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BHLFRR —T .
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1.1.3 HBS NaCl 145, KCl5, Na,HPO, 1, CaCl; 1, MgSO,
0.5, glucose 5, HEPES 10 mmol,
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Tab 1 Administration condition of some environmental
carcinogens
Dose pmol/L
Carcinogens - - Solvent
Lower Medium Higher

Bceasp 0. 396 3.96 39.6 acetone
4NQO 2.62 26.2 262 DMSO
Est 3. 67 36.7 367 DMSO
CCl4 6.5 65 650 DMSO
DEN 4. 05 40.5 405 H.0
CP 14.3 143.3 1433 H,0
MG 0. 053 0.53 5.3 ethanol
TPA 0. 0049 0. 049 0.49 ethanol
BaCl,* 7.2 72 720 H,O

* ; Noncarcinogen BaCl; is as a negative control

« NIH3T3 BEET Swiss MEBK, REEY DEFRFE

1.3 tapidk

FARHARGERERREFREEABEEPTERME,ER
5 RPMI 1640, 8 15% /N4 M &, H B K 100u/ml, HEBE
100ug/ml,37°CCO, HEFRT . BAER 2~3 K, RFHR.
1.4 NIH3T3 M GJIC shE4 R —SLDT &£

BRFRSAREFEER 35mm GEBUNEIA, 4K 48h
fBom#fE R 12h B ERMCHE . FH 5 RE, H PBS i Ml
2~3 W, REHMMBIES 0.05% LY & PBS 4 2ml 9, B
FARNEBREERZRBIE 5~6 &,icH, BRHRIE 3min, |
B3 e e o, B PBS ¥ 3~4 RSP B A RIA LN, MR
¥ PBS ¥ 4 solympus ¥ 51 %06 BB T RE . B4R,

1.5 NIH3TS3 & s & Ca? g R

1.5.1 ZifgHEs FE 3ml FHAM 25m] FRMAEW
7.5X10° PM4IM, K 43h B MEH UK. F BONE S22 3%
3 12h, WS40,

1.5.2 #iMfRic HUEERMSEA 2 ml HBS fl R4 &
W, 1 400 pmol A9 Quin—2/Am B4 WK 50 pl, ERLAIEE N
10 pmol, 37CK B % B #E 90 min, B0, 3F L, A HBS &%
% BAETHRIMNIQuin—2/Am, B FH B F E2mlHBSH , 31,
1.5.3 BESH NI MPF—4 BHENESNEIT, &
S 500 nm, & 4 W 10 nm, WA K 340 nm, L
B4 nm,BE 20 mV,. R 3, E{EK 16 mm/min

1.5.4 WELE FARBRKEREEKER 340 nm EHEK
37 500 nm, AT R T . ARG I £ # BB IR FL.RG
rl B R 0. 1% Triton X—100, 1 mmol CaCl,, {# 4
MK Quin—2 BHLHPEHE Ca*t & &k M Bt i3k
P Fmax, BB 0.5 mmol MnCl, IR KR ZHER

(F —Fmin)

. 24— B
Fmin, W [Ca®" Ji=115 nmol (Fmax—F)°

1.6 Skig4b
RBRERFARFEERFRPEMZRHNEHERE,
H 4% % BASE, " {f He 42 3k {4, AST — 386 L E e H &

FESW . EAKLE., (P<0.05HFRXHS¥ENHEEE,P
0. 01 HAREFEFBE).
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Tab 2 Effect of some carcinogens on GJIC in NIH3T3

cells
Dose gmol /L
Carcinogens - - Control
Lower Medium Higher
B(a)P + — - ++++
4NQO - - - ++++
Est + - - +4+++
cclL + - - ++++
DEN - - - +4++
CP ++ + - ++++
MG ++ ++ — +++
TPA + - — + 4+
BaCl, +++4+ ++++ ++++ A+

“—"The LY Fluorescence was limited to the primary loaded cells
“+ + + 4+ "Transfer of LY fluorescence reached some rows
of cells from the scraped line

“4 72 rows of cells, “+ 4”3 rows of cells,“+ + 4”4 rows of
cells, “++++"5 rows of cells

2.1.1 ZREFAR,.SEXSHFENTIL, ARIE 10 K, 2
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2.1.2 NIH3T3 i i — EH GJIC, LY 336 Je i & 5 3 B

EARIC AR MR BHE 4~5 FIA0 B, AR 1240 B B0 B BHE BT i, %%

H TR U 5T, 3 U 2 6 okl vt B B O — O R R L R R
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2.1.3 TPAEHMHUEXN R, BHEAZAME, E&54H4A

YEF47 2, TPA 4. S8 18 GJIC S FH ¥, 4, i &

A8 % 40 MU IE Bt ) GIIC ThAE, 3E 40 B 3 h B 1 Fr e BUH

Wt GJIC WM S RED, ARBEARR.

2.1.4 BHAKMALE4 BaCl, X NIH3T3 1M GJIC X 4F

BT .

2.2 PTRIE K&t NIH3T3 mpp A [Ca’ i 49
Hoh(& 3)
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Tab 3 Effect of so:ne carcinogens on[Ca** Ji in NIH3T3 cells (nmol)

Carcinogens

Dose

pmol /L

Lower

Medium

Higher

Control

B@)P 143.59+32. 55 309. 28+35.33"
4NQO 340. 81+140. 33" 386.00+80.50"
Est 265,251 146. 41 335.05£69.75"
CCly 178. 39+ 65. 24 264.62+42.55"
DEN 117.12+28. 99" 199.51+39. 38"
CP 130. 16+96. 16 172. 58%53. 07

MG 211.03+46.52 265.31+75.21"

1348.15+421. 31"
1021. 611476. 61"
450.291141.70°
423.731+63.61"
419.414+90.56"

251.76+171. 34

350.621£85.78"

140.13%14.51
176.201+29.72
176. 08+29. 57
176. 081 29. 57
96. 841 46. 47
96. 841 46. 47
164.51+42. 88

% . P <C0.05, *» . P <(0.01 wvs control; n =5, T + s, after administration 12k in NIH3T3 cells in vitro by these carcino-
gens, B(a)P, 4NQO, DEN, Est, CCl, caused significant enhancement in the different dose, respectively. The increase of
[Ca** Ji was significant, Est (P< 0. 05) and other (P<0.01). They have as a significant dose —effect relationship, but CP
didn't cause the significant change on [Ca** Ji in NIH3T3 cells, (P>>0.05).
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HEWNG LM, EXXPEEITIE[CS )i 5 GJIC

MRS IEEE Cat RN Ca’ W E TS
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[Ca™ Ji 7K ¥ Th7 B 4 5 18] 42 3t I ) 40 B GJIC, H 2
HUHAN MG 31 EMME L Ca*—AT Pase 5240,
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WG/ EOMBEEEM XFHT LARRIE.CP HY
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Prelminary study of the relationship of the blockade on gap junctional in-
terceular communication by environmenta carcinogens with cytosollic ree

calcium ion ocncentration in NIH3T3 cells in vitro
Zhang Xiaoli, Gao Ning, Zhuo Jianbo, Qiu Zhiqun, Chao Bo, Cheng Dongsheng (Department of Environmental Hy-

giene, Third Military Medical University, Chongqing, 6§30038)

Abstract

Seven environmental carcinogens including mustard gas, benzo(a)oyyrene, 4-nitroquinoline-1-

oxide, nitrosodimethylamine, cyclophosphamide,carbon tetrachloride and estradiol were sected for the study. 12

hours after the administration of the carcinogens, to NIH3T3 cells in vitro, scrape-loading and dye transfer was

used to observe the gap junctional intercellular communication and cytosoic free calcium ion concentration

(Ca®**) in NIH3T3 cells was determined. It was found that all the 7 environmental carcinogens blocked the gap

junctional intercelluar communication which was closely related to the Ca®* level of NIH3T3 cells.
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