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“Hifbix%
CS,
[CAS No.75-15-0]
GESH B 1H

b MBI 2IEANTETIE, WHBREIEEEICBITS
R, RN ORENHRE SN TS, —J7, BHERE
VEEETIE AL RZIC L 2B IIBE I N TV
Wy,

Cai V13, HELMEOC AT —AL—3 VE%EH
1834 (37 (47) —56 mg/m® (), 1 EL o)
wIRRBEEH 197 e R L7222 A, ARRERE (5
0 JEMEER, 41.6% : 209%, p < 0.001), MEMEHHE (4
P JEMESE 127% 1 36%. p < 005) DOFIEMEEAAH
R CTH 72 BERH ORI (3 4% 14), 7k (13
%), 1040EAFOIIRD 5 4D R 2 S 1x =it 3%
(5 1g/100 ml, 2.8-18.6 ug/100 mi, 1.6-7.1 1g/100 m)
AR SN, BEE - BRATBITPHER I LTV A,
Zhou 5 ? D% A & 2k — MFEOHETIE, HL
KFWBERE SN TV D 205 HOPEZEDOE R T — R
L—3 U E¥E (17-148 mg/m®, 1-15E DWEFE) &
201 oI FTE LIk L2 2 A, HiRDEE, HK
VLRE, FCRE, WPE, BEIE, EREEOMEIIIER
FEDTRD L NG o 7eh, HREFOREI GBI LA
LT/ (BEF% : JEBEFE, 359% : 182%. p < 001).

Meyer 5 Y DHETIE, YAa—AL—3 Y%
fEEHETS6 % (BHW\EI2, AL, RBERN
(> 10 ppm) 18 %4, FWHEE#EHRE (2-10 ppm) 27 %, fKIEE
#hE (< 2ppm) 22%, ZFoftt GEMEL) 19%%
FEBEEH R L LRI L2 2 b, ZREFROBICBW
T, WTH WHiE BToRRBREOBEICAEES
30 5N A - 72, Vanhoorne & ¥ O #i i 112
HOERAIT—AL—T Y EUEEZFOTEL O/, %
KEFEETAHTELOHZ 194 0IBFENER L IL
BL, 43%DCAa—AL—3 Y BUEEE (96 ppm
(30 mg/m®), BEFRHULE 1 45 4F) DRET /8T A— ¥ —,
ZHRTRE, KTHIE BETEOANOHEGEZ B K
DIEBFEEEELRB L EIAHEEE TP 72
Takebayashi & ° O# 51 & 2k — MFFEOHE T,
HAROE 23— 2 L—3 yESETIGBE RS 392 4
(AR OIREFMEFEH 2509 %4, BERICEREIN TV
¥ 0 1334%) ol LH, FSH, BXUF A b 25
O VREICOWT 352 A RBEH LI L2 A K
BRI AD SN Eh o7 Le b oMETIE 9
LB S/ ONTRRE V2N LAZA Y —F A b
IZBWT, 0, 1, 5 10umol/l ® —Hifb ik FHIZHBEE L
720, K3tk 203 HLOBI T % 4T 7 - 724
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10 pmol/1 #TILRHEHE & ik L Ttk o B RE B
X ORGSR (Getafh Il OfF B aBmABigE s hi.

IR cl, FEBEB IR T v b ORI~
DRENRE SN TS,

Lehotzky & ” 1%, CFY 5 v b % w72 £E T 0,
3.15, 221, 631 ppm (0, 10, 700, 2,000 mg/m®) @
AR TIER7-15 H x 6 R / HCTWMABE LA L S
%, 700 mg/m® £ TIE R B WIS IE BN L b o 72 A
2,000 mg/m® T3 33% O B 23 E ik B X O 1K
TARRLEC L BEWIZBWTIE, 700 H % i
2,000 mg/m’ DEEIZB VT, FREN35%, 50% DIE
CEIED SN, EHFFEERICBOTOIRBEHZEH O
#E (0, 10 mg/m®: 14 H #, 700, 2,000 mg/m’: 17
Hig), SEEE 21 <o EnKEHEENED 5
M7=, Tabacova & ¥ 1, Wistar 5 v b % v 7255
T 0, 16, 32, 64 ppm (0. 50, 100, 200 mg/m®) %
LRI R e, SHER] / HCW AlESE LIRS (F1b
XU'F2) Z#F—BEHRENTRER, MELLEZ S,
100, 200 mg/m® @ F1 T3 R 0 IEPEFIE 08N, I
WER O, KEWEB X WL DOF B 2B INA53E
OOHN, ZFOEBIF2IZBWTHBIRINL. T2
200 mg/m® @ F1 TIRRDH, HMORES X 0V
WEIE DA T R BNASA S 7z, Saillenfait & ¥ 1E, SD
v M EHWAFERTO, 100, 200, 400, 800 ppm (0,
317, 634, 1268, 2536 mg/m®) o il THEUE 6-20 H
X 6 R/ HCW AR L8 2 AREYOKRER
MENH (1268 3 X U8 2536 mg/m?), i e o 1k 5 s A
(1,268 3 £ 18 2536 mg/m?) [CHEADRD SN, F7-
BMTH 505 OREIOFELEMBBE SN
(2536 mg/m®). Tepe & ' 1%, 80-90 H & o i ¥ LE
Ty MC10EH B AMEHE GREM/ Hx5H/#H, 0,
350, 600 ppm) L 7z#5%, 600 ppm #EIZB VT, FHH
Eoar, RS ARE R, REER, B RER, AR
EY (LH, FSHBXOF X MAFay) izl e
KR ZAFBEZIRD SN o A%, KE, G
BB X O E LR OR T BORELZRBRLB IO
RRATE) (W~ v b TOWRER, FE~ > b5
GHHE £ CORE) ~OB 5 BB S v

INHEoHFICLY, ZhifbikFEide FoFETIEAE
TR LN TV nhs, LHETIIAR, iR~
OB mssn Ty, Birlkk BAABITY
B SN TWAS. BIWERIZBWTIZRMESEES A SN
VIR FRIREEIC B VT b JLE Y o F8 A N R 5 K
A B E OB HLND T L p B S A7 Al
FUEVHLIDEEZONDL. Lo T Wb FE 2 A5
BB 1L HT 5.
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HERE
H A BE S5 42445 © 10 ppm (31 mg/m®) (1974 4i)
ACGIH : 1 ppm (313 mg/m®) (2006 4F)

DFG : 5 ppm (16 mg/m®)

NIOSH : 1 ppm (3 mg/m?®)
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