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T, FETHEELTH6E, B2-K GIAR=EAD AAKREHBETRES, BAEAmnBEEHEE
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AZras3: P 4135 Ha-Yas, Ki-rasfIN-ras
ZEARR, BEENEREWREME, 35
AARET, BERFFIKY 30kb™® rasi{]
Wi HRENEERAFHRBEE, BER
RFREE, FEREES12,13, 610 FEBT
L, Jpli2fi2 R, BFE#HE Ki-ras R
e B R R B RR S, rasEiEE R AL
R B RTE A IR OB E R R 8 & &K,
TER AN T A A8 M Ki-rasst B & 228 5 #ii
Wi, A PCR AR B B IR 4
R4/ S ET TAEREEL T AMILIS
HAT ANAgKi-rasBEH B 1200 BB T 0 X
R, AL RO MM R MR AT
BT T, HITKi-rasst B 238 4 B
Mt BOR Y 0 AR YRR R R S AR R
PRIRTEESE .

Ki—rasgg 8 PCRy"# EHHBEG HRE

1 #8RRE
1.1 X%
HEMNREEEERELHN SHET PRE
BTN, &FELd, WRIEEFTHER
THHRT AN, BAFARNTE, TRRERR
Bkl sml, SBEA4H, WHRERER DNA, 3§
%1 %UEREBERRXIEES BT PCR(Pe-
lymerase Chain Reaction)$“#%,

XRBARMMBARKERHRL

Eny) Toop BELUENEER(mg/mY)
X

A
g X S

1 1336,2+£3,97.3+2.4 17.0 2.3
2 2835,2%£5.6 6.0+3.4 80.9 2.1
3 41 39.6+8.9 9,4+4.7

1.2 519 RBRE AR

7% 1(PKA-I1) 5'GACTGAATATAAACTTGTGG 3
319 2(PKB-12) 5’CTATTGTTGGATCATATTCG 3’

®q]H# 1L

5GTTGGAGCTGGTGGCGTAG 3 Gly(GGT)

2. 5'GTTGGAGCTAGTGGCGTAG 3% Ser(AGT)
3. 5GTTGGAGCTTGTGGCGTAG 3 Cys(TGT)
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B R BE L A MR DNASRALE

B, HERRBHERGL,
1.3 PCR DNA#"#

2,3 WM EBTRER
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Bl#3ul,4 xdANTP 5 ul, #ijg DNA BI# 53
4ifs DNA 2pl, 10X Zrp#bul, HERHEK
35ul, P15 TaqBR4m2U, PCRIEIF35~405
$1(94°CHEfE, 55°CiR ok, T2°CREfB%& 1 444,
BRI CAEML0450), W spuly MMWAL.T%
PR M B UK E S,
1.4 ¥ SDNAY B =B
Wy, STERAENRBRS £
B E—X=40, SR 1006, BTG
80°CHt#% 2 /& .
1.5 Ki-rasgE REFRFH 5 Kwpric 54tk
S ER =R F2u],10 x T, JAEE bk
oul T g E§2U, "P-ATPsul, E#k11ul,i845
Ja3T°CHRB M 70 434, #SephadexG-50id
H, TE Zpmvelt, SEBREIER, M
FERIEE, DA — BT RTEE (5.6
R AE g e SR
1.6 SR
ERBEEERM AR P42 CF AR 6 /h
B, ZEAMMAN LR EIRICARE, AKX
K 42°CAAE 36/, SEWRFTF LT XK
heE, ER 66X, BX. Bk,

2 &R
2.1 SMA A AR ST DNA

FE MR DNA RBWTE 1 B5HME
P 8 B BTk 1 ¥ B R B B A R 4 F DNA dajk
W= 1), AR S DNA 2
BUABIER,
2.2 A4IDNA Ki-ras 3R ¥

51 #PKA-I, }Ki-ras BEE I BT
B3 FATE i B F 5, PKB-1, hKi-rasi
H304 1 HGALUR R E XS, Biy e B
PR B m108bp i/, £35~408PCRY 3,
HEERET W T LA, 3 %HRBHEER
R RB N, PSS T B 8%,
HEMBEWAFHELISbD RREHZE 2),
wHKi-rasg# A H B PCRY A FIER,
2,3 FHYRHKi-rasifét 223

FR B R AV B RRKi-ras Gly g2
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HE B, WHERPK-rasEERFTHER
i, Ki-ras Ser FH B ERHE R, T
Ki-ras Cys i #ZF—HIBE (AH=H
3) , RERAFHEMY, HAWHAK., &
FEWTAHE—HIFEEKI-rasEEF F 1200 2K
# G—=T %%, B TABILE—KAERE H
ZRBBMEEL A, RBEEXL, 2EX
FfHE 2 ST WEELTA, 4%, 8%
T 64, EE=K WRBE=4D A Mm
F MR RIRTRA (4.5,3.0,3.7x10°/
Ly, HRAEA MBG AT REE, MNFLUHAET
gt —WEE; AHAM MR EER R RRR

3 itit

EERENEZ-AEEMNAREE, BFREY
Mmpsre, ERWMEFNIRE, B R E MR
E, BEEMRHEERBEXRY, XREF
MBS FEYERRPHEEIRL —

B4, BF R SCKN IER B EERN
MR AERNER, k¥, UHEAAYEEED
I BHE AR A SR (BREER) . DNA
=, SMEHERBAS T REEEEHE, 3l
R R LT, 175 RHrasE iR MMyc
BEEAEMRNEIEEAB IR T RERF
Y, B ANESEIEN vas B H 4 LNIH
/3T 340 MO AR o FioRa 0, ras i 35 R R AR Y
LEHRBEK P, BAMGTPR EHE KK, 2t
— 5 WIS B 4E ST 6 A A R
W, WNTAREIME, Pk, ras BER
TR BN SRS BT E12, 136 JFE
THBTFELN A, I E ORI B
REFEG] iErasEFREMHE LN 77,

ABRS, NABEEERERE 1HO
Af Ki-ras ZF 120 R xAEG>TRE, RS
MNBAXBELKIIEER, XTREEHEANMNE
¥, MICHER A Ki-rasH: B S48 5 A H
Fk. ras FEEEAZBE A MWKFHAXEE
e, —RULE, BEEMEES B/ WE
AR —HERNEE, FE2HRULE
BEEEEMBEAER Y, SPER i 3t
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1 Ha-rasfiMye # K 2L/ 2 FR0FKEM
PR GRRARBR) o BT LIS e sL S A
BESEAQMRNMXRXER, MERMERRE
AREBEMABMNELH O MBEHXERER,
ST B3 T LR R B TR MW T Ak T 4 3k B Y
HitE A, EfERKi-ras SEHRE, WA—
EREAMRE, BKi-rasitF s8R —5f
YRR R v Bl AT R A
PHRBRERNE —ER X, BEREEXE
53 F R A S — R bR o Bl o B R
ST WA MR T — ¥ o7k,

4 g

W PCR HAMERZTRFHRME
fEk T ASHE A 40 sp Ki-rasf st H 124
FBTRER, ERONEEBEET AT —HEE
GGT->TGT (Gly—»Cys) 7£45, XHEATX—%K
A, FIBHE TKi-rasH SRR B E
RE A MH A EY RSB AR iR
B .

(BRAFERKSBEARERNRS NLELRAS
FATEMETREASANBMER, )
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SRR KRB RT (112000)

S8R E A B, HPERB KN T0
%, B/ANRA0S ., BRI IH10~205E %234, 21~30
EH250, 304ER L10f, HT20H], 534.4%, i
WMI135]522.4%, H{EIBI. T, BL%,

FEXKB R LRI N5 0 0 3R
FRE. AR, 2FRBELREHR, LMEN
AR RINE 2405] 568.9%: HRRE 9 # Y
15,5%s aBRBEY TH512.1%, EHER2 s
3.5%, BBAHINAARAIARATMBE, B #H

¥ o 4K

BEARHS, hEEm., LWRERMER M EEKX
KA@Mt HBEER, ARAAEEMN, HTRER
W, MEBL, RENE, FERRERGBFE.

Buak e MBS 591.4%, THESHL
8,6%s HiMN3TH 563.8%, AM21H4 36.2 %.
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Abstracts of Original Articles

Molecular Moniforing of Point Muta-
tions of Ki-ras Oncogene in White Blood
Cells of Benzene Workers

Xia Zhaolin, et al

Activation of ki-ras oncogene in WBC by
point mutation at codon 12 was detected by
Polymerase Chain Reaction(PCR) using specific
oligonucleotide probe, Only one case among 41
workers exposed o benzene was found to
have point mutation from GGT to TGT (Gly
to Cys),This worker has exposed to benzene
for 6 years and her WBC counts in peripheral
blood were lower than 4.5x 10%/L in all three
successive examinations, It is suggested that
this worker has a possibility of suffering from
leukemia, It is also supposed that point mut-
ation of Ki-ras oncogene in WBC may be used
as a biomarker of leukemia induced by ben-
zene and may be employed as a early surv-
eillance indicator among occupational benzene
exposed population,

Key words,
oncogene, oligonucleotide, PCR

benzene exposure, Ki-ras

Alterations of the Levels of LDH,
ALP, TC, TG and PL in Bronchoalve-
olar Lavage Fluid and Serum in Acute
Lung Injuried Rats

Liu Hong, et al

Acute lung injury(ALI) of rais was in-
duced by injection of oleic acid, After injec-
tion,the levels of lactate dehydrogenase (LDH),
alkaline phosphatase (ALP), total cholesterol
(TC), triglyceride (TG) and phospholipid
(PL) in bronchoalveolar lavage fluid (BALF)
and serum were periodically quantified, The
results showed that the levels of LDH, ALP,

TC and PL. in BALF were increased, the
level of LDH in BALF even increased to6,7-
folds of the control at 0,5 hour after injection
(P<0,001), Serum LDH level increased to 2-
folds of control at ¢.5 hour after injection (P<
0.0, TG in BALF and serum of rats with

ALI were decreased comrared with the con-
trol, It was suggesied that the increase of LDH
with the abnormalities of lipids (TC, TG and
PL)in BALF and serum may be served as a
early specific combined parameter for the
diagnosis of ALI,

Key words, LDH, ALP, TC, PL, TG

Effects of Experimental High Tempe-
rature on Acute Phase Response Protein
Wu Yang, et al

12 male volunteers did a mimic work of
moderate-intensity at Tdb 39°c+1 °c, Rh 20%
for 3 hours in an artificial clirate ctamber,
Pulse rate, oral iemperature,perspiration amo-
unt were measured and the subjective feeling
were inquired before work, at the given time
during the work and after the work, Before
and after work, vernous blood was taken to
determine acute phase response protein (APR-
Ps), During work, pulse rate increased from
the first exercise and oral temperature went up
after the second exercise but never exceed
38°c, a-AT, a-AG, Hp, Cp, and Fn signifi-
cantly increased at 3 hours afier heat exercise,
except that Tr decreased slightly, The results
suggested that some indices of APRPs might
be of diagnostic significance for heat injury
or heat-siroke, but their specificity should
be further investigated in the future,

Key words, high temperature, acute phase
response proteins



