5 49 BT 13 R RT3 (A SRR R Vol. 49 No. 1
2026 4% 2 H JOURNAL OF NANJING NORMAL UNIVERSITY ( Natural Science Edition) Feb.,2026

doi:10.3969/j.issn.1001-4616.2026.01.013

B S S R P e A e A 1 B0
oz, I EE e, Ao, K
(IT RIS FRBE AR A2, 00 08 214122)

(WE] MY R 205 A S TR VAR ¢, SR R E R e 5 56T 15 S AR AL, L o ML ) 2 P
FEL) 30 358 38 I 1) SRR 11 . AN 5% LA At AR SR 49 B 22 ( Solanum nigrum L.) AXT 4, I STER7 A 9k sk
MIZET™ ( programmed cell death, PCD ) i P2 H b 4 i Az B RE AL . 38848 %8 F5 W5 FRAR AN [l o B AR 3, g
BELR AR AT AR AR AL A3 B KO TS FURIN . 45 53R AR A 355 e 28 4R AR v 76 P4 4 (reactive oxygen species,
ROS) Fr 1N, b MDA W& TH s , SRR SE R PE B IR. RS2 AE 200 pmol/L 4RMME T, Zbi A s iy
PR T 51.90% , 2R M B o v i B f LAY TP OB BE K T 47.61% , Cyt o/a FLIEIRAR T 30.66%. UL4N, B4
WL BB, 2R Ca™* S AN, Ca®™ -ATP BV PR W FEAG, T 3O BT Ca™ KA. BHIT R, diaa & vk
BRI ZEL R AR LS T B B2, 5 TR AR TR KA ROS, LRI IR AN (5 3% ¢ MRS Ca™ A3 i 23k
— LG SR AN N PCD BAE 538 6, o e 35 25 KON & B 7= 1 7 o ) 67 TR
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Physiological Response in Mitochondria During Cadmium-Induced
Programmed Death in Solanum nigrum L.

Xiao Yi,Sun Huibo,Hu Jiawei, Yu Hongyan,Teng Yue
(School of Environment and Ecology, Jiangnan University, Wuxi 214122, China)

Abstract: Plant tolerance to cadmium is closely related to its cell death regulation. The response mechanism of
mitochondria as energy and death signaling hubs is a key gap in understanding plant adversity adaptation. In this study,
we investigated the physiological response mechanism of mitochondria during cadmium stress-induced programmed cell
death( PCD) in the cadmium hyperaccumulator plant Solanum nigrum L.. The study simulated different concentrations of
cadmium stress by nutrient solution culture,,and the physiological changes of S. nigrum mitochondria were analyzed and
ultrastructural observations were made. The results showed that the reactive oxygen species ( ROS) content in S. nigrum
mitochondria increased after cadmium treatment, the concentration of mitochondrial MDA increased, and the integrity of
the mitochondrial membrane was disrupted. In particular, under 200 pmol/L Cd stress, the mitochondrial membrane
potential decreased by 51.90% ,the opening of the mitochondrial membrane permeability transition pore was enlarged by
47.61%, and the Cyt c¢/a ratio decreased by 30.66%. In addition, with increasing cadmium concentration, the
mitochondrial Ca® content gradually increased and Ca** -ATPase activity gradually decreased ,leading to cytoplasmic Ca™*
destabilization. Studies have shown that Cd stress causes severe damage to the structure and function of the mitochondrial
membrane of S. nigrum, induces the accumulation of large amounts of ROS in the mitochondria, and the release of
mitochondrial cytochrome ¢ and the increase in Ca® will further activate the signaling pathway of PCD in S. nigrum
cells,which will have a serious negative impact on the growth and development of S. nigrum.

Key words: Solanum nigrum L. ,cadmium stress, programmed cell death, mitochondria, physiological response
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AT A 7 T DA B3l i3 Ab B . Cd sl S0 R AR 2R & RO AR A B e, O i 2 B
i N2 fa e SRR R Cd S X i A AR 20 B 45 F x A™ F A IR, 91 An 0 ik 6 A VR
iRV AR A

R R RIXT Cd Wi AL 52 2% R 2 L, H R e MR AN I AE T (PCD) B AT 38 5k 52 45 200 1t DA 4 45 2%
TRFETS AT RE PR A BT R4 245405 . M) PCD & — b i R 428 1A e 20 T R AL R, A AE )
AR R E B S A WO HAH AR Y S5 R A Y 38 i RO B R SR . YA A AN i 7 R T 2 R A Ak
APy st PCD VE AR Y 2 i B AR AL 08— 38 2 B, DT 2 AT L IR AR 0 1 g Jame) 1, 5
BB 4815 40 I A BE D AR 05 0. LA 8 At o T A T B B R RN 3 IR g A R R BT LIRS o b
5 PCD M HIBTIFE R S AMEY) , 85 o AE 3 55 400 F AR AR R = e ise vE ) IRk, PeD ML AE
Al A A48 B S ELAT T N AR AN, G R AR BT VR & AR & SR A A

RARNE Ry A A% O AR R 2 BB i A & PR AU (ROS) 7= A A AL T {5 5 A% D 34 BT, #E
PCD A4 i 85 SCH A (. SERTAOBFSE IR T ORIk S5 PCD Z AIAFAE — 2 AR G HED™ | SR8 A0
PR | % B 2R A AR AL REAS TG S0 PCD RS S Sl Bk fEAE W i i b, bk Ra 25 02
Cd Wi R (A O AR AR A ) T RS 7= A A T RE A B AR 1 3h A AR fL S Cd 5 5 10l T 4i i
FET- MR (2. R, OR300 PCD 2 A 4306 52 i 1o (1442 Co ML, A BIR S W] BE L R ) Cd
W3 PCD RY#EFE. RS T AR T HA BT ROS B & M55 i % PCD ke (HL kA TE
Cd JHp38 T (1 sh S AR AT ANTE BT , J0 R DU & SRR A A 0 G ) 2R AR A4 3 1 2 45870

J82% (Solanum nigrum L.)VE2R Cd 8 & EAEY), X Mk Cd BAG lvRef 20, &2 8 42 )8 -PCD &
VERY AR, SR1AT, H A 220 Cd HLEI R 9E 2 45 b F 5 4 8 i ia B (RS S i o0 Tl ok 4k
A PR WA IS Cd 151 PCD I8 i K 7. ARWFIE R A Cd Bl R g 28 PCD o F o 2ok A (1) A= B
NEAIL 38 3 B AR P A B2 (PCD IR 4% ) RSB E (G B YIE R ) 54 A Y 2= (LA g
B2 YEFERTFEHELS ) B TEMMTERATE Cd S % PCD rR YLD IREEVE R, 7 R 50 TR AR 2k b 46
A A B Al (AN HL A7 35T L Cyt ¢ BE) 5 PCD FRR A IRAR OC R, WFE 45 S AN AR A8 4 Cd-PCD
—LRRL R Z R BE 2 1, A B BRI AL B B3 UL A RIS S 35 i Cd VRS Sl Fh o RE T L .

1 MRSk
1.1 RFEEF

PRkt BB e 26/ 7T 70% 110 2 B FE 18 K 1 30 min, SRS HERS 3] 29% AR ENVA TR TR 10 min,

)i TG ZE IR VU =R, 10 KJE B RN —SB 4 iR R SN E A% 22 W (pH 5.5) T, 766 16 h/ 2%

8 h AN 75% 25 SR 22 CHMRE T AR, Wl = KEF R, BRBES 1 h K2 BE,

SHE RS TR P ER A A1 BE 9 Cd (0,50, 100 F1 200 wmol/L S AL ) . 7 K, Tl 153 BIkRiC A [\ e g
Cd 2B A At 4 R R AR A D . FERIRAETE 80 C IR PKAE , LAE #E— 0 S MR R (AT
P30T, SER B T 3B EE.

AWFFEH Cd ¥R EEARE (0.50.100 1200 pmol/L) A5 5E S 78 T i 311 791 512 56 Ko SCRik i A 1) i 40 2
PRI 2 Y0 Bl PRS2 88 1, 50 wmol/L Cd RIAI i A S %M B 7B IR LT (P<0.05) , 1
200 wmol/I. Cd AbHE T HEME R 58 420 T, (H B Hh B0 B 5 19 A K P (4528 K38 A 3 i 34 = 50% ) Al
PCD FRAE , £5 At M i i R4 H TR . Beah , B A IFGE R I MR RT Cd FYT 32 3 B 1 BRZ)
200~300 pmol/L!). [H it , BE4% A A S5O DU e B 25 J 8 Cd V5 Y BRBE I A Lo A A B 17 ) st okt
o S EREME T BN AN PR BT B O PCD S AR 1 UL
1.2 BFEEX

VRIS AL BRAH Bt T 28 mt 4 F A EAR 1 em BOATHLES , A FJE 0 ik ISR 5 F /N [
BN R IR 2 10 mL B4 R (N TISEINA S mL 28 F/K) . FIREE | h, P4 sNs 5
FE. #E SR , R RA E P A i R R AR A AR e e S R Y SRS R
KNI 20 min, ¥ H) 2 530 5 00 B R | S WA D) A I 0 B TR . B T B e R RN R
) BB T E A L
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1.3 BREHIE

HUFE /0 JRIF R el | Zedsimt ik b Bl 2R3, U0 1 emx 1 em K/NIREBR T A 2.59% i % — B8R
R T sl B s (A oty SR IR T [ A VRS0, 76 4 C VKA R A TRTE S 2 h DA E 335 1 0.1 mol/L Wi
SRR =K, AR 10 min, FEJS 19 09 V0SS AL ERIEA TR 52, FHIREREA T K . 5 A S Tt
e g Frife.

14 ZREHSBSHL

SERE LR R BB S AT AT b AT 43 B Analifb >0 R 28K s et (- e, SR 5 A
4 °C A L S OB AL vk i B AIPEE . 503 D) 1 500 g B0 15 min, EFEUUE. ¥ FISIKAE 16 000 g T
U0 20 min , PR B DIIE. DITEY) FH LR AR R 2% il e 4% 3 UK, ARG FR IR L 16000 g #5020 min. 2R
R4l AR FH RERE 2 BB R B0 B 5 I AT 2ligb. B )5 W 5 A SRR B TT Ve P FH 8 7 28 oh il T A 31 3 2
FIRTR, SRS BRI IR, 0 B LAY BT 2P BRI A 4 C N AT 3RO BLARTE 2 h W S8
TF—80 C VKFE HPORAT. Lo AR 7 YR A vk 3 3 1o ) o LA B & e A T A 2 |, I LA mg protein/mL 7R, £k
LR T R % S s ke
1.5 Zhifksd Cd SEMNE

TN E SRR Cd K 57 HE SO i BT N 7 AT o B alifl . K alifb i ok iR 8 17 i
(1 mL) 5EERBUMRASIRIE G, 78 120 C . FAEFRH 2=, I MA 0.4 mL 30% (w/v) it ik
A BZIRAWAE 120 °C TN 20 min, B H], IFIMA LB TR EHELARFUN 5 mL. FELRAT, Cd
MG TETF I OETE L (AAS) ST, 38 1B 5 i R 2R AR (1 1 s A ThR R
1.6 Zfifkrh Ca®™ & E0 Ca™-ATP EEFMERINE

LRRiA Ca™ S AR AT AR R A e ) e B R R BT 1.5 mL BETR P, S
A5 mL YRR 98% (w/v) HURHER , JFFF H T WG PREE i s N, 7 K. I BR 1Y H A e i iR Ak 3R 2k
BT Ca™ B, DU S S2R . SO 58 B FERE AR B 28 10 mL, IR A 1% M S AL B iR &1k
PRAE MLARAE R BB, A Bh AR Ca® AN RAKE . 5, R A AAS X Ca™ M9 & EHEA TN E . I8 R
LI mmol/mg Pro 7K.

LRMIIR Ca®™ -ATPase BTG MERIE 3 HAE 3 mmol/ L Al R E5 4776 B RIS AEAE I A B M DA% ). BF £k
BRSSPI AR RS T, RS RS Yk H-ATP B 2R SRR TRC . A 30 mmol/L ATP-
Tris(pH 8.0) JH 8N, SR G 7E 37 COKIEHEE SR 30 min. A 55% ) =& LBR (TCA) Zeak i, it #2
HORE ) TCHLIE R ER (P1) FHTCHLIE IR 55 e 12050 & (P ot AR ) TR IR SR 0T ) #4728 5. Ca™ -ATPase
B P AR B ) TEHL R IR B 9, B0 umol/h/g FW.

1.7 ZpEFEESMNERTSAHNE

LRIk ROS & &2 B 5E 2 % i N 3k @ ad il A AR e ekl 2,7 - R A - T LR g
(H,DCF-DA) 79 A WG RE T B AR LA NG B . A N 485 nm, B FHE A 530 nm, B4% 4 10 nm.
AR SRR T ROS 1Y & 3R/ a.uw/mg protein.

LRI R P TT ZE (MDA) (9 & 2 % /0 AT ik AT ). kiR MDA B85 2 38R 8 - mmol/ pg
protein.

1.8 LKNERBA(AY,) LHEEEEERF Cyt c/a t(LHEMNIE

KT A M SRR A B ARk T AR S M T HRER 5,57,6,6/ - -1,17,3, 3 —1lfk U £, A
BeF (JC-1) ") IFFESEEA T LI JC—1 BAPRDE G BE (LR (7, 525 nm) Fl J AR TR
BE (4040765, 595 nm) 1) F-H{H.

R T WF ST SRR B 1) 38 33 M A A AR | S5 TPl 0 B A9 B M R AR R VR T & T TR i 22 il . 1% %%
VY B3 L85 5 mmol/L BEHARREH .70 mmol/L JFEME .5 mmol/L 432 £ FEWRE Z R ( HEPES ) 2% mfi LA
J2 220 mmol/L H#&EE 5 pH (EAGEH IR 2= 7.4, LIS PR ORI TR S B IR S rh AR F 45 # A T RE 1Y) 58 #
PE. B, 70 1 mmol/L PERER AN 1 mmol/L SR FRAE A AW A RFI Y , I L BN 10 mg &AL E55]
S AR 3 VR 0 FL (MPTP ) . SRR Bk BB £ R 7E 540 nm ARG RE AR
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WSEHT B — T 5T 7 Bk, R T LR AR P A 38 ¢ (Cyt o) B i KRB IR RR R A 0.2%
B2 035 26 P VAW, B SR 5 0.5 me/mL AR EE. RS, i 1] 45 %ﬁa‘y‘ﬁ;‘ﬁf“ $17E 550 nm F1 630 nm P
AN AR A B VR Y T B 3B A AR PN I A RO B =2 25, W LAAR B Cyt ¢ PYRFIE WA, 2
M T35 Cyt o/a fl. Cyt ¢/a U {H =A550/A630.
1.9 E¥BMIMXZLIBREQEE 3 HFEENE

R il 5 77 B9 W 5 ( Solarbio, BC3830) , SR FME K26 Il 3 A% 3 PEAG I A7) G b A7 SC 0 1 7. h

TR R B 3 REAIE TR B 35 WL FR UK S 65 wL T SG I 58 A BN S v (& 5 pl HRIE N
2 mmol/L [ DEVD-pNA JIK#)) T 96 fLIfLAR 7 iR &, i e B AR R, BifJE 4 iR AW E T 37 C
TE R BE R L & 4 h DLSE BB 02 0, B ) AR {SUFE 405 nm 95 4 A X6 B 7 7™ 4 a6 A 7 1 i i
A 3 b S B (R 1 o 0 AT

1.10 HEES R

{8 ] Graphpad Prism 9.5 #Z5HIAH 568 IBM SPSS 25 #4745 708 (ANOVA ) |, 5N EE Jy =447
SEBG I AE. A BRI T = ko s 2 U AT S (E  FRE2E (mean+SD) |, LA P<0.05 NA Giif2#

2 851
21 AR CARBRETEEHRBEFEEENTH

BB R MR ST M | R 45 & PCD (L 80 a
FH:, SFENEY IS T AR 530S , RSN T ) I
RV BE Cd AbFES 360t 1B T . & 1 5T b
SR B Cd A B IR, e S 0 T8 FoR
R LT, FRITE 2 Cd AbBEHK I b & 20l
0 wmol/L I}, Je &My Y B 12 I AN 23.13%. 4 ’_}‘
Cd AbFRHR BRI Z S0 pmol/LL I, B FIB IR 8.3 |- 0 T s 0 200
ﬂiéﬁ 34.28% , FWIEWR EE Cd Ab BRI X0 B3 158 HAAL B/ (umol/L)

BT A T, W Cd M B — B = 100 SV R FVING T 3R R R B T A 3 2 5

(P<0.05).

/L N BT 41 49.37% , LI 2% 5
pmol/L, % 712 Ui FARER LT} 229 o, BLRT25 E1 R CdBME TR R METEEE

HAG A BZ4E 200 pmol/L ) Cd AbH Fig. 1 Ton leakage of S. nigrum leaves under
E‘F s %?@ﬁﬁiﬁiﬂ T 2/‘] 69.05% , *HE:‘F’X# ,E!ﬁ éﬂﬁ different Cd stresses
TR
2.2 A[E Cd a3t E LA E B &R

WE 2(a) Fios , XTHRZH (0 wmol/L Cd) HYZ L A B 235 ¥y 5 R | 2 hr A 56 Jo v 5 A R a3 A Y 0. 7E1C
WEE Cd e R (50 wmol/L) , BB AR/ 32 451, Hh B B ARG SR AR S5 R 52 AN K, Ui B R AR AR Cd Wy
T IFEZH(E 2(b)). TR Cd HE (100 pmol/L) T, Lok A SRR, JF 1 34 i /b | 4544
B (K 2(c¢)). B Cd J1a (200 wmol/L) AbHEI A B}, XU T )2 & Wi i, AR ™ R 2, N
ERERLR T 1 0 24, F B bR B W AR (& 2(d) ).
2.3 A[E Cd BB T4&#ifk Cd 2EMEL

W 3 fos  FEARFIREER) Cd BEEFAMET 20 &ehifh iy Cd R R 23 i 22 5. BRI S,
22328 50~200 pmol/L CAClL, ZbFRHY e ZE M Fr Zokifd , H Cd PR R W] i i TR 2288 Cd ByXf IRZH. 7R E11
BAEE Cd AbEAR R, SRR BEAL (50 pmol/L) AH L, ¥k FEZH (100 pmol/L) 1 BE 41 (200 wmol/L) HY
e BEm 2R hithk Cd S B IR T 21.419% 1 26.49%. SR (EASER AR, Pk A S ek E A
[E]FY Cd BB 25 S AR IR B Ge it 24 B 35 /KT X B e SR 2 AR XT Cd (1) 32 3l B 25 BE 1 nT BEA7 7 S0 (EL
(#9100 wmol/L) , JELER MR EEMMA T Cd 7T BETE 224340 T s 40 i BE A5 X =
2.4 A[E Cd BB T&AE Ca” § 25 Ca™ -ATP EiF T

WE 4(a) i, iTLVE HRE Cd ZLBRR N 0 3% 200 wmol/L, &Rtk Ca™ & iz A1, 23
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. 0.2 pm

(a) 0 pmol/L CdCl,

0.2 um

(c) 100 umol/L CdCl,

2 A[E Cd BB T RZZ N EHBREN

Fig. 2 Mitochondrial ultrastructure in leaves of S. nigrum under different Cd stresses

B E R AREIME. 24 Cd ALBRYRE R 50 wmol /L i, £
B Ca™ Fr il 3 i T BR A it 5 vk B 1) ik — A0 1
T 2RI Ca® o I R . BLah SRR, AR Cd
Jp3E T, 2 A ik 32 B WU Ca™ LA S ol 6L 5 85 5 1 5
PE7ERT Cd e B B, GoRifR Ca™ B 48 5 2l BE A 15t , J
i Ca® R THiE, A ET-. B 4(b) B/R T AE Cd
AR Ca™ -ATP Ji§ (%)% P24k, Ca> -ATP FIEPES Cd
oy 5 3 2 B S A A O, SRR AR L, 50 pumol/ L Cd Ak
IS T Ca® -ATP 16 P, A FTFEAR. {H7E 200 wmol/L
Cd AbHEF, Ca® -ATP G HEH BT FE 64.3%. %15 1
FEAR B0 Ca™ 5 55 12 0%, S BUR S5 5 XL,

& LA
Y \eg S e S
'4(' i .
VTR =~
\ T
,2 -
’ - \ N 02
(b) 50 umol/L CdCl,
T~
7z
A
.
" §
0.2 pm
(d) 200 umol/L CdCl,
S 0.0008
a,
on
= 0.0006F a a
on
= b
L6 0.0004 F
4o
o
i%k) 0.0002 F
i§ c
R 0.0000 = Il Il Il J
0 50 100 200
ERALB/(umol/L)

B3 AE CdHETRENFZNEN CdRREE
Fig.3 Cd accumulation in mitochondria of S. nigrum

leaves under different Cd stresses

HEHE Cd( =100 wmol/L) A g it HUFCEEE P O Y Ca® S5 A0 s, 51 & B R R G 1.
2.5 A[E Cd IEBRE T &AM ROS 71 MDA 22X
R TR e ZELRARTE Cd B R A1 ROS, SR T X ROS BURAY 2564878 /) H,DCF-DA. WA 5

(a) Bz B8 Cd AL BRYEEE R3S I, LokifAh ROS 5 i 5

B#F EIHES. 51K Cd BHE (50 pmol/L) AL,

1 Cd 38 (100 pimol /L, 200 wmol/L) FLKLAA ) ROS & 543 BN T 73.10% 1 249.62%. 18wk
JE Cd BB (200 pmol/L) T, kit ROS & it A 85K B s K AH.

MDA J& 8 B A s 1 e 2 77 ) 2 — , R P2 55 B B aod AL R R A 6. N I&T 5(b) T 7R, MDA
BB Cd Ve BE RIS RIMTHE K. S5AE Cd X BRAHLL, &R B Cd A R ZRiiR MDA 12 143 1) i 2 H K
T 52.68%,126.05%F1 251.51%. [3RZSRULH] Cd 75 3% 5 BUW 6 PR A ™ 5 i R GR AA BE 45 4, Sl

LORLR NG i AL
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S 0041 - 15F
- Eaal
on s a
= s 12f
5 0.03F a & b
2 b 22 ol
Y L 5: %ﬂ c
o) 0.02 =
S . S g °f ¢
g oolp d 2 E ;|
= & .
:Z-Aé OOO Ij 1 ﬂ 1 1 | 1 1 | J ﬁ O 1 | 1 1 | 1 1 I 1 1 | J
b 0 50 100 200 0 50 100 200
FEALFH/(umol/L) AL/ (umol/L)
(a) Ca™ it (b) Ca™-ATPHG I

E4 CAdESHEEZNEK Ca¥ 85 Ca* -ATP EiFHETL

Fig. 4 Cd-induced changes in mitochondrial Ca** content and Ca?*-ATPase activity in S. nigrum

~ 800 = 0251
.E S a
2 g0l a § 020}
g ERER b
2 400 b g
- C
= = 010+
- : =
¢z 2001 & 005
=4 oL—= TR (S IS T (S E T N N = 0.00 | I I | I T | TR B
0 50 100 200 0 50 100 200
FEMb 38/ (umol/L) FEAb 38/ (umol/L)
(a) ROSH i (b) MDA 1+

B 5 RE CdiREFSTHEAE ROS 71 MDA &2
Fig. 5 Mitochondrial ROS and MDA contents induced by different Cd concentrations

2.6 A[E Cd B &P RRE AL MPTP 70 Cyt ¢/a tE{ERTL

PENYORE JC-1 TREF EA MR T, 7E M Zebi AR B AL T H R AL A8 2 Z 3R i A TR 203
WAETE TR AW, dliffirh, A s andt. BRI, 20/ 856 r 28t LU (B S i T B A i 22 Ak, ani&l 6 (a) Jir
B Cd BB TR, b R F A2 T TR, 53E Cd X IEAH EL, AR B Cd Wil T Sk A i v 7t 3%
TR 7.66% ,26.96% ,51.90% , 5 ISR A B RS 2T . 45 4 )t 2R 25 S AT Cd X ok A% JEE F 457 1 8
IR ELAT I 0 7] R

LRI IR E MPTP - K AIFAL. & 6(b) &5 WoR, X R rp  BRAY O EE 2R 0.21. 24
Cd VREEHGINZE 50 wmol/L B, A IR SEBERS A TR, NRE T 12.24%. dRZEHE I Cd ¥ E 2 100 pmol /L, i
WCREIE—5 NI T 35.59%. 24 Cd ¥RJEILE] 200 pmol/L B, ML E 1Y T R R 5 5] 47.61% , 55 %) R4
FAEARR B AR 2 ) 34 b 25 2200, RGBT Cd VR EE R3S N, MPTP Y iR B 2 B0 4R ) R A a3,

K 6(c) Bn TARMKE Cd il TR Cyt o/a WWIERAS L. S5 3L BES Cd H BRI, Cyt
o/ a WAHIBWFEAR. AR S, 76 0 wmol/L Cd AbBEI Cyt c/a WA H &, 2N 1.37; 24 Cd #E T+ E 50
wmol/L B | FLBEA Fr FIE, 29°0 1.22; #E—2E39 00 Cd ¥ JE 2 100 wmol/L i}, Cyt ¢/a HLIHARLE TR 2

20 E 02s5p 60,
a (=) a
= b 2 020 b i c
151 o 12+
J = < 015 g d
S 1o} « =2 - i = osf
= 2 5 O
= S olo0f s
N 05 = 05k 041
1 = 0
O 0 1 | 1 1 | 1 1 | 1 1 | J %Li; 0 00 1 | 1 1 | 1 1 | 1 1 | J 0 0 1 1 | 1 1 | 1 1 | J
0 50 100 200 X 0 50 100 200 Y0 50 100 200
AL/ (umol/L) FRAALFE/(umol/L) FEALFH/(umol/L)
() AY, (b) MPTP (c) Cyt c/atbfH

6 Cd Bzt hrfkE R AL MPTP # Cyt ¢/a bL{E IR0
Fig. 6 The effect of Cd stress on mitochondrial membrane potential, MPTP and Cyt c/a ratio
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1145724 Cd ¥ BEEIRF] 200 pmol/L B, Cyt c/a HLIERE B AKX, 2970 0.95. L5 o , Cd Phib X Zekifk
Cyt c/a WHEA BEP W, HiZIWES Cd WEZMAATERAHCKER. 78 Cd A~ Zehifkd Cyt c/a Lk
{EER /N, S B L €5 28 ¢ DNZRORLAAR PN BB R0 7% 1 i 0 BR800 381 A4 o 66 I 1 v ek e A

2.7 A[E Cd BB T & 2% caspase-3-like i& £

Caspase-3-like {fi 38 % F F1FAl # 4 PCD™ . A 200 a
WFFT LI 5E caspase-3-like FYTEPERAFFE Cd Bipid X g =]
% PCD KWL SR BRI 7 R, BE% CA ke S .
i , caspase-3-like W R, BRI S, 24 Cd é 100
A 0 wmol/L B, caspase-3-like & PEf fIk. F#&E Cd ¥ % S0F g -
FEREINE 50 wmol/L, caspase-3-like 1 P4 T, He Xt |i:_| 1 "‘ 1 1
BBALES 128.45%. 4 Cd W HE— B HNZE 100 pmol/LL T s 0 2w
B}, caspase-3-like {EHPEAKSE [T, R B 453k B Cd iraa AL/ (pmol L)
X caspase-3-like {if VA A FEAE R SE A 5. 7 e v 7 CdBMENAZZEM A caspase-3-like BRI M
Cd 33 (200 wmol/L) T, caspase-3-like 1114 ik 3] f i, Fig.7 The effect of Cd stress on caspase-3-like activity
HEXEIRALRG th 1 7 A2 AT, 575 th T A 24 from leses of 5. migrum
3 bk

VB EAZ AN N 2202 ) A, Sk 2 80 i e (8 DUIE R Geba Y, L2549 J2 IR 6 A IR
I i) s B PR B S8 2 BG4 B AT 22 R 400 i i A o % S A T, A AR L (5 S R S R A AT T A
Y. SRR ZE R T BE 0 S 0T Ak 2 40 B PN (5 S B AR IR S N AT PCD AR 3, 3k — AR Bl AR 45 2
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e R AL R I RE A QI AL . X R B i cd> Tl it T4t Ca® {5 5 s A 1k i SRR A5 1) 422
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