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RAPD HA3R5E (1 5RXE HepG2 AIAE I 21 Fet e Y4 35

BRI, KREH, MNRE, RTw, TiE
CRIRITE A AR %BE T 475 453000

 OEE 0 RO (PQ) AL B X HepG2 20 M & R 41 R 2 1 19 5 R 7 ¥ - SR A BB WL 4% 2 %5 # DNA
(RAPD) FRiC 4% AR L $EHL 20 FBEHLE] 4 40 #7 PQ AL FH 24 h % HepG2 40 B K AU R @ MR SE . 45 5. 814 57 —
GGAAGTCGCC—37.5"—ACGCGCATGT— 3" il 57 —GAATCGGCCA — 3’ [ ¥ B =W fE IF 4 415 7.21.10.67,
15.78.22.36 F1 34.57 mg/L %) PQ AL AL [ A7 B i 22 55 . o, 514 57 —GGAAGTCGCC—3 1y 2 Fh g 3% 7=y (4
2 200F1 2 600 bp) 7E T PQ ALFRZH 348k 2 ;54 57 — ACGCGCATGT —3’ 11y 2 #4184 7= ¥y (£ 250 F1 1 200 bp) 7E
T 7.21 mg/L (1 PQ A Y K A BRI, 1 B3 7 45 (29 1 500 bp) 7E 34.57 mg/L ) PQ &b KA, 51 A
2 T 4 72 ) (29 400 Fl 550 bp)7E 34.57 mg/L 1) PQ AL PRAH & B 4K 5149 5” — GAATCGGCCA—3" 4 2 Fp 4 1
PRI (2900 F1 1 900 bp) 7E 42 %8 PQ AbFRAL ¥ B , 55 2 Py 384 77 ) (29 530 F1 560 bp) #7 th BLAE 4 PQ 4. 4510
PQ AP 2% 35 HepG2 41 i 2 P 20 19 58 T M T s k.

KR : RAPD; 1 B4k ; HepG2 4i T 5 25 PR 2188 2 o 51 W0 97 38 7= 4y

FE S :8859.7 Mk ERERD A

T FAl (paraquat, PQ) 44 5gJCER » N HF A K I P 4 T 38 280l 2% 55 4 i PQUIRRZ R BRR RV 3 2%
F 20 fiE22 70 AEAR AR — ELR HE 5 25 —ORBR L 20 fiE22 90 AR RUE - BEA AL A4 I 5K . PQ 1+
FEL AR T 2 G S A A 7 PP A T 28 R A T ORORHME S T R Al & L (H PQ TR B A 2 Xt 3
AR A B2 AR AR T B (T & 8™ A S B AT 9 e B oht 1 FL I 1 R A B0 PQ v B¢
443 S8VA Y7 7 1 RV 280 B 79 o G0 Ao R TR | R R A R IR RN TR B T B S B O AR

KA PQ R IEE FISE I AL BB ) 1 SE I A5 R BN L SR PQ — U B 2 Bl LG 26 SEAE
JAEPRTAR R AR D K W B S L A PQ R R R S BT RGOk AR R
PEREVE SE 0 K B . PQ 51 (1458 0 BEAFALE 15 — 28 58 2 PO A AR A ALL 55 S I (8] R0 9 B2 19 PQ Ak L = 22 5
AR A PQ RS I Y 5 W 04 R 52 B R 8 10 06 LT 2 BIL MR R A A0 U5 5 ) e T D ik
B AT AE PQ AR BRS S AR AR A A OUR B Tk — 20 B PQ YRR PEALE L o0 T ROET N 5 i 3 o
JIEXS PQ 11 fif 85 GE 1 FR YT PQ hag BoA 1 25 U HepG2 4 i B AT JHF 40 0 1% 22 Fh AR e AL il 2%
J2 R 0 A I BIE SRR TR e AR L HepG2 40 i A 1030 0F 5 SR I BE Y 1 2 25 DNA (random
amplified polymorphic DNA, RAPD)ARICHEARK I T PQ X HepG2 20 iy 3 [N 2 £z 5E ¥ ) 52 1.

1 #MRFTTE

1.1 ZARE G FIFILES
RIS B9 HepG2 2 AR L 40 i 55 3% FH B30 50) FURE A4 40 i 5% 35 A4 AR e 38 5 Scmk L12 AR ). 38 R
24 DNA £ BGAF) & . DM 2000 DNA marker 1 2 X Taq Master Mix(5; dNTP, Taq i .z i buffer) ¥ B

I 7 B 83 :2017-05-10; & B H #3:2017-12-15.

EEWE :FRE A AR 54 (31170733) 5 7§ 4 H 40 BHE BOCT H (172102310053 5 30 7 i 8 Kk 2 1 L B 5 3 2%
(qd15170).
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b st a2 AR Rk R A B/l (CW2298 ,CW0632 Fil CW0682).DYCP—32C /K, 3k i S b 5t /s — (3%
J A 77 . PowerPac Universal HJKAY BB . GelDoc XR #E K BA% & 4t Fil C1000 touch PCR Y35 4 3 E Bio—
Rad 73 @] 427 . Nanodrop 2000 {5 40 GG EE T A 3£ E Thermo A E]A4E . RAPD FEHLG 149 20 FhZ4EdL 52
SMER AEVRHCA R A A A L F R LK L
1.2 RAPD %I

(D% HHEF HepG2 411, L 0.7.21.10.67.15.78.23.36 Fl 34.57 mg/L [ PQ AbFH 24 b, 45 A L 7 &
FRAFE A T P2 A& T2 00 4 Y JE K 20 DNA.

(2) B 43 56 06 FE 11 I 41 DNA B G ik BE I 5 DL & 85+ 7K (deionized water, DW) i B &
50 ng/pL.

x1 BEHNSIMEER

514 % B 514 7 51 51914 Fr 72l
primerl 57 —=GGTCGGAGAA—3’ primer 11 57 —=CTTCCGCAGT—3’
primer 2 5" —TCGGACGTGA—3’ primer 12 57— ACGCGCATGT—3"
primer 3 57 —AGACGTCCAC—3’ primer 13 57 —GACGCCACAC—3’
primer 4 57 —=GGAAGTCGCC—3’ primer 14 5" —=ACCAGGTTGG—3’
primer 5 5’ —AGTCGTCCCC—3" primer 15 5’ —AATGGCGCAG—3’
primer 6 57 —ACGCATCGCA—3’ primer 16 57 —=TCTCAGCTGG—3’
primer 7 5’ —=CTGCATCGTG—3’ primer 17 57 —=CACTCTCCTC—3’
primer 8 5" —GAAACACCCC—3’ primer 18 5" —GAATCGGCCA—3’
primer 9 5" —TGTAGCTGGG—3’ primer 19 57 —CTGACCAGCC—3’
primer 10 57 —CCTACGTCAG—3’ primer 20 5" —=GGGAGACATC—3’
(3) IR 73 066 B T H I i Bk B 41 DNA KE B )5 . BL 25 B 1K (deionized water, DW) i B 2

50 ng/pL.

(4) ¥ 2 WAL 41 DNA K50 PCR K &,
%2 PCRERKER

SN 4 FR V/uL

2% Taq Master Mix 12.5
LR 20 DNA K i 2.0
BEHLEI 4 (10 pmol/L) 0.5
Jm DW & 25.0

(5) #%54 3 FEfp Xt PCR R A 28 AT 4 1 S
%3 PCRENER

S0 A R N Z% A
%14 94 C, 300 s
8248 GAMER) 94 C, 60 s; 36 C, 60s; 72 C, 120 s
263 435 MEM) 94 C, 60 s; 40 C, 60 s; 72 C, 120 s
ERw 72 C, 600 s

(6) Xf PCR 7 ¥ HEAT /K - ot Yk WL UK A5 00 < B 2050 1.5 0 UIR R BE M . B AE&E 10 1,90 V fH T, KF1E
VKRR T UK & P I R S AL I L B R LUK A IREE] D 3
(7 BEBR R ARG S BR L 0 M 45 SC 0 20 9 2R [ 4 DNA 973 7= 4 1) 22 53 1k

2 # R

AH RAPD 3 G5 2RGf0E 1 3 A 5| 4 m] L7 2R 39 B 9 97 3 7= ) 22 5 i 1 HOR B R I s A Pk 2
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S, 3 B o5l W A Primerd,
Primerl2 1 Primerl8,i% 3 F5| ¥ K
PIG Y AT B an & 1.2 F 3 s,
f 1 B, Primerd (147 34 7= ) o B
WA 2 F a2 2 200 F1 2 600
bp) TE T A PQ &b F 2 ¥ Bk .y & 2
0] W, Primer12 (944 7= 4 o B A
2 F A3 B2k 250 F1 1 200 bp) 7E &
F7.21 mg/L B PQ AbHLZ K HEH
A 1R (4K 1500 bp) £ 34.57
mg/L () PQ &b HL 4 K AR, B H
2Fh () A 400 1 550 bp) TE
34.57 mg/Liy PQ b ¥4 & A, h
3 A W, Primerl8 {4 14 7= 4 v B
WA 2 B (Zk 900 11 900 bp) 7EFr
A PQALHAH KW B, 55 2 B (43

Lane

2 000 bp

1 000 bp

750 bp

500 bp

250 bp

100 bp

Lanel-7 fRKH 34. 57, 23.36, 15.78. 10.67. 7.21. 0 mg/L [ PQ
KEFRZLRT DNA marker, 7Sk nabBi 4] 5 1E 5 4 1A] 09 B9 528 574

B 1 FEEL DNA [ Primerd $ 148774

B2 20 530 H1 560 bp) 7 i BUAESS PQ ALFEAL . IX 45 R 275 . PQ AL BE W] IR T HepG2 40 iy 5 P 21 1) 56 %

1 500 bp

B

1 200 bp 550 bp

- /

\ 400 bp

250 bp

Lanel-7 #&K ¥ N DNA marker F10. 7.21. 10.67. 15. 78, 23.36. 34.57 mg/L [
PQ AbFHAH | Hi k¥R /NI A 5 0 4L ) (9 BH 6 2 e 2k

Lane
2 000 bp
1 000 bp
750 bp
500 bp
250 bp
100 bp
A \A
3 it it

P2 FEFYLDNA [ Primer12 384774

RAPD H AR 8% 22 A5 VL0 L A3 23 BT 388 A P 336 Mg 2 2 A ARG T 25 3t e = SIS A 5 114 T B2 3k »
FI RAPD AR 347 3 PR 41(5 228 46 5347 WA A4 7 DNA % A 98748 i 48049 1 AR 0. B %5 RAPD A B FH 14
H A B » 30 A DR M3 B2 T ST A 380 00 2 3 0T e 2 30 PR ORI A 2 ) X 6 24 DNA Z 25k s e
PR R0 LUK 7 1 SE R FE . A0 Ervark Ed RAPD S350 K0 1 4% R A KA (19 36 51 41 DNA
ZA 2R AL, e BB A Al A0 B Ak TR BE Y 3 K B RAPD 7= ) RNk K 19 IE H RAPD 7= 4y 19 B0k 34 3
£ Singh %1 RAPD SR il £148 Ve Cd Ak H8 AT 5 3500 B S8 L ) 5% 240 M 1) D1 4 e W T e
Puglisi 4 BFJE #7407 17 % B RAPD $AR R th 4 90 40 M0 th DNA 016 I 22 06 o L1655 19 OB 0 25
G 26 i A B R RG Jy 3  RACHTA



%14 JERAE LV F RAPD 24K %2 8 E A4 5F HepG2 % o 1k B 44 € M4 69 v 111

1 900 bp

2 000 bp
900 bp

1 000 bp
750 bp

-

560 bp

500 bp

530 bp 250 bp

Lanel=7 #&K /N 34. 57 23. 364 15. 78, 10.67. 7.21. 0 mg/L [1J PQ
A FRALAN marker, Sk 3R R AL EE 45 T F 4L (1K) B & 25 Ak

[&] 3 FEK4LLDNA [ Primer18 4 #1774

KT PQ A 35X J PR 2H i R 78 A 1 52 ) 22 A i R DL AR L A 58 O AT A U A 9 — U
TAEA SR A R BUE R & A5 B BN RAPD £2R 7308 PQ A3 5 HepG2 4 g 55 4115 8 1 22 4k, 78
PQ g F PR 35 M AF 9 S0 385 AL Ja8 081 o 30K X T 2 o Rt R 38 PN A TR i PQ Bk B A BUE W st A% MR AR R 1 T
ERAREESZNAE.

ARG BN, —E W PQAFR, 3 HepG2 4 (1 56 F 2015 8 & A= 7 B 5 (0 e 2% . 5 %k R 2H A1
I, PQ AbFEZH HepG2 4B SN AH P 3 = E51 4 5° —GGAAGTCGCC—3 .5 — ACGCGCATGT —3’
57 —=GAATCGGCCA—3 v iy LB W 22 5, SR BN 14 7 Wy Fb S8 0 /b AT A0 58T (9 4 1 7= ) 7 2k
P 3E YD R PQ AL PR S L AR BE R ZH DNA {5 BA BT /D 6 HAE v BE AL BE2H  Jt iy (1% ke 2K R0 55
FEIHT 5, B e R vk B Y PQ AR SN A AL DNA () fil IR 3 B0 24 DNA (9 F2E PR /™ E FE AR SRR A 15
S R B R B ARG R R B — S S ] 4 DNA 7 PQ A FEATSE R A T S slORUEE IR 2L B
KT DNA S NI T8 RAPD B 35N AR RAPD HAR (19 58 TCie 38 7= 267 & A (B FERY)
AL FRFE W] PQ AL B G T L 4 DNA A8 SR 32 3] 7 — 8 IR . PQ AL B2l 28 T HepG2 21 i 5
PRI 215 B 10 50 B 1k AR e PR 2 i DU A g i — 2 3 S0 L 1 245 ) R ) B o R BE  iX — e PR R T
PQ kb P 2> 5S040 M o 2 Fh 7 B 2R F8 bR A AR AR AL g SRR

JH & NAR T ZE 0 R 4 B AP R U 2] PQ X A HepG2 21 M J PR 41 A8 5@ P A 67 18 52 e, 1 7R
X5J JHF 441 L ) 35 PR 75 4 AT BB S 24 IOk AT TR LB PQ g i i iR A I IR 2 DNA &8 & 259 ] BB & i
PQ A AT B
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The effects of paraquat on genome stability in HepGZ cells
by RAPD labeling technique

Tang Chaozhi, Zhang Yuling, Liu Qinhui, Zhang Ziyu, Wang Yaru

(College of Life Science, Henan Normal University, Xinxiang 453007, China)

Abstract ; Objective: To explore the effects of paraquat (PQ) on genome stability in HepG2 cells. Methods: By randomly
amplified polymorphic DNA (RAPD) labeling technique, the paper selected 20 kinds of random primers to analyze the effects
of 24 h — PQ treatment on genome stability in HepG2 cells. Results: The amplification products of the primers 5 —
GGAAGTCGCC—3, 5'— ACGCGCATGT — 3" and 5°— GAATCGGCCA — 3" were significantly different between the normal
group and 7.21, 10.67, 15.78, 22.36, 34.57 mg/L of PQ treatment groups. For the primer 5—GGAAGTCGCC—3’, two kinds
of amplification products (about 2 200 and 2 600 bp respectively) were absent in all PQ treatment groups. For the primer 5" —
ACGCGCATGT—3", two kinds of amplification products (about 250 and 1 200 bp respectively) were absent in greater than
7.21 mg/L of PQ treatment groups and another of amplification products (about 1 500 bp) was absent in 34.57 mg/L of PQ
treatment group.In addition, two kinds of amplification products (about 400 and 550 bp respectively) were less in 34.57 mg/L
of PQ treatment group than normal group. For the primer 5—GAATCGGCCA—3', two kinds of amplification products (about
900 and 1 900 bp respectively) were absent and two kinds of new amplification products (about 530 and 560 bp respectively)
were found in all PQ treatment groups. Conclusion PQ treatment could break genome integrity and stability of HepG2 cells.

Keywords: RAPD; PQ; HepG2 cells; genome stability; primer; amplification product
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