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Mechanism of Action of Local Anesthetics
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HB-Eel FaviHAAME amine SFEERA 2AA
aminoester®t aminoamide® 1w, ole) dukd
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aminoamide®: aniline ring), @ F2A4(in-
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2]), ® ol (amino group, AFA, FF)eE
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ZautAA e wddE AAFHR olFHoF 3
(840 %2), th& AAAZYZ 3F(nonion-
ized, base formel &), AAAFAEHZ T2
(G2Xo) 32)3 F, ARAE FX9 14 (cation-
ic forms} ol&E2 9 F&Aste) Aol F8)H
ofok gheh™,

ZavpHAE 37} ol FER 440l Aol &
& Qas ARAA F449 ades A,
g A FAL W 47} ofulst daoleo #HE
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jonized formse] ¥xel w&& dAs=E(Mass
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R=NH' ———R=N + H*
(cation) {base)
K= [R=N]x[H"]
[R=NH"]
1 1 [R=NH"]
—_— = +
log K log H log [R=N]
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% pH = pKa + log [cation]
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teric)g Fogith F alkali €ola] Zopal= 4
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(fluid structure) &
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A7 Na*ol&o] AZUE o]g3tA Hc). ol qls)
%3 ¢} (membrane potential)s W37} %, 4%
7} 2o g wi(depolarization)sv], &EF 43
7b A7l A AZE A7AH AFTE dEgriall
or none phenomenone).

3) 2 ¥ voltage dependant mechanism}
time dependant mechanisme] <&, ©}A Na*
ol EFxAgde] iz LAY FAr A
(resting membrane potential)s] =9s}7] 7}t
e oAl $271 delA] derh

4) oj=jgt o]&Rz= HANE WA FFAY
£ AAs, 8549 YHxr]l Nato|l2 52 &
B9, K'el@ 2 98 Kol Fi4e] 37}
st} o3y spEF(hyperpolarization, positive
after potential)¥ld] FA712 Szl (g 4).

5) AA3AFS AAol FETE AedEE sy,
AL 27 de edA3dHE s 9
Ranvierdd F-gejrgt o] &elFo] glos &54
A5 o] ¥F-¢jeide YA FEsHimpulse)s 2
H(node)l X HAAH2 =ofd%(saltatory conduc-
tion)=e] Ae&Er 4449 FAALHFR) 5
~T7ul w2y,
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Na*o]29| o]F& W3t} 2% Na*ol&E &
gt ahgo] Asly, AAAEE AR ojFE
a2l FA714 A gols WIS doFjA] ¢dow,
Al AR T Gigh Na*°l%9l 534 £718 dAss
%, o}-3-2] 473X Aol glr},

1) 28 ZF4(calcium mediation theory)

FulA] 2] free basedeol 1 48 3%$l(receptor
site)2% 5 Na‘ol&d R4 & st Cattold
€ olgAA &g wWAElY AR (repolariza-
tion)e 314 sz, cation¥o] Cat* &g s
gl A0,

2) AlZet WNA(membrane expansion the-
ory)

Ak stdol e FvbAiry AdAxebe] AR

BH* 2= B 4 H* TTX
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O 5. FarkaAA g AL

of #itso], AEute] £x& FAR FFAH(flu-
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4. ¥ ¢¥d =R ¢4 (uncharged) A
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2 o] 7l4dol fHsil, stdfl(charged) FviAE
ago 2 s T,

3) EH& MM (surface charge theory)
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71ge) EAsE FFE 9 XY 2% cationd
FapAlzy abgste] SHEFAA, d9EE AR
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Z3tA #Au, @ 429 A2 WiRel cationd
FobAlzy Agste] st bR WiRsL AEF
(repolarization)® 374 e} Na'o]eE2E A
Z435 A7A eeche 4. FHHEA 4 IubAe
8- A FP.

4) B4 £ HM(specific receptor theory)

A4 548 Az IopAst ARz B4
LA AR Agsted BEFANS AE 2 Az H
23 o] AFE At HYge R o] 44 O
Na*o]£ 529 W77 (interior opening)l ¢
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ol ¥ 82 1 Zig Eeld xAde] A2 HAE EA4
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atod st E A oFe AW AN =ulAe M) ¥
ow, @ mg Na*o|2E29 2Rex gle], BolF
=& 4do7jx tetrodotoxind #HRZF(dino-
flagellate) £% 9] saxitoxine| #&38= R9jolct
(1% 5)10,11).
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2343 %F(inactivation gate)olch. Fr}el &%
A7t 538 F @& Na‘o|R52& 843 4
2 =y, oAl ARFe] Hol FA7] At HA o
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3 m Nato|2527} MEAldeln, old 52
el gle e stdHz, A5 FukAz)
Agsted Nato]25ag st ARzakde] F71
He dabol AMSoEA Apwdolrt. o] o] o Fof
A AAAARAM A7l ZHEAR(differential
block)®] 7] elc}®,

Fa0tFEH e etsst
1) 2=0|S(bulk flow)

A7 QAR Falg FobA|rt AARA ] =9
e dle o FER Y gkl o)
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Elo| ok HFwupHA] H4AlZt(spinal nerve
root)& HpdFol| AHFA Wileow, e
stARE #A3F AgrsEhd, Auba Aot AT
& T AgzA e e 9lon R ool FwpA|
7} " g @,
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Ax}% (diffusion gradient)el ¢34 Fth

(1) pKa: =& SvbAle] pKae 423 pHuch
288 dige] AFEHEst e o]y FH=
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o

(2) 5 £ AL ¥27 #4545 &4AA R0}
AA 2o #Awrt a9, A& A|7ke] Aejaict

3) XWBHz: FutA= DL} 2&45
AR EL AF7} Goldtn], a¥o] At AEAH
T&E FubAle) H|Soldog Ajtste] 2Hge wy
& =34, AgaE 24st Fupde A&AE
A# A7k

3) MAXTe HEE

oo g4Ee] Bgdes ik AlAAgd A4
s}

(1) =zoll otZ ZEH A5 B fiber7t IohA
off 714 ZApAe] A, thgel C, Ay, Ad fiber &
o),

(2) £=xof 8. 77
~4mm7} FvkA A
o,

(3) @A™t AHel(internodal distance) #3417
Agd e Aodx 3742 Ranvierddg zsdsio}
ate, o] Azl oF 5.0 mm ol4elth

(4) MB=EM Ag: 7+7H4d 5 (sensory - fiber =
A4 54 AABc) wE firing fibero| =2 gt
o] A=},

(5) AlaMdsel x2|d wig: APGAAETAGAA
$EAFE Tx2dd A FAHF(mantle fiber)
olul, ztAAGE FAld AT FHAH(core
fiber)olm2 FulA] 57} Txo WA AA 53
wro] x| vehdr},
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St A9 uEsht Fsmstel BAE Ak

(2) FAHES: WU F MY FAT 94
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ARFEALQ25E) > #FF, =032 30258) > 3
FulH30E) > T ¢AZ FhEHL Zagke
Cmax =& Azkeict, A7t z|Fatsi7tuc) &
TEE e 2o} AYAT =3 v|Eold A
0.2 Caunt Bl T :

(3) Zoixle] Seisisty 43 FAHPs doy)
Az ALz vt RFF dF e F
t}. <& bupivacaine, etidocaine lidocaine,
mepivacaineXt} 3| Y@L o7}, A
8wt fus FAaEAFY A¥e] gol Cmax: lido-
caine | Aubo|c}, : :

(4) guZae] Hot: A4 Azke] g& FolA9)
Cmax 74ol %2831, etidocaines} bupivacai-
ne 52 2&A)7e] 71 FolAle ReEA 47
o 322230 Aie] Fasith

(6) MM, Heldelgts a4 A A5z
Cmax+= 331} #8935 Zade Avesg 3t
42 lidocaine®] HAFF7} ZHagrhy,

5) £x2} uj4

o 8450 4FE ol

(1) S Hgh: <8 Ago] 4243 2477}
o] A=y, HL4F free drugel @ol AT
oke]zt g2 e, AmideAd Fuldle o acid
glycoproteine] 2 AF=E W gtdhAlorle o] &
o] A Aot A= At w3 FviA e Fx5}
FETE A ZAgto] worn, siAY ATt
dASnZ o] o] ZIHY FA49 AL 7Y
o Ay AgHE A=
etidocaine > mepivacaine >

bupivacaine >
lidocaine >
prilocainec]t}.

(2) ¥2a8(clearance)zl thAl: Aminoamide#]
= F=2 MR A oxidative dealkylationo] 2)sf
A=, FrgE HAFEE] AA AR RRN
Gk, ZHlA dialEe e
etidocaine >

prilocaine >
lidocaine > mepivacaine >
bupivacaine ] ¢4¢]t}. AminoesterAle F2
A 9 7139 cholinesteraseel o8] sl €k,
7R sl $£5%+ chloroprocaine > procaine
> tetracaine?| $4]e]t}'®),

(3) &5E Sotdlel He|® Y vtz #F

H(T4) ol 35 o ARdetAds 148
Feko) WHEE deo.7|w, lidocaine, bupivacained]
AAFae WAEDRAY S A2A7 2 3 EHFFS
37k =g b deEs AT EE A
SO, ,

(4) MHH, Heyde|sts a4: AtEd zhidqd
¥ 284 (volume of distribution) 4 ¢ 739
7% 4R A% AL S A} ok & ¥4
Al¥-Ad lidocaineH-& AL oA x F5L3F
43l AR Y 2E FepAe] R L&l 7
453 halothane, cimetidine, propranolol-& E-
715 Agtas 94 9 A EFEE 3007,

Cholinesterase %% 4140}, 9Al, 3jekska}dl
M gt ok kqledMe BE24A, dRalAs),
Asg Fo AR FuiAlY FFEr wopAld
Algols A2AMEzkA7b 2~3u) Z7 E, 8AA S A
4 QAT =3} AtE(acidosis)dE WA
Agd) zka o] free fractionol Z7}sly FulA] 9

A0S WEst Fh

o
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