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G 125 24 SR O N R T AR I SR g A
BRI 22, TR ERA R
ZgtiEty i h R T Y, RREEZ
PREHE 2 ) R OE 7 Wkl i
BREOR™ BYTRIFR, S A R B R 5 R 2 (%
OB Sy, BC A At 245 0 0 FH 5L A 06 5 1 AU
M, Hu s B2, EZFRSKAR . B
i, AN&K, NTIRED, GOl kR ey b &4
JE EERIR, H2 etk — R AR,

Zhao Z5"XF 4 5y A1 Al R iEAT X SR
HLFRETE 0 (XPS) i X BT ATHS (XRD) #F
7%, RMHEAOR¥LIGIAK (HeS) BXFAFE; &
AT AR L 9 AR A R A IR A IR A kAT 4
Br, BouFE T LiRZEe, it XRD H5 40 E & B
b Z AR PRI T 99. 58% ; BEARITAE AR
FREL S e B UL, HoR . PERG 13 ik
KH HeS & A &, MIASHAE 52.84% ~ 56. 23% i [l
A, S 54.5% . LT, AR HE, SR
M H R HeS S e fa s M e o

e K F E R 4 b S J7 R OB AL R (B-
HeS) '™ | X 5 RH (o-HgS & & =98%) A
oL, EARE . Yok, PUmasSE/Em e,
M B-HeS W] g2 HG M4, H il T AL
WA CROREART, O 2GR ek 2 R
BB, HeS & HEMEG ) rhE—A58R W] LA O iR 1Y 5K
EYIER, HrEm/ N5 WL RS E LR
(HgCl,) MR (MeHg), ¥ M ZMaEHE"
ek d b T T M
PR T, R IR AE I R HeS B
HgS &4 25 %) 5 HeCl, . MeHg 7715 22 Bl 1 k&
PER RN HARFEEE SR R fH . 253
TP T 22 S 5 FHLR AT 2

HRAE H ATHRIE AT, e KT BRSO & R
Y5, WA SIG BRI R 2 A0 i —— K BU AR g A%
YA A PC12, XA KT Rl B it 28 40 Jif o 2
TTHRER, FIEE, 7600 80 5% 56 il b R FH e mk i
(MTT) ¥ &l oK 57 & {4 K. B-HegS. HgCl, %I
PCI12 4UIEHEE MR, I 38 o SCRT 58O i PCR
544

STEAT- A I (Bel-2, Bax. Bak. Fas, Fasl)
FIRHATHHT, PHE =HIEHZES

1 e

1.1 AE HF-90 %&bk (CO,) RKigif (N
AR BB AR ) ; BCM-1300 44
R TAES (NIRRT AIRA T ) 3 23
RERGPR Y (AR B A B g AT BR A H] )
ETC811 FEH P AL (T3 M 2R HE D6l Bh 24 A28 A B
AN 5 3K15 B AL (Sigma HEARAF) 5 Vi-
IA™7 S22 i PCR A [ 28 Bk G R B
(thE) HRAH],

1.2 X# AR AT AR XA AR, B-
HeS g [ 25 E Alfa Aesar 24 A, &4 & AMET
98% ; HgCl, (43Hral) W F 5% N 44 Hi 4 Ak 24 )
J°, SHEAMIET 98% .

1.3 el £ &K A PCI2 400 aCi% i 28 4
ARHE A BRA TR ML RPMI 1640 R35 5L . a4 1M
& . Penicillin-Streptomycin-Glutamine (100 x), (3
[ Gibco AH]); HRARZE-PL (HE) Jetailila
(LA ZREWHAGRAR); MTT (£H
Sigma /A H] ) ; TRIzol (3 [E Ambion 24 A]); W5k
L POE RN G (KIE Takara A F]) . Haxid
FIE bR TEL I

2 Fik

2.1 e BOWMEUERKE PC12 4ifd, RN
FOIESCAEANIE, & 10% 4= M35 A1 1% Penicillin-
Streptomycin-Glutamine (100x) f RPMI1640 1% 7%
PHAEYNA 2 B R 5% 10%/mL, FEFhT 96 FLAL (F%FD
0.1 mL/AL) 806 fltk (Ffs 3 mL/ L), 7E
37 °C CO, FEFRAH 1% 77 28 4H M5 W6 RIS 1 70% ~
80% BT 4524

2.2 s ANEREHLS X R R
(0.250 g/L, %7K 0. 116 g/L) . B-HgS 2 (0. 135 ¢/L,
FK 0.116 g/L) . HegCl, 40 (0.015 7 ¢/L, &K
0.011 6 /L), A T HEM:40 M s s, 2540
HEFEIR 2 hy o, AR 2 v 24 4 0 1) RUEE R
Z7E 100~ 600 nm Z [A], % b A 53 WOk /N T
100 nm">"™ | S5 HAth 4 JE 99K 251 ) 5 B4 5T
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Tk, RABIFRAZ, B-HeS AR MK
AR, FFERABTTFRSGZ; HT HeCl, 40/
BEPERCR, A T ORIIE 2 605 40 M Bl e R T I 2 S0 0,
R AR 1710,

2.3 e KRR T 96 FLAR R Y 4
MIBEHL AL, R4 10 DEFL, #i LRSI T2
YT, WESHRE, BAMA S5 mg/mL MTT
(0. 1 mol/L Wla¥hgz vhi (PBS) MHLiil, pH 7.2~
7.4) 10 pL, 4kZe3E3 4 h, BAMA=ZBER (&
10% SDS. 5% 5 THE. 10 mmol/L #2) 150 L,
£ 37 CCO, B FEM P ELRA, T 570 nm K AL
MECEE (OD) fH, IHEMEME (AU
OD {H/ % FEZH OD {Hx100% ) .

2.4 HE #& 7E6fLiRhhl&duiees, #% Lk
MR AT, WE LA, BUh i
J€H, PBS (0.1 mol/L, pH7.2~7.4) &% 3 Ik,
95% LI E 20 min, FRARREYLE 10 min, K
eS8 10 min, PHELYEA 30 s, SBERREEIK S
PR RS R, S R B A T A R AR
2.5 FEEEEZ S PCRA&M % k&R 6 1L
b BRI 20, I TR 2503, 9T
lE, FEERW, BLIMA 1 mL TRIzl, %

HETSE I 5 5 £ HUZH 5 RNA, 2 B 7E 260,
280 nm AL ARG B K RNA W, MR¥E 2 4>
WAL B UM (1. 9<0D,, /0D, <2.0) Al
BB WE BRI H UK 25 RV B RNA i, AT 5
ZORMYA RNA B 5 BT W 2 500 ng/pl, WA
W AR S IBENLS 1Y, HeRERR R R SR A
% cDNA, RRWFE 1, Z0F K 37 C N 15 min,
85 C KT 5 s, FIHMNZE1Y) B-actin S TAH I
[Al Bax . Bak. Bel-2, Fas. FasL f5|#%} cDNA ik
T3, K2 E R G S H R IA O, 519
I 2, SRR ILE 3, PCR LEKLMEIE 4,
WmE2 W, BR 3, ¥ 2 WERE I EHTT
G301 .
®1 PHRIREER

Tab.1 Reverse transcription reaction systems

jEe AR L
5xPrime Script Buffer(for Real Time) 10
Prime Script RT Enzyme Mix | 2.5
Oligo dT Primer(50 pwmol/L) 2.5
Random 6 mer( 100 wmol/L) 2.5
& RNA 5
RNase Free dH,0 27.5
AR 50

®2 EMZEAEEE PCREIWFF
Tab.2 qRT-PCR primer sequences

A Em(5'—3") (5 —3") Genbank %5
B-actin TGTCACCAACTGGGACGATA GGGGTGTTGAAGGTCTCAAA HETAEY TR R RO FRA T, 45 B661201
Bak AGCTTGCTCTCATCGGAGAC AATAGGCTGGAGGCGATCTT NM_053812. 1
Bax GGAGACACCTGAGCTGACCT CTGCAGCTCCATGTTGTTGT NM_017059. 2
Bel-2 TGCAGAGATGTCCAGTCAGC CAAAGAAGGCCACAATCCTC NM_016993. 1
Fas GGAGGAGTACACGGACAGGA CTTTGCACCTGCACTTGGTA NM_139194. 2
Fasl. CCACCTCCATCACCACTACC ATATCACCGGTAGCCACAGC NM_012908. 1

*3 LMWK ES PCR REGKR
Tab.3 ¢RT-PCR systems

il i/ L
SYBR Premix Ex Taq Il (Tli RNaseH Plus) (2x) 5
EM514 (10 pmol/L) 0.4
BRI 5 14 (10 wmol/L) 0.4
ROX Reference Dye Il (50 x) 0.2
cDNA 1
dH, O ( K ZEMHK) 3
SRR 10

2.6 tRitFHAr @it SPSS 21. 0 FF AT AN EE,
B1E X 8] 95% , KM Kolmogorov-Smirnov test £ %
BRSO, X T RIESS H n=10 B8HE#
1T HZ59HT, IR Tukey test % Dunnett’ s T3 test
HEAT N LA XETFARIE R 43 5L n<10 A A R

FAESHHG 5 Kruskal-Wallis H test #7041, If%
A Mann Whitney U test #5417 BX 8, A P<0. 05
RARERAGIFE XL,
x4 EHEEE PCR REEH
Tab.4 qRT-PCR reaction conditions

A RBREE/C NIl s EFAL IR
%1 BTEL 95 30 1
95 5 40
2 N FIL
52 BB 60 3
95 15
53 B 60 60 1
95 15
3 £R

3.1 fmpEN K1 WoR, K4, B-HeS 4.,
HgCl, 4 (434 3 SEH) diffirs s —5, =
545
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MR, HEERTXIEA (P<0.05), Aok,
iR, B-HgS sttt /NT HeCl,, PIEFEM 2 h
Ja AR M R R 109% 2247, T HeCl, &R R A
Wi 1710, HISEOL R 70% , FO/ R, HeCl,
AR 25 S AR BEE. R
H R R

120+

100+

*

I ul ; * % ¥
I

m BIRER

F2RLH

= H3REL

0
WA KA p-HeSH HeCLA

20 a3 /%
5 3 8

%]
S

TE: GXRALILE, * P<0. 05
B 1 XK. p-HgS. HgCl, X 4AiE LRI MM
Fig.1 Effects of Zuotai, B-HgS and HgCl,on cell viability

3.2 wmpemAs 2 Won, X RGN 2R H
ZNICERAL; A R ok RE , HHELZ0IR
Ylsz, B4R ANT 248 J B8 1) s e M 7 A — i BRI
B-HgS 44 BB A A FRAE K, (H A B &5 K T3 D4
SEHRE, HEM B-HeS I fig 5l &2 4 M8 i3 & K 1
HeCl, 44U LT 50 4 v 4, A% BESE, 5
HgCl, 51 Kidney OK 4 Jfl ¥ T i i JE 248 e i —
2 AT A, HgCl, X 40 B T 25 9 5% 0 12 5
TAEKF B-HgS, 5 “3.17 T F&5R—%,

PO RN

| : LW oo |
C. B-HgS#H D. HgCLA

2 KA HE & (x400)
Fig.2 HE staining of cells in various groups ( x400)

3.3 KEAMABA AR ARLEKEE B2,

Bax . Bak K510 25 % X 28 R AR 08 T 38 5 1) 52 W),

Bel-2Z8 5 1) 85 1 38 o 458 il 2 44 JE 175 P 9 Y 40 i
546

AT, Hod Bel-2 RS — AP A B T 1R
LR, KRB ZFETESHEE (W
LB AR O e 5 TSl R 0y d i A T
Bax . Bel-2 BA KL 1/5 B9RIEEE, {HH5EFH G+
b, BAMRAMMET-EN s Bak 5 Bel-2 1)
[FEME R 25% , (H15 Bax —FEHs HAT 12 40 i 4 T
MPER ",

K3 o, SR, K4 Bax ., Bak .
Bel-2 ik W E FF (P<0.05), B-HgS 4 Bax,
Bak Fik W& FFE (P<0.05), HgCl, H{Y Bel-2 %
NEETRE (P<0.05), HILATHEN, A KHF B-HeS
ATREXH IR T-3E M Bax . Bak 515940 M 8 T 40
HIVER, T HeCl, nTAMHIBTI T 3L Bel-2 ik,

12

<10 . :
Iﬁ * *
ﬁo's‘ ! - X4
206 T 1 ek
z = B-HgS4A
S04 = HgCL#
~
£
021
0 ,
Bax Bak Bcel2
H. 54, * P<0.05
B3 {k£X. B-HgS. HgCl, X Bax, Bak, Bcl-2 mRNA
E3vy:0b-A

Fig. 3 Effects of Zuotai, (3-HgS and HgCl,on Bax, Bak,
Bcl-2 mRNA expressions

3.4 TXAAAXATAR YEMEEmHILTZ
KRR (Fas/FasL) 2B T EBHHEZ
—, MR ARINREC IR AW S5 AR T 514
A KM TR MR SET 2K Fas
P XFR Apo-1 5% €D9S, J& T B IRFEIN F 321k,
A KN FZ IR KK (TNFR/NGFR) ; FasL
NFR CD9SL, & Fas RIRBCAK, J& T IRSEHE +
(TNF) ZIGMAM R 7, Wi ol i w2y 4 xf 51
SZARPAT AR

K4 Bor, 53T, KU Fasl £ik
BEIL (P<0.05), B-HgS 4 Fas. FasL 323k
FIEME (P<0.05), HgCl, AW FikBET &
(P<0.05), HMEAIH1, HeCl, I fgif L Fas/FasL
BEE AT, WA K B-HeS X Fas/FasL
A — IR
4 iTig

ARSLERIL, R, B-HeS XF PC12 41 i i+
P/ T HeCly, JF AT #0428 -3 ) Bax . Bak
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25 [4] Zhao X Y, Sun M, Wang J X, et al. Characterization of tibetan
1 medicine Zuota by multiple techniques [ J]. Bioinorg Chem
m’ﬁw’ . Appl, 2013, 2013 ; 198545.
ﬁ 15- = NFHEZH [5] LiC, YangHX, DuY Z, et al. Chemical species, micromor-
® N HERA phology, and XRD fingerprint analysis of Tibetan medicine
fzgl.o- 1 i :Iﬁ{;flsfg Zuotai containing mercury [ ] ]. Bioinorg Chem Appl, 2016,
%05 i ) 2016 7010519.
I [6] ERF¥, Bk, HER, 5 82 “fAR” Phifeors
T Fas T R WISy 7 o2 42 (0], MR EE M2, 2010, 21(6)
1359-1361.
B4 i B_fg; E:Jguzﬁzﬁaspi;i R g 7] R K BB X ST
’ ’ : N [T, shE s 274, 2014, 39(7) : 11791184,
¥ (8] % K&, AL, S BRI, R
Fig.4 Effects of Zuotai, 3-HgS and HgCl,on Fas, FasL TR 37 S5 49 ORI S 40T [ 0. it 5038407, 2015,
mRNA expressions 35(4): 1072-1078.
. e b (9T W, K BN, 4 M2 A TR L
(RS A% Fas/FasL JATB M 3 HeCl, T TR RHLAARIGE ], HPEG , 2016, 38(7) : 1461-1467.
POA T Bel-2 %Kik, IF0E Fas/FasL 8, (10 T, (R, X B A S T AP R
IR THER . B-HgS 55 HeCl, 78 40 i 5 14> AL Gl 4y 25 B BF S (1] I A S, 2005, 23 (11)
5 T 25 e, 3R WY OO 145 0 A AR AR 22 33-34.
S, R, fEA, p-HgS X PCI2 AU pk i (T PO R B RS, RBAA SR
BRI, R SZHT I A Bt PCR BS54 o oy R
ST, O XTSRRI ARSI (Bel-2. (1) iy, sisen, MR, . BRI 2500
Bax . Bak) MW TIR&E, HXILT 2R3N PO B 5 BF S (0], 2 E B E 2, 2013, 24 (8)
(Fas, FasL) FERRZN S TIE4, #EDN B-HeS 2022-2024.
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M HeCl, RTAEM AL MR BLIA T30 Bel-2 3% . U ot 201ty s
18 Fas/FasL MEORSRAMMIAT, AN o) gy s -tk moments 5 i1, b
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E3

KR EKREIEINIGAI B R FHH

HiEX,

WERR, BLW, K 4,

KR

(LR EHAFHYLATFNAR RN, i 201203)

HE. BY HRAFRIEIHERR AL AIE . ik KR TEE P43 1 4T c48/80, mhiE-80, Ml
TGRS, T, IR (FRT) . SR TPESNRE, L RVESIKEST 0. 5% P SCRIER I, 15 min
JERRBRALTE , BB AR R, R WS B AR, IR B R SR LSRR R AN A, A B BRI % TSR Pearson A6 56 3
TTAHSEME T, BER S NTESS C48/80, nhili-80, MULEmIF W . BAEBFHW ., HHHMEE (KT) &, BH
B, BRI BN S 5 25 W i vk . (AR50 R IEME, WE ZRIIRE, (ALK 40 M4y o i B A8 1k
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