529 B 2 S s : 22 Vol.29,No.2
2008 &2 H & o £t RS Feb. »2008

ENVIRONMENTAL SCIENCE

e P B A 4 BB T R L L R 5

FERTEL, IRBEPPE, B4, B
CLE R TR A7 T BOA G TR 27 B, WG 7K 1500905 2. W 2RV R R 2% 2524 B, TR R 150076)

THE : R SINFF AN LG 2P (persistent organic pollutants, POPs) BT P X A2 4 12 1 53 i) © 48 7 oA 18] o DG 3 1) 4 s O R
i P10 RS AR TS B LR BL 7,04 3.5 A1 1.75 myg/ke AR HE S, BEAEGLRE /N R 28 d. R HIHOE LR ARl R B WL 44 21
ey AL/ B T B RG4S SRR, —IRIVE I E B 4% G R 4L DNA BEAF 3 2 25 THm (p < 0.00) . T Fluo-3 EHs 57 M
L5 40 1 A B 21 1 T OR P RO R SR O 3SR A 4 S B U B B B /N B RS A I N 3 Y S R T
ECp <0.01) EAMI CICEIRAT I B ARG MM Na* K* -ATPase X Ca’* Mg®* -ATPase i 1% F B (p <0.0D), &5 R fH %5 T
SR AN LR T U B AR AT A Na® K* -ATPase X Ca®* Mg™* - ATPase ¥ /1, {1 41 J I = 24642 Ca” DI AESZ IR, 40 i 11+
BEHE T FRAR, AN Ca® WRPERFEETY vy, B A0 MO % 0 4 4 A 2 L 4 B s Al

KBRIA: AT 5 AR A0 s s BLT

FESES:XI31: X174 CEKIRIRRD: A LEHRS:0250-3301(2008)02-0386-05

Induced Apoptosis and Mechanism of Endosulfan in Mouse Germ Cells
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Abstract: Endosulfan which is going to be included as POPs in effect of organism have become the focus of international concern. To explore
endosulfan on apoptosis of spermatogenic cells and mechanisms, doses of 7.0, 3.5 and 1.75 mg/kg oral administration to mice exposed to 28
consecutive days. Morphology characters of spermatogenic cells observed by laser confocal scanning microscope (LCSMD, DNA ladder detected
by electricity swims, and increasing of DNA degeneration rate measured through diphenylamine( p < 0.01). Endosulfan might enhance calcium
concentration in the spermatogenic cells and restrained Na* K* -ATPase and Ca’* Mg®* -ATPase activities that showed endosulfan might induce

spermatogenic cells in the testicle to occur apoptosis(p < 0.01); to cause the function of transporting Ca’* to be limited, reduce the ability of

excluding calcium and send Ca’* concentration to hoist sustainingly, i.e. calcium overload in the cells.
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Fig.1 Descent sperm cells in Confocal laser scanning microscopy
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Table 1  Effects of endosulfan on DNA content of

spermatogenic cells in miouse testis(x + 5)
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Table 2 Effect of endosulfan on [ Ca?* Ji of spermatogenic

cells in miouse testis( % + s)
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#z3 WAMNREREFEMEERN ATP BFRY 20T ])/pmol‘ (mg*h) !
Table 3 Effects of endosulfan on ATPase activities of spermatogenic

cells in miouse testis(x + s)/pmol* (mg*h) ~!
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