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HIE 0 28 Apoptosis & dISH %J'HIHIOII aEE
a2 AT D00 ARl Ol A EXZAZZINESE 02l
e SCIZAMEIZ0I-AEIESS B35
- Changes in the levels of sphingomyelin, phosphatidy! inositol and
a2 polyphosphatidyl inositides involved in apoptosis and signal transduction
by inhalation exposure of benzene to rats.
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1. 53

o] AT EFHL isld FY xEHOA HolA apoptosis ¢ FAFHA
ceramide & AEs= AYAQY 2P 3vlo] AU (sphingomyelin)F} survival factor <}
#d5 oA = T A9E] o] A1 B (phosphatidyl inositol (PI)) Z PI ¢ EAd|A} Ao
#oqds ZYX2dEdolxAElo]=(poly phosphatidyl inositides)E¢ WIS
AR =d I,

SEAZAEY BAUY F2 x2F o7 M §Y FAR2E AF ¥ E"é"]‘*} R =3
242 tjA} ERAEo] AXY BAGE 37 st AR DN o FEde S Boe g
EAlsts 9 dud € 9 A BEAS FEE 9 259 48 2L 3=, FHF
e %‘3}0‘1 2 A E’.‘J_ g AEEd 3 AP Ho= DNA o &35 "lﬁ"ﬂ qgE 714
o 71A] A9 2 FBES P dos|AdY. o8 FF 53] Ad EAS FAY
apoptosis 1leQ 22] A& AGA|A(signal transduction system)e] B WIS
A,

apoptosis & AlE  AHG  AlA] o AAREREL ==
A A (Phospholipids) 24 X2HE]E ©]x=A]E (Phosphatidyl Inositol(Pl)), 23X
ulo] 4 A (Sphingomyelin(SM)) 28l X 23E}Y A (Phosphat idyl serine(PS))& S%7}
Ak, o]F PI & AzAGAAY /M3 F4¢ Pl ERUAY F2 840]9 PS 9 M 2
apoptosis 9] JJroﬂ]d-" 84E94d ML apoptosis & o7 M Eo}ulo]=(ceranide) 2]
AYA o}71E s}, Pl £ PI BAYALY A2 ERozx AsAGAA Fo EA2A
d A gom apoptosis 9F A AXe MEQA(cell survival factor)EA]
W A4,

ageg o dF9 EXEE FAFHAERY dEHY EEQJA FAA Y EFZ=2A
a7 AL ggo= -7H°ﬂ FY =FEAA A 4 28 A XY A AZF apoptosis &
ANz A A Ao _‘,}@Qq B4 ¥ E WU Asied JEE &3 2ddE
Bln BAed FASAHEAY x=F Hrlo digt A2 A H(biological monitoring
marker)2] HdAZA 9 7}A & Lol E .

S

.9y
0] A= barrier system & FEAA 1Y% «83A7 & A3 A}
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FEg 45739 47 Sprague-Dawley rats(100+20g)5 S AFUF oz AL FAojy
o|% rat €2 WAl =& ¥=(Oppm;control, lppm, 10ppm, 100ppm, 200ppm, 400ppm,
600ppm) olwe}t 77) 2FL 2 o] AFHAAG. 7/ 2FLRE Yo rat £
ZZte] AAEERZ FY AvlolA 1Y 64T F58 670 T F0] HoIFE 2 F
T4 HEVE UG, & 7)E¢ =EHoZ 7 E halothane 2.2 v}3$
gadzs a8 Z F712ARE, ¢, o, 5, 1HEL AU, FHEHoz
ZAEL FAVE ERHAAF 48 AA=2 T YEHE ZolAF
g2 2 X &(chloroform)¥ vle&&(methanol)2.2 A Ao] FEHF}., F&HA
A A& Phosphate assay $ Thin Layer Chromatography, Densitometry 59} W€ F3}d
Standard & ©7 BFEA Hojzo. =F F 9 WA =& H/E &7] Y9
204 WA EAgALY HEAEQ FZY 2 (muconic acid) & FAH R .

3. 4%
Ao x&5ojA o 1t 2Ao2RE FEHZ AFF AAAY 4L =&
FX 2 7|3 wet 439 ZAE BAFAY. d2EY T AAAY FAL
¥ 23 e]dFY (phosphatidylcholine, PC),
¥ 2 3}e] d o] ek 2o} 7l (phosphat idylethanolamine, PE),
X 23 E] D M| (phosphat idylserine, PS), X2 E]d o] xA]E(phosphatidylinositol,
PI), 28] 23 uv}o] A (sphingomyeline, SM)E°] 41.92 %, 30.76 %, 5.63 %,
14.61 %, 7.09 98 RAEr}. oldUdAA FA49 WAgE P sxowed 28 EWE
Ao 7| ke ukHo) M Zolulo]=(ceramide)d] BS B W E RAF TG,

4, &

WAL QAU o8 F2E Fod §9 HAX £ A FAHE AA catechol F
hydroquinone &2 2 dAIEAES AEs=d ol diAl EFEL AA
AREAEQ] @A DN FH FHAHLS do=2H 259 AEALZZY gAY DNA
By BalE E3d 54 /1AL ALY, =T DNAEZE dofdozA FAAAHY
DNA 7)1%5S A& 3 HA HZE 359 apoptosis & FIT Aoz Alg €Y.
ceranide & SM 9] ¥4 A A X AE]HZFY (phosphatidylcholine, PC)3 7
AAHE dFEZA HAEUNA apoptosis & °F7]AI7]E F4 8A2AY €L
YT, =@ AXNAF T29ELDAP (phosphatidylserine, PS)E A F A Q)
apoptosis o] BA3E EA2A AN PS M= apoptosis ol B FE 71A&
Aoz dFAYc. WAl ceramide 9 F7He o] AMES GEFH FARYE
HAle 2 F7bd g2 olEAE Hsle N TR e oy AF
FEAE0] Al & ARRAY 4L £IFE BAETL & Aolg., a5 A
M FAA survival factor 241 L&} & Pl3kinase(PI3K) ¢ 7]F 9 &L @33t
PI #A9 F7M= PIKY thE PI4K 59 B4t A& Yepdo 2 A survival
factor o] ¥o] WAl xFA JAHAFAE BAFG oY HABF = B ¥IE
BAF T QUAE 4., 23402 WA =4 oldd NE 2AEY HsE
AAARZA AL HolA F dE ZAE AFstugen oz o EXE Wy}
HAl Eol4E Yehle X #¢ d3s ¢ da o3 Aoy,
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