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EEHA @ ol Frhste] tgFd dAEel dsiA
Ty AT2AES HE ditHe 23S AR o
o, 53] bl g A GF 714l P AT HE
7} A A ok ““’33}1 | Fshaoln], B8 PH
of 7190ete WA ol e Fee2 sl AstA Kot
AT

ol A A7 el LI]r A Frh skl ofe
29 74 AATHRF-EMFs)= 217 Al 29 &5 Jas

G50l Tt AN H PSS A7 - o T - A4
EEErEEEL:

M3 5 e AR Mol FAd 28 T4 Tt

A
A SHRF-EMFs)2 A1 5= & 4 FK(thermal effects)= Foh
3o
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Astol o) AAE Lwol oJa) ARAE B4 G
52 4 9l S AA T, B3 olgle]e] A%
ARALE HOoE AAARS gl WEE
) AAAGEA) B Wl o 47 e 4 Qe

o, ARe) ARG BAE Gl HE 3 Aus

Tol=eiele] B e st Wepy) AuiAle SAelA ¢

AT Qe AR wdol AAAE W
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A 7] A 8

B Aok 278950 89 Axar} 434 B4
= bs@ g 2R geel ATE0] A2 B
B4 Sl AYEAAT, A2 A0 kA w2
50] i Fo] dubHQl oaj7iA = o} & s Asfof & o
o] ‘1]%":]'. E}E}H 2 A2 oo =& AXE Ee 58

& AEY QoFste] AAust A=
A7)0 vAE Gl B3 oS wolxAl F.

. AZMZOIA M ZXE7HEAZEE(Autophagy)Oil
CHeh MAtmtel Fef

o

A| EA}7}3E 4] (autophagy)> A E W]
A71HES B Y o
Tt ol Alx AE Y
29 dE ] AEr S 7] Zo|th wrebs A7t
Fee FAE Ha 2o wolA
, 98 7HA AEHA AgelME §840 7 w
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SE--MAIL AZMESt AEY| A BIZ0]| 0|X|= g0 et F|d A7SE

(amyloid B) £&= %3} A3 ¥ (a-synuclien) 722 T H <] associated protein 1 light chain 3)7} ATG4 @8] dEs] a4
Zxo] 2 99l B WA ArtzAe) 1A Wa (protease)dl] 98 LC3 T Al A 2H] 9(cysteine) 917
T EYS8S 9 A S48 fuste] o 7kA HeA A AdE = AAF 5 W3 (post-translational modification) S 7
o] g 4 dom, YR ArtEA 9] - AL Al AT o3 7)o) ATGI2 2 ATGI6L1F B3 S o] F=
Ay AW E fF83H olgd F UFS AAET ATGS(E3 e A8l FAd a4 7+ child: E3 ubiquitin ligase-
T3 FFAEAY BE ARAEE Aol B7bse AlE like enzyme)= ATE LC3(LC3-Dol EATEY o &g of
(postmitotic cell) = %31 AANTBA EE B2 Y A 7l (Phosphatidylethanolamine: PE) Z$A1# LC3-II(LC3-PE
(hearing loss)®] & H<lo] =&, FHAME=9] Fej <} e E FAd3ste] LC3-I 2 A o] autophagosome W Eholl 2
Y] fAE Hsﬁ AZA7IEA 71230 Bd8EE K oA =3, o) ATFEA A F(vesicle) Y 2 ol
SHANL, wheba] b7k Ag-o] A o] FAA S FEHFA Z23% 982 37 AR npxuo 7 gAE auto-
o FFAolghe Aol vrel o, phagosomeS -3 3 Al U 2 A% (lysosome)Z &5

AT AFEN Y FReAE dwAo
(macroautophagy), |4 27} 2| (microautophagy), 123

o A glol AlEe] o) wue) Bal7h dojupe

2 AUArtEs

2
sl

A & 70 A}7FAE 2] (Chaperone-Mediated Autophagy: CMA)
o] 3714 e 2 v dll 3, A A7EEA 2 e A

3 427]Horagenelles)o T} mitophagy(F] EZE2]0}), lipo-
phagy(#] &), pexophagy(¥ %A%, peroxisome), chlorophagy(%
EA)), ribophagy(2] <, ribosome), necleophagy(¥, nucleus)
o2 BREAGITEL Atz o) dR e A 54 A
E4 7)Ao gl A S Zese AFA ZH(phagophore) ¥
ol sl AlFET, o] o] FRE e o]F v T H A&
¥ (autophagosome) S FA5HAl =L, A= 2lo] A (lysosome)
o] Aol ok fal| 7} o) HA A HHHEL A ZA7EE 2] 9]
7124 3070 o] 3e] B2 A7haEAA# £ 2K Autophagy-
Related Genes: ATG)7} #odsle] o] A th= A4l o] a7 9
F4 A7) g BrEAE=d! WA autophagosome &
e A% 271 % @Al A ULKI 7] UobAl(UNC 51-like
kinase 1)& 214Fs}A]7]= AMPK(AMP-activated protein kinase)
FA 3 Ea) ARG 23 B LK1 Ad 9l
A3} @49l PI3K Clll(class I phosphoinositol-3-kinase,
Vps34Z© 4 d)9t Beclinl/27} o @ d B3 £ o)
F1 o= A% & & A(vesicle nucleation)2 FE3HcH. o
3 A (transmembrane protein)?] ATG9e <]3|
A& BEato] 2o &
W 27 vz o) A% dAA, A7 EAHA
S A (marker) T3 & €] 3lukQl LC3(microtubule-

%= 9} phagophore®]l

=
3k autolysosomeS & A3 THHP, T8} p62(sequestosome 1
FE SQSTMI) ¥l go] LC3-119F A5 aHg-ahe] fu)]e
(ubiquitin) &2 F ) H Tl g S o] Bl & FHEHA F
3, A p62ol & Ae A Q) 27k o] PA A B P,
TRHAE At A g Faf7F dojd o pe2ke 7ol
o3 7k Aok whbA p629] v A7FEA | os) wj )
o B 4 Qo LC3-17} autophagosome®] A3 T
ol2t¥ p62+ autolysosome®] 72 A& THAEA 2
O & AREHI glom, o F 7pA] e E L AT
2~(autophagic flux)E F4ste LY EHX F28HA A
ATH,
Azge] w28 AT BE SERHAN F3AAA 9
AZA EAA e T i Foll A A gt
o ATFEA ALt AFE B #HY EH“O]?)\OLP
mf - A AL Mol A AFAIEo] R ATE At
o &g il AFAASS AR, A4 5509
71 Sprague Dawley(SD) # (rat)oll 7l 87 ¥ <t A &40 =7
7271 2 (Electromagnetic Pulse, EMP; 100, 10,00~ 10,000
pulses, field strength 50 kV/m and frquency 100 Hz)o =3 Al
Ze W 71983 sl F2 ¥ #9130 8 ekhippo-
campus) -9]oll A 2}7FE A o] F ¥ weFel LC3-7t
9] sfntol A Hoh =7 = o 1y g
TS Esﬁ HI:G}??\EHZG]. 5 ARFHNEE o] &3 AT
™ A3 A 3HLF-EMF)Ol 8+ A17K(1h) 539 =
A7 *J7§ A E 2 A EZSH-SY5Y)o A A7}
o1zkel LC3B-II, Beclin 1 2 ATG7 T} 2 5 9]
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o4 A SRS B, JFAN S T3t LC3B
7F @43 B BAh B3 AAAN A S Fate] olF ¥
29| autophagosomes3} phagophore 7+ A}7FEL] FXE
o] Ayt =& F AE el A o wrdo] Il Pl &
AR AApge] =F & QlfHl o] el A &) whg AJ7ko]
AFE A7tEA Y] GAEE F& FFOE YEET oY
gk SH-SYSY Ml Eel| 9] A7 A 82 At ~Ed 2~
of theh AME A2 A7FEAE o] &3k F|Frkgo] &
A dofgrS YepdTh H el $-8] A7 A W 2}
7tEA AHE FE ATZA I MEH JIF I A IHRF-

EMF)ell 4~12F7F =& ¥ A F(C57BL/6 mice)] A7ZA E
oA AEA7FEA O] EstE S Bysth WA 47|
AApgtel] =2H AF 9] > 2] F(cerebral cortex)ol| A A7}
22 #¥ FAHAE(AMPKla, ULKI, ATG4/B, Beclinl/2,
ATGS, ATG9A, LC3A/B)°] =2 &d & Hylon, A
7hEA AFE G Al LC3BI T o] 3 =& S
B Fde 249 Axue] k&

(striatum), A]/33}5-(hypothalamus)®] = 5
of &g A7tE2 e &43E AT
2 3|7} (hippocampus)oll A= HE TE 247

Ql p627} 1257 7+8] A3t ke Zol| o) 24
F ARG TG AF 9 o Rk ArrE A9
Zpol7F AN, ¥ ZH(brainstem) S A= A7}
ol EAW gAdo] gidith o=

TR YepE o] E AoE F
202 AAAU B (TEM)= F3 A7
=" AFY ¥ B9l ArkEAe xRl
autophagosome ¥} autolysosome©| 3ol ]3] 3~4ul 7}
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QB A4S Z4T 5 Ak AEE A

dZA i EZ9 histamine} F4t3tA A A 2
“¢9 (Blood Brain Barrier) 79| 2| %< nitrotyrosin, &£ T
Y49 2 %2 Protein S100B, ZL2] 2 O-myelin®l o] 3}
Sk o8 A7 Fol AAENeH, At kF FE

1§04 Hsp27 2 Hsp709] 57H7F SHl= i o}-&-2

A
=
Z710 =238 A5+ malondialdehyde$} glutathione 45
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S7HA71H, A9 915 3 32 3 4 (vacuolization), A 2
Aol A mto]d 2] B F3} B Bt 37t HEAH A o
29| ol vrepst
2ol A st
gk SHEA
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P
o) 22ekEd AZeE AlAN 2AE Aa =
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S AR AEME} AEH A BIZ0| D]X= HEol| 25t &

Aol Fx4 AAA 2714 E(subventricular neural stem
cells)®] 543 o5& Zslste] Grzste 7919 HAE
ZaANL, AFZsHE F3E gl AAFHAL,
757 A7) A= (Transcranial Magnetic Stimulation: TMS)<
T A7 Aol A whH 2] Jf A AbstA AEH A
o 98k A ELA o] 7L/\5}u:] 3}alsl zHLo) Z7]-?5]- VA o]

. MEME Zaxdof| et MRt FE

Ao 22 AAAEANE $7 B3
4% 249 WalE dehiE 2 9o) Axe ol LA
o Jelstd Wake 9 AEsEoIA e )W sl

oﬂ%wE | y_zza EH”WOJ A3 o] 5

l
N
L
=
12
2
ol
_,_,

Ao AABLEY frelst AFT Foll=: 4T 1A =+ 9
L 58], Zgol2Ad e AR EAN AR F
T, ABAEERY fre 2 ARG teAde 29
g A74Ese 288 $2% 922 H3stL Sl
THEL g2 AAAE Aol met S FA A2
Z o]Fsto] AlZAN g dad A Agsto] A
T AelH Az Agdth Zgd AT Aedg
F2 WAREA 271G o8 FFE Bede Aol 2
FSE AEol ghom, ob&d AE Y AAstE

AMME Fo3 AR Ak

< Sun et al 2016y 24 F3} A 2}7) % (Extremely
Low Frequency Electomagnetic Fields) Aol Ao Z4
A (presynaptic calcium channel) 2] 2H& S Z7FAIA A A2

X9 §8E 280 E A4S Byadth 53] PQ type

3} N type calcium channel®] <491 Z717} F2 =
olg et Atz AAAFAAN S48 TEY AFI HNEE
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FoaA Z7 2, AAAT fEE 7453 e 1
2{1} 835 MHz RF-EMFel| =29 A9 sfnjelA] S4 4
o)A d e fo3HA 2AaH AT, H§S0] RF-EMFO
EZH AF Y i Fol A A DA 9] A7 AR
9} 2717t b2 oA AaE A oM A A 2 A
o FEA AFFH RS F94 MgE FaA AFEY
A FelAQl AR Wyt f3d F gl B
% tH HEK293 Al 2ol & F T-type Z¢a ol gt
A Aake] % 0| arachidonic acid 2 leukotriene E4S =714
A g JAGHY, o] @ Ashs AR} AHPHOR
AEW ZaAd 282 Sl 9FE F= A ok A
g9 7)5& sk AEW AsAGAAd e JFES
°H}\'] 7 ﬁz}]ﬁi Z 3} z,:
AAZE7INE gk 2AF3 AT 12250 Hz, | mT)©]
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Bkl "AE B 39 (fight or flight)" W& doF & 9l
OPl 2744 S B AFoA 2EdAes A3A,
AAA, WEHA, 2247, A Sl 4EE T ¢
HAT Ee AEF 2 ukgste AR W A
(homeostasis) FrA1E 93t I8 Al(system)Atololl A2 A}

3oEH uks-Eo| dojdty 2EH A7F FRAAA S 2l
2 9 YA E Bt BE 73] AP Ee Yl

FEe Frhs A4S 2 duA Y
H

‘ﬂiiﬂ = A ]
TEH AIEFR
H]*ﬂi%% %L”ﬂ@‘:}m] B3 A A } oA #HH CRH=
XA A Y-S A=t ACTH(adereno-corticotropic hor-
mone)E #HI3HA 3, #HE ACTHE FAIES A=
dto] ZEH A 329 ZEEHILHES EHIEH gtth
ZEH 2 wh3-o] A AFsH- o] CRHA 9 LCE w7t
Aotk AR2EUS oL ZAE o] F A|2]E 253}
3, GABA % POMC 4F&¢l WEHIEYA 3 FEHES 2E

42 B2 Al 98 B
A2 ARt AAG G B olg AT ARsE
93 ZEYZ Q002 AEY & ggo

| AA=E AT 2
‘Zr‘JJr 21900 MHz, SAR 6 Wikg)oll 3+ 4554 7t
_140]]/\-][57] I3 3F 158 3 =23

H B ~Eg 2o A A E 6—3%} 1H FEEF
o] FYH LR S

£ 5 Hz, 75 mW 9} 0.1 mT)oﬂ o} S 2197 =24

i

Wistar oA & ThE 2Eg A A 94 ) k2ol
G5 ACTH 0] 2t S7het ol 2k oA
+ AF 3 AA3K50 Hz, 0.5 mT)oll 3}F 2441 7F 59k 4~6
F 2d F9 HaFAdAM 2E# 2 RHEEhe
POMC mRNA & o] S/ Ao a-# 6417} F9F 3+
1} A 234835 MHz, SAR 4Wikg)oll 3 €7+ =& ¥ 3}
o] AAFEHEo A ~EdG 2~ WS- S 29 CRH mRNA &

o] fFo]Ao 2 Frhdo] 2 %l thunpublished data).
SEEH AW A2 L 7t

A AT HLE AT AF

rEY A AR R
o

ololo] A} %

I A9 (50 Hz, 0.5 mT)oll 3HF 24X7F 59t 4~6 F7¢
EEE FA AFHa7E AFHPNY, =3k, 39 A
2191835 MHz, SAR 4 Wikg)dll 315 6A17F 52t 8577 =&
ICR AFANM L& 3F 5417k §ot 977+ & 12F
r&H w3t238 ZE(SMP-30 KO F)olH aAT A5
7b AZE A o]y g AL AT A HFE AT

(AL = S T
F
<]

A 9T ATYLE AR gL Aot 2

WSS fustel AAN G2 A 2 U B4
24 74 oS SRR HeHS AN Yon
2, A4S YA ZEAZ BSE FESE 9y 2E
42 fUEAE 27T 4 Ao

VI €9 & ofHX| thAF ZHO| Cf ek ML Het
AEALA AT A L E G2 ALE 92 8
ssk o uix) thAkel Wabh vehdh oz 34 &
SolAE B A AL 5 S 2292
o, oleld AN U5
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© Azt A7 =2 E I5] 4L AHFe] ARt
EEHA 42 IFl Hlel foletA #afTh k3 AE
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SH--HADL ABMTYG ASY A BIS0) ORI a0l B

At wE 5 AsHRAlA A 24 At T2
g AMPK 215 g7]do] ek, AMP-2/4 st T 4 7]
L}olA| (AMP-Activated Protein Kinase: AMPK)& Al ] of
Uz AA g 22 AF 0 24 Atelth AMPKE A/ &t
o TEF Y JIi AT whEste] FA4E AHE X
AETH, AMPKE NAD™ A} 8 Sirtuinl (Sirtl) 284S 2
Aoz our] xHlE 2, ek ATP &M 7
T AF B AL Abskek 22 ATP A

1

2E s, 2 3

A ARE ABEte ouR] S Ao 318l (Leptin)
< A S AMPK 84S dAIEHY, 24 AHE Alds
T AR dHA ot HHg dedS 2T gt &
EE N30 uhe3o 24 AMPKE A4 oA #38 %24
oA W 2A I A ] 24 7F AL BEA ATS
gt A S E SRR YgLd vt TR tiAt
2 & HHE 2AFOEN A U AN T2
g g O o et 82 HA A, AMPKE
A e AE AIA A4ES she, ook AR oiaF 2
dF 29lol IR, AEF e FY AR Fol
A H5-2] AMPK 84S oA ST A7) 78 835 MHzZ
Ast =29 ks dd AdFE Faetal, AldsHtel

AZAYE frAA

PGC-1q, Sirtuinl F3# 4&#& Z715 53}
g 2o 71 gk

o,

oft
o

oft |l

rlo S

ZH BURlol AR T/ Ao 4T &

o} 53] AUl 4ESZ FHo| M ARE F9 A}
AR FES] F7hetAL Jom, Fi st AHEE T
€ Aetetd HAAQA N A= Gl i AHA e 5
g ot #iol xxH I Slth AT Ak} QIA o o &
7he 3 Gl thate] =atr]el oA, @A AR
AEFE L TEEDS 08T 97 AT AR
o Ao g G2 Walok & Aol obHHA v E
At glom, Aaputrt o] 5ol vAE el A AA
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