA Jehd

Fukx)(posterior
59l (paravertebral

¥ =3 FEEE F7) 9Ee A HIT A,
AT EAAE e £ Q7] dEel o] 427 )
T gw ARl v o,

h

FRRESE AATF) dAEHE H3wwdA
THEE ARF o AAT Hlo] QlErtE &
obd F= glAlgt, o] AHF o] o R-9(level)d)
A 3] sheid S ok siRsde AEF X
& 47 SsiMEe Wb Ak "a sl
2= HubAb AHateh A 4420 AAREHAE

72 AAEHA Hed, H vk Aabes A 17“"*‘73
5% A 58 5AATSY EAGe] 2% oo A
718tA "o}, wwel 324174 (dorsal ganglion)
=8 del &5 5 dAEAE FEAg, AlA
Aegr ket ASAHERFA 54 Xé*Jid%
Bol= wi= AR PEAANE FU12 sd A
ol Tgo] Hr},

3) =i AMAZE(Entrapment neuropthy)

234 AAFe] F1 wWeld 24e by i3 9
£ ¥4 gx2=(demyelination)e]22 A
FAbell o442 7dE Heloh

5 el T el "‘73“457341‘*
, W —‘i’~H°ﬂH“ Axgxrt xoiixld. &
W7t A5 "a}‘%{r

Bejolmz AFAAY AEAMA 49 A9 A
of epid, £EAANARG FAAANA HE
R17Heie

AZAE AN AE dA R Fgae BolA

g wo] AW o] Fake) WAo] Uohtw FA A
S 9 TASEN 5 ARAA dehde g &
ERAAY $7} Foluel.

4) ciutd MAZS (Polyneuropathy)

A Aol dWestd 274e ZA exdEd
Z4to] wWAlolr}, xeete] g ol 4

AbellA] 9] AA7E AQET AxEert A AT
ATAE e A& Bk &1 wAe] o
oyt Afels AAHEZHANA A AESEE
AAolAlwt FF A AFo| zolAly, FTHE
M AR Jepdn SE5dgAd e 7o ga
ol 22| BR ohiby AAFY] SARCdME G,
% 55, AFAF 5 2 4 AR o} A
A% F2 AYE 1499 H3EH=

5) o4 atxAH&A(Traumatic peripher-
al nerve injury)

A G2AAERS &4 Ax e gel A A
73Z}st(neuropraxia), SAtAw3(axonotmesis),
Al A A<t (neurotmesis)s o2 yra glEd, <A
=g A &4 Ax, &4F AT 9 g
e} 7] g A% HelA ot

A ARG e F He] £z AWelmR
49 FAe G4 Andre Fag Roln A
Agole AARALS) olFof A gt FAALE
dae ARFAE FAAAd Y AFe] Fadn
AZAEA ALA7E Yehde] a9 A9
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7} Aot AAADY A4E AZAE) AY § AFHWE Ad WA JTARY AFe] W A}z o
A gow, FTHREA LAAE Fo] Hole Wb APA FDAAN} skt 24 dehdrh Aol
H e AdE vehdA gt S4F Aol ARl ueh ARFARS} o FAAN] A, ApE

Normal

J-

; :
l
|
Myasthenia : Exercise
|
I

-
Q

3
Gravis /\[
Fig. 8. Eaton-Lanbert test comparing normal response with that in mild to moderate myasthenia gravis. The
moderate increment immediately after 2 min are easily discernible in the myasthenic recording.
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Table 1. Summary of EMG Findings in Neuromuscular Disorders

Disorders N.C.S. Needle EMG
Spontaneous activity MUAP
Motor neuron ds. normal abundant fasciculation large size
. polyphasic &
Radiculopath: usually normal sent CRD
pathy y pre dec. number
Entrapment slow conduction usually present polyphasic &
neuropathy across lesion or abundant dec. number
Polyneuropathy ‘
1) demyelinating slow conduction: absent polyphasic &
2) axonal dec. amplitude abundant dec. number
Peripheral n. inj.
1) degeneration block abundant absent
2) regeneration slow conduction reduced a few
& dec. amplitude (BSAPP)
Neuromuscular repetitive sti. (+)
. . . absent usually normal
junctional dis. normal C. V
11 nt, small, short &
Myopathy normal usually prese

myotonic disch.

inc. number

BSAPP: briéf, small, abundant, polyphasic, potentials

C.V: conduction velocity
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499 St 2P £3AAAY 1 WA 5
ofubs Ale sl AFe] AT hEAe] TUA
A $EDH AN Bgow e 2k,

6) AMA=HYE HH(Neuromuscular junc-
tion disorder)

AATAGY Hue YA A
A=A Qapolnd, chir A7 -
9 92 543 sde .

FFTFEFNN =2 A5ATL S =R A
WA AZ B EYTREAA AEL A4
AW 7 G EE AFe] AR Radhed, oA
WA BEAN 2Bo] AY Ao} HAA WAL A
Zo] 10%014 o}, old 22FEE 2ol
FoshA @ e AATATERY sl
@ weo} oA SW, of 1027 SA4 $Eo =
t ANRATE ekl BY B $32 ADF 3%, 2
3 2|2 lo¥el 24 -

A=A A
SRS RAA A A W

3 59 }3E Ak
5514 sletuia BEAY AT w@slE B
#2500 W) FEITERAAE F $EATGR)
o AFNE SEDET BEAY WFo] Axx,

AE7=o) disf 22 ] k4 FAAbo] vhehlzr] go
(post-activation facilitation), 2% Zst%s2] ==
M AEL aopaln dA&apol g A9 g
Zx dA#zict(post-activation exhaustion), -&
5 0EdME 25de oo s Eolect(Fig.

£ AFo] wlg Ak,
o2 Fole o) A9 zha
oo, BE 29 A3 o)
AZA e, oF 26 WA

2 e
0&42
N oo
[ oXx
fr &
.vw’*‘
mg—brlr
ok ol
;‘;’::
Ml de
—r1°-¥~
L
wr
4o L
o
o
E T
ok 2
o
nﬁ“‘°
nZ rd

a7 °J_°1bb- AU THHS
L"Tﬂg%"’; %ZJZ% L84 7'\‘:!L.

,1,7{14 3“"}"1: ‘1?.‘%’
el o] AEe] #a(50~200 uv), ZAol7t B A

(4~6 msec, A% 3msecolH])H, ol

o 4~d® e AAAR Alste TAR vt

Zo] E97] Wfolt). ®ut ohet THE FHI}E

ol ®ls} @ SEFIAA7} Jepde 5S4

#7)% Q(early recruitment) 42 & 4 9o}
olAell Al AnE 4 wWwle] Ui THE 27& 8

oFstwl Table 13 2o},

% =

A Ay AN Ak e ;l% 4 R
a8z 8 AATTAAAS g THE 276
o sl zrekstAl Advgsted ®gbch

TRAEE AT 9w AA4TA Ao Aol
g 5 ded, F 99 Y4 Adg AFe 2 4
HE AgHer g & F Ao ey TAE
2 Ao} v AR obA WAsA] XEdd ¥
Hg Fohls R glow, Wi F9¢ A ng—
of & gich Bl oz}l AFE FAHE HAE =

¢ 2oh aezz TAR: ARTEAA Pue
A

dated 28 AAETY SR A= Q.
= %T's_ A7z AFEE %317 A4

e e A ARE AMstE
Aol A 2] &a% 43 #okdich, 227 Hsde
A AZRTEFAA S ARE Fxe} gdHeR
2JAls]e Adghe] Al ARl s At glofok st
w, olol wie} ZAb sekd Ao TEE HEI
Adeser stx, RFsty A bd o Aok ot

93 B3 4, o), AZA % 1A,
AR, HelEYALd, Jg BEE A4 273
Sold ge AEE 4% 5 W) uﬂfﬂl Ashe Wl

ol olEg FHEAME dert st

THEE M2E 77 A% AEE e, J
Aol Zlgo] AR =g A A%=rt Az
FolAz 7] wWEel dor TAEE Ar|Adolz
t A2E ARt Fobo & FEo2A A
$8o] ¥ oA Aoz Jzdc

F 2 & 9

1) Aminoff MJ: Electrodiagnosis in dinical neurdogy.



~The Journal of the Korean Pain Society: Vol. 7, No. 1, 1994~

2nd ed, Churchill Livingstone, New York, 1986.

2) Brown WF: The physidlogical and technical basis of
eledtrom yography, Butterworth Publishers, 1984.

3) Brown WF, Bolton CF: Clhnical eledromyography,
Butterworths Publishers, 1987 .

4) Goodgold I Eledrodiagnosis of neuromuscular dis-
ease, 3rd ed, William & Wilkins, Baltimore/London,
1983.

5) Johnson EW: Pradical elecdromyography, Zed, Wil-
liam & Wilkins, 1988.

6) Kimura J: Eledrodiagnosis in diseases of nerve and
musde: Principle and Pradice, 2nd ed, F. A. Com-
pany, 1989.

7)Oh SJ: Clinical electromyography. Nerve condudion
studies, 2nd ed. Univ. Park Press, 1993.



