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[ Abstract |

mitochondria morphology and apoptosis of male offspring rat. Methods

Objective To investigate the effect of long term low-dose manganese exposure on testicular spermatogenic cell
Thirty-two healthy female SD rats were divided into the
control group,low, middle and high dose groups. 2,4 and 8 mg/kg MnCl; * 4H, O or normal saline was intraperitoneally injected for
8 weeks(once daily.5 d/week). The manganese exposure continued during the pregnant period and lactation period. Eight 12- week-
old offspring male rats were killed in each group.the structure of seminiferous tubules and mitochondria morphology in spermato-
genic cells were observed. The expression of Opal,Drpl and Caspase9,and the apoptosis of spermatogenic cells were detected. Re-
sults With the increase of administered-MnCl, dosage,the number of spermatogenic cell layers decreased, spermatogenic cells ar-
ranged in disorder,the number reduced, etc;the mitochondria separation and swelling of spermatogenic cells were found in the mid-
dle and high dose groups;the expression of Opal was gradually decreased in the middle and high dose groups(P<Z0. 05, P<C0.01),
while the expression of Drpl and Caspase9 was gradually increased with the manganese dose increase( P<0. 05, P<C0. 01) ; the ap-
optotic index of spermatogenic cells in the manganese exposure group was significantly increased with the increase of administered-
MnCl, dosage(P<C0. 05). Conclusion Long term low dose of manganese exposure could regulate the expression of Opal/Drpl gene

and affect the function of mitochondria,leads to apoptosis of spermatogenic cells in male offspring rat.

[Key words] manganese;seminiferous epithelium;mitochondria;apoptosis

BYERFRIGERE W2 —, BEHRE ARETIMR 1 MBESFE
SR RO BE TR CIR TR RATERE. B L MR

BiHh PR 0 R B Ak A SRR ) — D B R, 5 L1 Semaiyksrdl Wk SPF ZuMidk SD KR (90~120

B 35 AT SR, B R IR i A A RS A M v 1
B P i G B X 1 PO 1) A 8 5 BRSO, 9 A DA T . A
LR RET ARG ET TR SN EE A . &
KLU R A /43 241 8 257 5 52 WA 42 25 45 25 1 1 (optic atrophy
1,O0pal) fiizh Sy 40 ¢ 2 F 1 (dynamin related protein 1,Drpl) 4%
i HSh AR A S B MU T SR R A T R T A
1 3ok 3 %) i A R AR T R R DA SCH TE . ABF S IR BEAUC R
ST s e B ) T 1S AL AR G 40 i 2k 1 By e AR A A 4
L T 0 S 0 SRy PR Y BT YA T L B B AR R 1 e R
0 SR AL S IR

* EEWE.SUNE BAREIES BRG J 52011]2282),

O[3 = ER ¥ L 39 .0, SCXK () 2012-0005 1, 43
XA AR P R AL A 8 R R 12 ho IR 3R
FREQLIEDC, Bl &K, 5658 X P 2% B e 1
PR,

1.1.2 EZKH MnCl, « 4H, O 4746, o 6 2 25 4 A b
AR A 5D s TUNEL 257 & (32 & Roche 23 7)) s RNAI-
so Plus( H 4% TaKaRa 2\ 7)) ;qPCR ik Fl & (b it 24 4
WEARA PR A s Drpl B2 1R 8 5 B 9 (Caspased) R 24
(£ E Proteintech 24 7)) ; Opal % 241 (¥ [ Abcam 2% 7))
qPCR 4845 91)7 ) i A= T AW TR (i) Ry A R A A&

EEB N LR 1974 —) R BUZ L [ L R RN AR R B2 TS .



334

Ji% : Opal (CTC GCT ATC ACT GCC AAC AC,CTT CTT
CTC GCC GTC TTC AG) ;Drpl (AAC AGG CAA CTG GAG
AGG AA, GCA ACT GGA ACT GGC ACA T); Caspase9
(CCA CTG CCT CAT CAT CAA CA,TCG TTC TTC ACC
TCC ACC AT); GAPDH (GAC ATG CCG CCT GGA GAA
AC,AGC CCA GGA TGC CCT TTA GT),
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