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The Effect of Regulation of Toxicant Metabolism on High Incidence of

Lung Cancer in Xuanwei Area
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(Genetics and Pharmacogenomics Laboratory, Medical School,

Kunming University of Science and Technology, Kunming 650500, China)

Abstract Xuanwei city, Yunnan province, China, has a high incidence of lung diseases (especially lung
cancer and chronic obstructive pulmonary disease), and has the highest mortality rate of female lung cancer in the
country. Therefore, it is particularly important for local residents to understand the causes of the high incidence of
lung cancer in this area. The occurrence of lung cancer is often the result of the joint action of environmental and
genetic factors. In this area, bituminous coal has been used as living fuel for a long time. Both the burning and
smoking of bituminous coal will release a large amount of PAHs (polycyclic aromatic hydrocarbons). The metabol-
ic process of PAHs in the body involves in the role of various toxic metabolic enzymes, and the gene polymorphism
of toxic metabolic enzymes will affect the susceptibility of individuals to lung cancer. The purpose of this paper is
to explore the polycyclic aromatic hydrocarbons metabolism in the body, the polymorphism of toxic metabolic en-
zymes gene and the influence of genetic susceptibility on the high incidence of lung cancer in Xuanwei area.

Keywords toxic metabolic enzymes; gene polymorphism; genetic susceptibility; lung cancer
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[benzo(a)pyrene, BaP], PAHsA £ Jf: 3% A 5 1, X 4
FELE T IR BERI A I 55 o 16 7Rk & gk N AR B
Ja, WA mYARUTEE B, 4 REAE O LA
SR B AR R, 7,8 -9, 10-FR S AL K
F¥[a]tE(benzo[a]pyrene-7,8-diol-9,10-epoxide, BPDE)
FO, KESEH LAY 2 SDNAZ &, T DNA
In-E4), 386 RCE R G AR, 11 5] L 3L PR SRk )
MU, g AT BUERE R AED . JERE AT AT 2 IR A
FOAB AL R ZR LR B 45 5, £ BT, AH R
N, ANE N e () 2 Stk ] BB AR KA ], 3X 15
A 224t foe B 5t e (0 AR 23 AN 5 ) B 55 ) e A
FEA 9%, b5 i (R4 B St Ok

1 EE R AR E R
1.1 HFYMRHEESHE

AER IR AT I 2 Ak T, 202048 37 1 i e 9% 451
29220 7551, AR T FLIRSE B il 1AL g it S
BRI B B R 2 A8 O, RN 2 S IE R
B s e O, BaE AR EE 5 AMEEUR P
TSR BEAEIE, dhm s B s K AE S K E.
B AU B 20 VLA B AN TLAR B, AR 1AL & it N
N J5 B2 5 PR D AR s B, e R A0SR TR 7 ) 8
I RILUAF Wl ) A R A P

AH 16 72 T 16 A AR AL & WD A AR 9k A2 5 —
R BLIIEE, 7R A R SO FR R, ARG PR K
fies A, LRSS, Hrp— SRR A . &
B BRI R NINES o, 2 BOAMRE R
A, XGPSR TS Y2 BGE R NI
RSy T, S DNAZAL 05 ¥, 4 (3 P450
J& T, B — A E AR KR, fHECYPIAL,
CYPIA2. CYPIBI. CYP2EI5Z PR T.H", 5
B 22 b AU AN AR o A I A

LIAH g 2 PR A A MR AL A D EAR N R AR 28 00
S LIPI R, ELHE N- B #4572 I (V-acetyltransferase,
NAT). UDP-] %j 4 i 1% ¥ #% i (UDP-glucuronosyl-
transferases, UGTs). 7+t H JIK-S-## i (glutathione-
S-transferases, GSTs)25 2 FPA QR FEIIAH fe B ik
T, FHILAH B AT 75 5 0 45 6 OB e % T PAHs R 1
AR Y R A AR = ) S0, I L RE A 3 i r 1A AR 44
FEPNIRISE KA, 3 B2 Gy LA . GSTs /2
— R AEPAHSAC S ok % b R 4% 5 L /E H (INITAH I, 9
TR GSTo ik R B 55 it Ji o UG 1 O &, Wi 90 N

53R FH 9 6k BRI 7 07 vk, 0 B R 1224 il e
FAE FN1224 0 B8N B GSTM IR GSTT1H: [H Y gk
177 40 b, B 9036 B 5 2 Al AR /K ST R (< 130 )
GSTMIFEYESZ R F M L, B KA R i GSTM 1
99 14 52 X 2 K i e 1) LR 384 i (OR=1.8, 95%Cl:
0.8~4. 1)), &5 F R W GSTo I 55 (K] 22 25 1 5 it XIS
MIEE A %
1.2 PAHs5HH#E
1.2.1 PAHsx Z g T & 69 %A  PAHsZH&E
2. AR BB L BRI R — R R S S0
v, eEFEZE. B JE. SR EY, BT
RZ W I () b, 75 5B, PAHSIIRIEA £
Pl A, B ZRIE T MR A 58 A A B AR, A
WFFER A, AATTHE AT RE 3 I e 5 A TE A 5 IR
PAHs!", 1X SeA71E T IR 5 TR R AR AG B WA B 1%
A, HENN A 5 B2 TR Bl AN LA i 6 50 Bk
fige 23 S5 AR AR R A 2 7= AR LA AT 35 1 Hh TR
B

BB, ANMUEE =S5 RSS2 i
IR K EIPAHSs, K8 5 T IX SR 24 ]
RE 2> T B 72 IDNASG A7 121 51 R AE . PAHSTE
A N B0 FF B D 2 52 A (aryl hydrocarbon
receptor, AhR)iE 12, AhRJE — Pl 44 5t IC A4 07 1) 1%
AT, ERARARNEL T, 25 MmEaiRA
R E BB AN 2 N AR ANPAHSI, AhRKE A
EHREAE EVE, 5 HEARIPAHSE: &, A
A, 55 05 B R 2 M % 7% A3 B (aryl hydro-

carbon receptor nuclear translocator, ARNT)ZE: & 1,

FR T RAK, JREE A B IR S 3T EXREF A,
EHECYPIAL. CYP1A2. CYPIBIZ:FE N 4 5507,
TEA ML, 75 & R 2401 Kl (aryl hydrocarbon
receptor repressor, AHRR)FI AhR5 ARNT 3% 4+ 14 45
&, A H R 509, CYPIALL CYP1A2,
CYPI1BI45 & [ B 68 % BT PAHS, 7= 4 2 i 2L A 5
PER) 2R AR 4, JF 5 DNA%E &, 12 SDNAN
GV, FEEERE 5 RIE . XA =P HE
i K SETA B ), TR 2 SR AR R (1
frR B, ERE SIEMSE TS, TR REEYEsE
FACE WD, 0 1 5 SR S IR K I ok k4
fi R, B HAE AR AT,
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P T R RVRRAE, 0 3G o JF ke it i s ) O 6 Js i
FE AR, T AL B RN, B b
Rk, KR4y B CAMRIEAE A — A= SRR, S AR
RSB BUK B IPAHS, I12KIf(a) B, 75 (b)) B,
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TE R A AL BRI SR M AN B0 M B & 5
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SRR S 2R T SRORL BT R TR 2 2 34 05 IR (N-
PAH) R FEHEAT T R A B, 23 Sl FH AR eI
P RSN A TR BORE TR TBUFIN-PAH VR FE EE R
22:1.2:10 S E S HE 2 JE B BT FE R B, A8 F
SR 55 R 2 AR 70 2 2 T AT il 1) 5% IRV 43
Il R 18%F120%, 111 A5 FH I ME R 7 1 55 14 R 2 1 ()
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T 3% BH 5O 50— P B T e A T e S
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A40Z MEUE BT, b 5 i S VTG 2 2
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G0, X EEFEU M TORS 2 40 SR LR
DNA, {72 A5 3% 6 Jort 5 DR PR DA B 40 22k K] ) R A
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CA T TR, BECE PEROR AR AR, 2k
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M I X B T 3025 SR | N A TG G MR A
o8 DRUS: 2 T8 ) 5 R AT VA A B, 30FE AT E 2R
15 G AT B IR I Ja RN, R 1 B2 W AR 0, (H
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e 5905, M 2 (1 16 352 8 Ok, T
MR LA K = T 0 5 i S T K T I e ) 9
%[35]0
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e
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AT E I FE R W, BT e AN S I
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) Lt SR JE AR B, it AR I Lo VS R R e Y
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AWK, CYPIAI. CYP2EI. GSTMI .
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A SoF it i B FG Ath i R 1 5 SR PEROSI, gk 81| 7 A
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GSTM 1L K] 22 75 PR A0 i e U 11 06 R, 45 SRR,
55508 HE AL AR L GSTMIT R 5% 55 D5 B N A6 it e £ )KL
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% 58 = (OR=2.71, 95%CI: 1.20~6.11). 15 g
A7 00— T50 LA N T S 2 el )97 4970 o HELAFF FC B AE R T
GSTM IR 5 [ifides 1) 5y I A DR, s AR g 1)
B[R 2 25 PR ] DL AR U B 3 1, AT 5 A L AR
T AR LA A P 2 17, 3 77 5 350 A il e JRU G 11 22
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T 0 N GO0 B0 8 3 1 T s 0% 34 265 IR DG R AT 7 3
1717 —IREEFE T, 45 KR WCYPIAL 154646903
CYP2EI rs64134325% Z A7 f 748 S5 55 il (1) 5 Jk ik
B, BIF TN SRR T e s N Rt HE 4
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5 il 41 ) GSTM T 2k 28 W I8 1 T o) HE 4197,
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FE T — RER AL T 5 A T Ml A O 1) 5 DR 2L, )
FR S GSTMIA I NFEAH EE, GSTM IR NHT &
It g P PRI 164 0, -t P 20 15 A 2 A Il 1) R O 22
A5 i g 1R RS 3 A %
22 ERFE-IMEUREE-EENRZEERSHE

it PRS0 R 3R LI R 2, MR — MR R
L FE, 1652 B 2 Fh R R im0 5 R 5 IR DL &
PR 5 R 1) A AR R SR ER T e e AR S R
J&&. GSTsNPAHsfRM I FEH IS, il i 2
R H K o8 P R =4 & ok KAEMEEE AR, 2
By FIATIG S QL R, GSTsHI I H (it E £
A5 M AR ARG, (B2 B TREARE. IS
DA B35 D] 2 55 i IR a4 0 SR AT 7 R LI 45 R FEAS
Gu—, N T e E N GSTTIFGSTMIZ R 5
it et RIS 119 % R, I FE A1 10 78 718 A R GSTa 5 [A]
5t OSBRI FE EAT T — IR A 53 #r, AR BH
GSTM 15 GSTT1 5™ & [K 6k 2k 55 it Jag 19 JRU RS AH O,
H.GSTM15 GSTTI X 7 55 R B b, 5 il (1) 5 S PR
JE(OR=1.29, 95%CI: 1.03~1.63)"2, 7E b E1E A B
HEAT I — U FC B 2R B, GSTT I8k 5% 3k K] 7 %f i
Jo6 18] 5 IR B v, 9F HLGSTMIMGSTTIHk k% 35 1] 7Y
{10 25 [R5 DR A8 LA 5 it 1 vy XURSE AL G377
— IR MR HAESE T, GSTMI 5 GSTTIFH: R £
A5 BB A FH -5 i (1 DRSS 389 0 A DR, X et
FUHGIE I T R D8 5 2 R 1 52 B F 5 il 1) 2 ik
HR.

" T 8 T 5% TR 4R P T RE S PR BT A R
L G IR G, BUR R E A EAE R SR, A
TR GSTMIEE R 2 75 1% 5 il s 5 1 PR 1 % &,
W 70N LA B G AT T — 205 B BRBE 5T, 45 IR
2 B 55 50T LA EL R J8 MR 2 1 o 25 I s 1) IR
PE(OR=3.78, 95%CI: 1.65~8.65), 1 H. #X k¢ 18 4 F1
GSTMISEH A A EH, GSTMIZER Bk H Ik R%
S5 58 T geg 1 XU B 5 (OR=9.23)1#41, i 4 45 05%)
FEE BUEAT I 53— WUE 5 K I, CYP2ET C1/C1EE ]
A5 PR e SR B GR 38 B BRA AR, #2 Al 2 i
Pt ) XU 14 0, FLORME 43 531l 93.492F15.700, H % 5
HA G123 L(P<0.05), 3 0 5 DR RN 55 (1) 47 B
A FH £ 8 o 28 e 1147 XU o

AR A W 70 HR RO S i Y T KR
Rl 25, (H AN 2 BT A 1 R 0 & 0 42 R8s, K &4
15%~20% (1) it i A 75 AN IR ) N H B, 3 33t
HF T il e 50 W0 11 5 S AR AR AR 22 57, X B Ak
Ty Ik 22 Tl e R e 8 A% 2 R4S R A TR
UL A 5 CYPIAT MispIZi IR 22 25 %ot v [ N0 A8 il
I (1) RS & BAFAE RS VR, DR EATEAT T — X
AL 13T T 25 2500 AT, 45 AR 5 CYPIAL
Msp IR 22 75 VE RE 08 166 309 0 SR iies 1 U BT K
BB CEUESE, GSTS) AN BN 235 M 5 il e
)RR LA AR D, LIRS 3 6k 2.1 7451 /N 41 g A
J& (non-small cell lung cancer, NSCLC) & # Fl1 198
Xof B AR ) BB AT B DR 2 B, AR ILGSTM I
SN 2 A5 15 e B S A 56, T HL R B e 2
GSTM (1WA 25 K8 e P XU, BE 1 o

3 EESRE

BT T e A B0 SR R B R A, AN S
T SRR S5 SRR R 2R O%, b B R B
iy DR S PR R A R AR . FRBRIR 2R AR A
FUASEE R IR B A A8 BAE AR H R A
SRR EEE EEEN. KEMPTTCLIESE, 3/
5 A (I PAHs L B Jak i it 11 XU 38 A5 oK, T PAHs
TEAR N IR AR 75 B AN B A T P s B A 2
YEH, BEIh e 2 = A= S50 03 14 A Ta) 7= 42, {52 i T
ARG 2 TR 1) 2 25 1, A8 AN R AN 2 Tl AR g g
Rl P Ik AN ], B T AN, 32 5 e 3500 4 o 1)
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1) 22 25 1 5 5 g T e (1 5 S A 0%, AR A
FER G 2 &1, GSTM 15 GSTTIE R FE R Y 22 |
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