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< Abstract >

Until now, it has not been well known for Far-infrared(FIR) how to affect to the human body. We introduced
and presumed the mechanism of FIR based on molecular biology in this study, as below. The human body is
composed of proteins which get easily changed by a thermal factor (about 42 °C over). FIR with low
temperature can deeply penetrate on the human body composed things without troublesome, since FIR has
effectively operated on the human body at low temperature (35-40 C). When FIR penetrated on the human
body, it would inhibit the abnormal genes and cells expression, and then information of DNA and RNA would
be reexpressed for arranging DNA and RNA abnormal state. As FIR’ s receptors in the body, it colud be
presumed that N-glycosyl linkage of purine and deoxyribose, RNA splicing process, and heat shock protein.
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TERA, FANENANTFZRA D A3HAEA o) 7)
Aol 3 &4& e AXA AT Bej 7o)
"t} (Leninger, 1993, Hoeijmers, 1993). ©]&] 3§t
HspE A4AI7le 2 93 2 g2 2=z
dl, o2 @AS YAYAled 8T fAAS
AFee M ADE A2 Far-infrared ()3t
FIR)Z & 4 Slth. FIRo| 9¥ojA QA9 vy
< RAAA7IA g3 N E A5371A F5 A1 5 9



7] dj el

Far-infrared® 992 2Mny FoA He
R (Far)9] A0S Taletl, B3N FoM d
A E FF3E AL o] FIRE A4 41 3l
£ AEAE JHF g gge BAUAE Bt
A AEE FREEA A 3ot

do] Ag wbgd FolA 7H AEAQA L BAL
old}, 1 o] f-= FIRS A=9 UFH= T2 53t
A e 8ix gx I& AGd] HEeln.
53] A8 F Ye AFFE /M Bl EAA 9
& AL 1 24 FAE doAN 85E &I
o Yol d 42 WEE dhe 44E /KR W
w 2o <1xe] s 28 FIRS A9 #4458
FAANA YR & UES A FoH(5E,
1997; [IEHET-, 1996, 1998: Ralph, 1993: A
Z 9], 1993; &4, 1992).

9] v ute} o] FIRL Ao 22 3l E
7R QoA FHEFE L2 Qdte U] A5
e wu o} AxPAshe Exld FFE
A2, Q) WaE dogA gtk 99 o
e QAo F49 gt @ Po] e sHEHA
W3E dod 4 Utk Grottus Drapere] ¥
oj3le] Fura ol Ack(utelE, uhztel, 1997)

FIRE 53] AA A fallQdatel] o3t X &
A5 Au}, W87t dojd RNASH DNAE oAl €
#o] AR Ay B F4-E dte AL
2 dpsdn e, o] dutd wigo] dojyt
£ $& vz N-glycosyl linkageol®|, Hspl#t
Aol 98, RNA Splicing @Ald 93& F& A
oz 5ol x glch

9l9] o] 7}A] AR E0] H]Fo0] & o FIRS ¥
7} QRN =72 £ahe ANAR-BEAA Y 7}
A 24 e Ee2lAQ) 849 Aot 53] UA
7} 743 373 E o GAEE e 5ol HiZ FIRO|
2 $2)7} i i e} o) vhol -2 FIRZ 53
287} gl& vl FIRY %ol UV(Ultra Violet)
B} wo)] T3EolA Qe Ao 2 £ o $AAY 2
A% B #do) YrH(ILENFF, 1988).

add], g2 FIRY Wi A& AA 287t
Uze weiyn, F9sted Ao Jde 2e A,
Z N-glycosy! linkage, RNA splicing, Hspl#tel
)3 wgo] AAAoZ we BnAF vslof e

- 478 -

E2oAYS olg @ wAUZe Hel7} vige] H
™, FIRol AAA doluke WolAl28]a} diArg
Zo] B ZAAN 4&S FE AL EE2AUS
Q1ztr} X Ate] AEo] X E7A Wi le B
Reol fel aanRE ZHHA @2 dobdd & 3
A & g9olat & = & Helth, iole EE
oAV B T EAT f3UA7T A DNAC
o] 3S doA oEE3s 9 AWe] e AF
37| A o] Bole B EE7HA7t AUth

r. &
1. FIR2| fefet o ozl S4

od AXL 72 e A7 AFA 4
AN ol FobRolz FE3ta sich. 1Y AT
8} o] olu] &¥old} st GFold ET AL
o] Agsld xaatd wWo] AN (2P
A71%, 1997), Foluztoj UlHAA AdAast
o] AHS-SI (A DE da, 1997),

aelm AT AEAZL A7l AFG BT
Az A o2 el BAjYA| S who} FZola 4]
g& fA &

200994 P Zof Altwel Bole 4¥7F
A Me] FAx} AL olge] AHYM(E7AFA)E
A HQn, YR Fol deiAE FF3
£ A= vtz o] FIRolge A% AHM e, 53]
2oz nAEYAN B2 ke 559
A We} oA (d, 1800dh) oA e At el o}
QeI o5l APH oz FHEHUA FIRS €
2] 29 Ze F3l EdE vlds] = vt

E3] olQlrEIRIS] 1905 WHEF oA dArHA
& A% vE 71 2L FARIA] Bloln, 4B
3 oA S 23S FRA) FF e LR HE R
AEHE APH o2 Z9sld FIR #% ol o
£ Yo A4 At A4 A4S deled B2 =%
< FAd.

FIRe] E§=0A 3le IRY w9 7E2 oA
< o] g3l Abtell whebA chaA Felstn, 21 3l
ouzANM, FHYA, dHHo R o] AL
AojA ks AT o] AL ARt 1Al o
g o] 7IA 2 AAE & ok



CIE(ZA) 24 4017 A|3%)3} Smithe ¥, 222
Hudson 5°] #F& A& Fietd HIE W
o] th5#} 2] FIRY 949 & 7 A7z dcHAA
&, 2001)(Fig.1).

8 9 14z
MIR FIR

MIR(8 - 8.99#) + FIR(9-14n)
= Biological Far-Infrared Wavelength

FlIg 1. Biological FIR Wavelength Model

deo] Ay Fole AT, Ui, 22 B9
A 712 who] glo, o] 7he-d dHAGE S| 13
Hojd A& B, a3 tide g2 33l
AE Paz 3 gxn 94& APAG3d BAE S
WolAl, o] BAlE L F3te] F71Eahe dAgle]l o
ZAHEd) 2Asle] 48 s 8] mZolt}.

53] FIRY ¢, 33 # e Ag5E /K
Eo] Balel]l @& A5 L EAF oA FHUE 4o
7 &Fo] S A doluA dozx A U
Ho d& UEE gt 4dS Z3 A(H5E,
1997: &EkERER, 1998). FIRS EAld &5,
B U] el £} £EA 243} &A 8
<, °1A& FAFYolgsn, AFY L o|gFH R
}49] Square Rootd] vl&Edc}, 12jBng 4348 4
v} AAshE, B3 2u), o3-S o2 AAIEH,
2182 3ul7b Boh(ILukEHET, 1996) (Fig. 2).

Penetration = v wavelength

Fig 2. Penetration being Correlated to wavelength

2. FIRe] 3H&THE

FIRS] 54 % 718 8% A& FFFF8Q
o, 2% B3¢ A& o8 7 A9 tze
I BAE pAske AR 9o A%, Afe 4
g, wjdAel o] ot} tiEd), 2o UE 559 A%
3} 3]-e] FuE JIAA €} dEEE A& W
Z} 3AEF Tol 2ot olHT e A A
5% Ase e, o)A 44 ue gan
A7} 71 Aggel 2L 2F4o FIRE B4k}
A Aa 2 ARl FeEe] FPEGSE 4ot
o|RE& FAEEele} #rh(Fessenden, 1993: &
g 9], 1992) (Fig.4)

o] £%5o] AIIE Exhfe] & uix|7} sl
I gL dqux 2 Wale] BaE 843 A7)
a8BR BE BAe 47 At Bo o] FoiA
slon o] BAE s A T izl 4Add,
AAe 7he 228 o &S AgS 292 3l
AR EYglol AFdled, 2 e Edd o}
g2y E 2% uel AF5ert Wi o9 #e
Aol G4 QoyA e &¢o] olFo A i
Bol ¢718 ExAe 2 -25 p S 71 dUAE
AA FFate] AR & gt 282 g 0.76-
L.5¢e] 348 71 2AGM L {7184 F3=A
xS wedt, 5.6x o139 FIRS #4718 &
Felo] 1 ¥aie)k FARES doA EALES &
watAl ez 4 I FeHAAE S, 2001).

ageg QA4 NEER, ARG gle) A}
F£ 9ge FIRClth FIRY F9HEFd o] 2%
A2 sl 4em-Sem7HA] EEFc) webd
Ao ©)2&E F& FIRY A4 (8-14p)F A}
W FHEFd st AAANA] AFE Tl 2
2A3H7 Jehde M7 EE =43 8 o539
2} (Fig.3).
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3. FIRO| DNA A7} EFA| 750 FE %

A= 237 FEARAA} ded, dFAH
Aztel Ag|2ol=A FAAI} ok, adE] 49 4%
7} g §72Q Mgl d8E Hole AL d3Ad
w2 o]tH(Robert, 1991). <]EEW YoM e &
=93} uhie] ol8le] Hsp700] We f%drt. RS
it nk-g-o] I3 AS] JiiF AL g Wt
£-8 9oz Ae|th(Stanley, 1994). Hspel 2HEH
£ 942497} Ajtsle] RNA AL o3 A4
g AFsle €34 849 TATAYAZR o]FolA Je
B2 FIRe| RNA Splicing &3 B & 37 vt
2 4 oo}, agd Aol g B falladrt EAs
o 23 $73d olg W3l o AAdH o UA
] DNAE "2 o 5000717} @F ) w2 N-

glycosyl linkageZt goll oj3le] sl x| o] AWE 5, &
g golu]x7] ¥hg-o2 w§e DNAZE ¥stE doiA
ged, 44T oM B fa A Geoffrey,
1997)h 2lste] g7le] Wizt AAE WAL 3
2 4578 Al s, olg @

dZ& DNA Fd# selndelre] ds £e 4
ste 71, AE 9] 971, 9719 olFeaAF el &
dAFez AZdHE AFol 2 dolth(Leninger,
1993). A9JAd) elsla] DNAS 27} ¥istE Yo
A Hed, 2709 ol% Hud Alelor FHATE
o] 2ol WY FIAY HAE ZAANG
(Leninger, 1993). 12| UJ<€3 DNA ¥4 E 94
%o Wzla 2o 93l DNATZV} ¥sHE o7
DNA 222 @A A 1 error / 1099714AF 7H
uhggit}, ol2] g B W3} 8ok B73ka DNA H
deA, & AAPRE FAsHA AFRAY  de A
& B& DNAFHEAE AGH0E 283, &4
g g719 NucleotideE FEA A7) A4
(Hoeijmers, 1993). £4¥ A X DNAZE ¥H-3-3lo
443 8L 93le] DNATEALE e, DNAYYI
&40 23 JRAN T AT X7t £4° DNAY
7|5 gy FEEA R FEY 22E A &
A ARk B g stug o2 g I
o oale] JAEANEH, AANAEAI3 L goeds
o] Yojdr}.
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Fig 5. Genetic six steps
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4. £4E DNA =5
dEEW &4€ DNAZ 71 AxXe AZEEd4

A4 (G1 Phase, G2 Phase)ollA] AIZEH ] Soj7}A]
%3 o] S-phasedl] E0i71x] £3lA Ho} P53 &
o] &€ DNAY st A %3 ==, P53
92 DNASH Ajste] tE {348 frEdle, ¥
EHog wE7 21KD A Eo] NEF7|F] 24
3 subunit.2 #8319, RNA polymerase 115 2
28} Al717] $18td Cdk2et A3tk Gl cyclin® 2
3sle 2 A X7t DNA 2133891 S-phased]] 21913k}
Rt slo] AXzAA L] FEo] FX=A BrH(Cox,
1996). A% &£4€ 49 DNAE 714 AXd 93k
p53duiAd el A2y Frte AELLEF7F9 Gl
Phase& A GAI71 AWV A XA o]l £4€ DNA
£ /IR Axe e g 49 DNAE 71 A
®E S0S $@71%5% & + g0 A P53fAAEq
Holg QA stoly} 7lel o AW & FdAe
Azt Hek, 28l 2 9lo] £4" DNAS £EA71e
dl DNAFEEA9 DNAFM AL € DNAZZES
& B3 2712 A2} sled 2L grAAsE
7 wEeeelols AAgEuy ol (Leninger,
1993).3]A RNA splicing®8 ol RNAZ A 9] £
A43% 95%7% Spleing THE 5o AolAl £, o1 %ol &
oAl = A o intronQdl, olu A X7} Heofl 9
3l AH 2= AelolA] 5, 10, 155 AE A5A1 o,
AukA Q] &FAde B Y& FAH R, pEe
d3AdwAde] HAdde Ao, oA DNASH
RNA® ALHE 9u)dle Rolm, &9 intrond
exonZ ¥ mRNA7} 959 fajdAld] W@ = o
820 Wi AP A7) A AXYHE HE7
A% g AP RAA] AS-drin Bt} 8
282 7] gy MEe MELE BHIRATY
(Leninger, 1993). =& FARZddu AL DNAS)
A7 A E AR sng, A EHS DNAY 234
A7z 59 R disle] Gulde] o] 3K
sgHolu2 Y¥lF3} DNAALelo] A5 ERde 7
WAooz AT 445, o] 2AF, 2542 HFE
T 20700148 Al 9dle Eold FzAddt 7}
$02 o] Folc}.

HY o
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Xtot A&5H

5. FIRO] d&8 F= €34 w
CeHElo| M4 nt of gt

A g7 gl EEFH AR 93l Y= E
SAGYA Y] NEIRIALIAE F3AARLE @
ARZ, ATP $#E/3), AAAE nA72fA 2 A3
A &4 Aol 2§ &4 i AXe Abd 5 AXs}
A A 3hed, 483 28-S dhu], 9% A
FA el 71998Al Ha, G eIM = YA E= ol
Hsp 7143 fAIE o2 AU e 458 %,
e MG I PAHY o] ke AT}
AEA A S BzksA Jehna olle Wy
DNAE 7k, & A Agtog whh A2 8go] =
2 AXe g9 Flvke A& BoF2 g, agjee
RNA splicing®d (Fig.5)91A4 94 2 7jele) o] A~E
gl 2ol of3le] Hsp7h AAlslo] dutalQ) v whgl
o] 3H 1, MEAI, &, AT o|F Atod] HAIF Al
EEZ 43300l Wslel 9] g7 ABE RNA A
Atell =913led wojAl 28] F&3} DNASAE 43l
A& 2AFAAE ALE AAAN dAE i3] sl
EZ UAGAA AXe d3Y wsdd 9dte N-
Glycosyl linkage7t sgso] 228 GEH] o3l
AFAE A, A Woldy A ofdle] AldE= Ao
2 iyMFS #3E Ak

6. elxloliM FIR H AR&-Sol|lux| =7 |8

Limbic system2 A FFdax &0, AN
FIR® 2AF3 (VA9 =4)3k= 7P #3718
olct. 2712 HIE FA A & B3t mAAe]
8o kg Razpie Agog YU 7%
AL 582 Bl Frle 58U Jlsoln §
Al 773 A S FA 2, e £EHoln B
ZA7AA 9 daE FRAEHNE Z2A (Papez, 1961:
Davidson, 1972: Forhman, 1971: Dicara, 1975)&
7122 3l H3ES Bl A9 4ol zAlH
€ Aol #Ysta, gelr o e sFoe ¢4
do] F7HEd 3As AAIF R o= Hol ARG
AA el o] witsle FIRo) AAA o Bo) &
Holzh (B, 1998: A A, 2001).
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A9 2RE 2ANES HAK] FollA] FIRE ALelA
= oj$ 582, $Ale] FPEFE 58 ALY
olat MY £x7t A23| Z718 Ho] DNAC
Aue] gdel §EA7A 9% T e 33
i ok AN £82Q Ro| Fagd, oA v
A7t wAZ FAslojd 7] HEel FIRE <A
FHEAS S APAIA g3 AR =2l g
o £3E 7 & & 7] W Eolrh

a#jea FIRY U 9o AR 28l 23t )
AR AEY A% FAE FAAI =, HA
DNA % RNA®] &HlE AR oA ALd AR 3
of WG LS v} dEF 9ol He & %€ DNA
w]d 2 RNA HigS 333iAA Haddd] sle 79
g AR o2 w5 FE Aojth. o2 FIRY &
o2 Ae] £z AR} BAsHE-E T3l A
ol 32 B23ke) HEEA HE R ETH A8
do] @t FAEAY 335 2 AFAAN) BE
DNAZA o2 AAE Risted ¥e 98
kw8 4 gk, A9 3= E FIRY 484 Z
£ 29 DNAY Fd7 gSAJgE2 Aol N-
glycosyl linkage, RNA splicing, 28]22 Hsp(heat
shock protain: €&Zw9Wd)e] 3}t

22J2& N-glycosyl linkage ZHNH-go] dojute
FIRY st3#9lst g, RNA splicing?l dojue
FIR9] w899t 44, Hsp F5H¢ FIR 259 5%
Aw 1 Age AReAs A7, FYshe 3 I
A},

oz 9l9] 714E ol 4a gy Aael EE2
28 vy, a3 ANl B2 7134 482
g Aoz 7|didch
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