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A5 K B SR 5 R K 46.6% (53.4% o P4 Z X F AL B A R % 34 454 Hardy-Weinberg 47 (P>0.05) , 12 & B 72 B 515 K B 97 % 04
2008 2 9 2 (P<0.05). 5 TT B AR L4, TC ,CC & Mk & A& NSCLC #9 4713 An 7 1.179,3.122 4 [FLAL L (OR) 45
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& A NSCLC # R e 2 %] 3 An 7 0.371,1.328 4 [OR £~ # 4 1.371.2.328,95% CI 2% 4 (0.927,3.428) . (1.249,4.622) , P<<0.05],
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Correlation Analysis of ADPRT rs1136410 Polymorphism with the Occurrence of Non-small Cell Lung
Cancer in Han Nationality from Northern Jiangsu

HE Weiping', JI Huaixue', HU Shuqun®, CAI Jingran', TANG Huizhuo', PEI Dongsheng’, DU Xiuping', WANG
Yan' (1. Dept. of Pharmacy, the Affiliated Hospital of Xuzhou Medical University, Jiangsu Xuzhou 221002,
China; 2. Institute of Emergency Rescue Medicine, Xuzhou Medical University, Jiangsu Xuzhou 221002,
China; 3. Dept. of Pathology, Xuzhou Medical University, Jiangsu Xuzhou 221004, China; 4. Oncology
Center, the Affiliated Hospital of Xuzhou Medical University, Jiangsu Xuzhou 221002, China)

ABSTRACT OBIJECTIVE: To investigate the correlation of ADPRT rs1136410 polymorphism with the occurrence of non-small
cell lung cancer (NSCLC) in Han nationality from northern Jiangsu. METHODS: A total of 283 patients with primary NSCLC of
Han nationality in Northern Jiangsu were selected from the Affiliated Hospital of Xuzhou Medical University during Nov. 2015-Dec.
2018 as NSCLC group. A total of 210 healthy subjects underwent physical examination were included in control group. PCR-RFLP
was utilized to determine the genotypes at ADPRT rs1136410 locus. Logistic regression model was used to evaluate the effect of
polymorphism and its interaction with smoking on the occurrence of NSCLC. RESULTS: There was no statistical significance in
age and gender between 2 groups (P>0.05). The proportion of smoker in NSCLC group was significantly higher than control
group (P<<0.05). TT, TC and CC genotypes were detected at rs1136410 locus of ADPRT gene. The frequency of TT, TC and CC
genotype were 41.9% ,44.8% and 13.3% , and those of allele

S WLBISCE . BIFCHr I WG E25 T2 . HLiE + 051685806335, T and C were 64.3% and 35.7% in control group. The
E-mail : xmghwp@163.com frequency of TT, TC and CC genotype were 21.6% , 50.2%

HREMEE . AT 200 BT Wi S . ST I I R 2 and 28.2% , and those of allele T and C were 46.6% and
BE2E BTG :0516-85806335, E-mail:xzwydd@163.com 53.4% in NSCLC group, respectively. The frequencies of
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genotypes in 2 groups were in accordance with Hardy-Weinberg equilibrium (P>0.05), while there was significant difference in

genotype and allele frequencies between 2 groups (P<<0.05). Compared with TT genotype, the risk of NSCLC in individuals
carrying TC and CC genotypes raised by 1.179, 3.122 folds [OR««=2.179, 95%CI (1.435, 3.309), P<<0.05; ORcc=4.122,95%CI
(2.401,7.075) ,P<<0.05]. Compared with individuals carrying TT genotype, the risk of NSCLC occurrence in non-smokers carrying
TC and CC genotypes increased by 0.371, 1.328 fold [OR«=1.371,95%CI (0.927,3.428),P<<0.05; ORc=2.328,95%CI (1.249,
4.622) ,P<<0.05]; and the risk of NSCLC occurrence in smokers carrying TC and CC genotypes increased by 0.928, 2.182 folds
[OR«=1.928,95%CI (1.257,2.957), P<<0.05; ORcc=3.182,95%CI (1.760,5.754), P<<0.05]. CONCLUSIONS: The rs1136410
locus mutant genotype of ADPRT gene is the risk factor of NSCLC in Han nationality from Northern Jiangsu, and smoking raises
this risk of NSCLC occurrence in individuals with mutation genotypes of ADPRT rs1136410.

KEYWORDS ADPRT gene; rs1136410; Single nucleotide polymorphism; Non-small cell lung cancer; Correlation; Smoking;

Han nationality; Northern Jiangsu

It P 2 T A A 29 2 R B0 e e s (A g
Hodr ) HE /N 41 Mg fili 4% (Non-small cell lung cancer,
NSCLC) 2y 5 85% , HHAf 2w K2 & 2 b T,
HERFARIS MOL RSk £\, AR A
M, DNA & fig J1 T B J& 51 & i (4245 NSCLC) iy &
PR H 2 — , DNA & & i 142 3L H (1) B T R 2 1
(Single nucleotide polymorphism, SNP) i S 2 #/1{A& DNA
&5 BE 1T B, FR 10 £ 5 T IR 1) 2 e . R R
TR BEEE AL I (ADPRT) MFR R IR R — WA b
FE R Tl (PARP) , 4wt B K (ADPRT) /& DNA & & %
B EENBE LN, BEE SCHIRIE XA 2
A5G BNE I Sy S AEAE DG SNP A7 A, AF SR 45 /A
— B s 1136410 SR MF ST R 2 —, HigAr Al
BT i A P XUBSE Y (L T AR A 50 P8 1 A A 2R,
Wang X ZEUIBFSE & R, ADPRT KK rs1136410 37 55 2 2%
PES IR AE I A BT 0 & A TE e . Qin Q &5
T8 IZAT A5 22 25 T S B N TR & 2 A AU 384
INTIEST=0 1PN 3l L da E v O = N [1 =B N0
ADPRTHEH rs1136410 40 15 22450 ] 751 b X DU
NHENSCLC G B 52 i i A DG s o Ry ik, AR 5T LA
R NBE WXL, YR T ADPRT % [
rs1136410 1y 5 2 54k 5 HNSCLC & A= A 61k, B 7E
i NSCLC H AT B FZ Wrgibs i) S48 1S %

1 #EREAZE
1.1 RIS

ABIFSE AR BE AL 2% B T8 B B i PR 1 3 12 PR 22
B4 T AR ) (B . XYFY2018-KL023-01) , BURE i
P 2R B Rl S A8 T RS R .

1.1.1 NSCLCH #EH(20154F11 H —2018412 HF
N R K2 B i B B i 0 5 & M NSCLC iy 75 b b
X 4 283 101) , M NSCLC 4 . AN ABRE : (1) 443> 18
%5 (2) DU 5 (3) TCIMZR K FR 5 (4) A g PR~ Fll/ sl 2l 212
o 2112 NSCLC (Anfili i i fies 55 ) o HERRARE :
(DA M s 5 (2) ez FARBS AT F 45 ()
A ™ F e AR R , JCi 4 il 1 5 i e, fedlr 6 7
A Bt Ty 3ty GO NUESESE ) # . i, B3k 182
B, Pk 101 6] 5 4R (60.50 + 7.32) % A& 176
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], AEWR AR 107 151 fitdas 176 151, idas 99 ], IR B i
B 841 TNM 30359 T ~ T 8043l T ~ IV 1 203 1],
1.1.2 XPREZH BEEW M % B UET 7 AAG g & 210
B AT HR AL . AN ABRIE (1) PAKG 25 51 g fd B, TC i
Jed FN/BL N 530 B AR VS ; (2) 5 NSCLC 48 4% LIl
K F 5 (3) MR L HJE NSCLC i o 5 (4) LHIRAHR
b P A PR 2R A s 5 (B5) A% 51 5 NSCLC 21 /8 3
VERC . HEBRARME: (1) A7 Mg s 5 (2) =LA EIR A
Jiggg s 3, Hiep, BV 131 ), £tk 79 ) 5 S 2 4R i
(59.74 +8.85) % s AR 101 91, AW IR 109 43l
1.2 H#ERgE

AHIEFE R BB S A7 5 32, SO e S P A 373
A OPNBE 379 IR e o | IS 5 N S
4 RAENSCLC H B E 2 E B .
1.3 ADPRT%[E rs1136410 fi & & #5446

BT A 5238 SO R #5 ik i 2 mL, SR FH Ezup A
ML 41 DNA fh# R & 24 T4 TR (i)
BRA W11, -2 IR UL 3R B DNA, =9 B T — 20 C14#
17 o R PR A T S - B R B B 22 284 Jr ik
(PCR-RFLP) A7 5L K43 Y I A TAEY TR (L
) A PR A I A s, LS|4 : 5’ -GTTCTTC-
CACCTCTCAACTCCCCCA-3', Fii51#1:5'-TGCTGC-
TATCAGACCCTCCCCT-3", JZ i f& & (£ 25.0 pL) -
DNA £ 47 9.0 pL, 10 x EasyTaq 2& #1# 5.0 pL ( 7% 20
mmol/L 584k ) , 10 mmol/L dNTP 5.0 pL, 10 pmol/L |-,
TG 945 2.5 uL, 5 U/uL EasyTaq DNA Polymerase
1.0 uL (B b R 5 1 99 # DNA B 41, Hi4 4 B
It eXEAEWHARERAF) . VA 94 CHiE
P£5 min, 94 “C751 30 s,62.0 “CiB Kk 305,72 CLEMH30 s,
72 C P IEAR 5 min, 2 30 MFIR . DI B W AR R (HE
20.0 pL) : 10 U/uL Eci | VIR 1.0 pL (3£ [E New Eng-
land Biolabs /A ] ) | 10x i 1] 2 #h ik 2.0 pL (35 [ New
England Biolabs /A ) .0.1% 4= .34 114 11 2.0 pL (4
TURH2 AR TR B F]) JPCR ™4 10.0 pL KR AL
ZE7K 5.0 uL, IRAIE T 37 CHfk 12 he B4 10 pg,
17 2.0 % B AR FHEE RS L Pk (R £ 100 V, B[R] : 40 min) , F
1600R 7Y % I8 1l 15 7 40 (il RRERHE A FRA R Bk
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15, 1 A5 R R T
14 SitERE

K SPSS 19.0 # A X it #1758 10t o R
B0 B e A 36 3 AT A2 1 3 56 TR R0 00 o 2 5 4 5 Har-
dy-Weinberg V-7 . THaFR DL x £ 5 KR, 4B HLECR
FH ek 5 5 THECFORH A BB R KR, 28] HEBCR FH  fa
5. #57 Logistic [MHE % 534 ADPRT £ [H 151136410
7 i 2235 SR e AR W AE G, DA R AR S )
W4 50 R 1E S A G B (OR) #1195 % -7 IX 8] (CI) 267w
AXS GRS BE o BT GE 1 35 35 2 AU AR 2246 3, P<
0.05 W EFAGITFE L.
2 #R
2.1 —f&ER

W2 3230 (AR MRS e, 2 R s R
SL(P>0.05) ; 1fii NSCLC 2 W AR & Y L i) (2 3 v T X A
M, 2R BEIFE X (P<0.05), FEILE 1,

x1 WAHAZRE—MIRILR

Tab 1 Comparison of general information of patients

between 2 groups

. A1, 1 (%) A= TR B1(% )
Bkl n T TR (v +s), % BT
pogtl 210 131(624) 79(37.6) 59.7418.85 101(48.1)  109(519)
NSCLC# 283 182(64.3)  101(35.7) 60501732 176(622)  107(37.8)
ily 0.194 0.602 9.729
P 0.660 0.753 0.002

22 EREBSHER

$2“1.37 W F )7 45 ADPRT %: [N rs1136410 {37 5,
PCR 4" 5 7= Wyt K /N Ay 311 bp, 4 Eei 1 BEEI 5, BF 4=
(TT) BUREYI v Be i) K/NA 311 bp, RAE A+ 4 (TC) AUl
YIF Bei R /N 311,236, 75 bp, 28748 4li45 (CC) E i 1)
J B RN 236 .75 bp, TEILIA 1,

M 1 2 3 1 5 6
¥ :M. DNA marker; 1 .6. CC#Y;2. TT#;3~5. TC#!
Note: M. DNA marker; 1, 6. CC genotypes; 2. TT genotype; 3-5.

TC genotypes
BE1 ADPRTEEEGYI=HAEIKE
Fig 1 Electrophoresis of ADPRT enzyme restriction
products

P & L] DL ARS8 LG Y ADPRT 31K rs1136410
AL 3R FERI AL TT TC.CC Y, Hovp, Xt BE 2 24
TT. TC. CC B 4 & 4> % Ky 41.9% . 44.8% . 13.3% ,
NSCLC 41 # % TT. TC. CC B! Jii # 73 3] Ky 21.6% .
50.2% .28.2% o Wi 2H 521 4 B I RUR A 4 75 5 Har-
dy-Weinberg “F-fif (P>0.05) . WIZLZ i # bk Ik R AU K
ST LR A, 25 S A et 2 L (P<<0.05) , 1
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Tab 2 Comparison of the distribution of ADPRT ge-
notype and allele between 2 groups [case( %) |

s R SR
Bkl n

TTH# TCH CCHl T C
e 210 88(41.9) 94(44.8) 28(133) 270(643) 150(35.7)
NSCLC# 283 61(21.6) 142(50.2) 80(28.2) 264(46.6)  302(53.4)
7 951 30227
P <0.001 <0.001

2.3 ADPRT £ [H rs1136410 {i &5 £ 751 5 NSCLC %
0L Pk

Logistic [FlH 43 #7255 878 , ADPRT 3 [F 151136410
PLEZ AP S NSCLC M AAA &, Hi, 5 TTHIAAK
e, TC BIAMA % 4 NSCLC (KU 1 1.179 4%, CC
RIAMA & A NSCLC 1 R AN T 3.122 /% , 2 R I94 4t
THEEL(P<0.05), IR 3(FRH, “ * "FRES AL
SRR ] R SR AL )
%3 ADPRTEE rs1136410 i 5 £ 74 5 NSCLC %

AR
Tab 3 Relationship of ADPRT rs1136410 polymor-
phism with the occurrence of NSCLC

pgisnd) OR(95%CI) P OR*(95%CI) P
TTH 1.000 1,000

TCH! 2.179(1.435,3.30) 0.001 2.620(1279,5.364) 0.008
CCHl 4.122(2401,7.075) 0.010 3.895(1.606,9.447) 0.003

24 ADPRTEErs1136410 i S Z M ESRENZE
{EFXT NSCLC & 4892200

REAEOT R R B, W AR 2 175 & NSCLC 1) 8 22 BRI A
R AR5 3 — 53T T ADPRT HE R 151136410 {37
2SS AR S B AE X NSCLC & 4B RS, 4
R IR, 5 ADPRT 51X rs1136410 {37 &5 TT B AS W 414>
IR LA, TC BYAS I A0 A4 & A= NSCLC 1y U 34 i 1
0.371 4% , 1 W M8 A A & A= NSCLC i XU 34 in 1 0.928
¥, ZE S WE G E L (P<0.05) ; CC B A A4
7% 4= NSCLC fo JRURS 38 i1 1 1.328 4%, i CC R 46 414
J&HE NSCLC RS T 2.182 4% , 22 A Bt
X (P<0.05), FEMLFAGGEF, “ * "RIRIZS LR
P IE )
3 Tt

ADPRT J& 5 41 DNA B A L, e T A8
A 1q41~42, Hgmpd Z BRI BE 2k 113 kDa, i Z ikt
6 N 7 S5 RA I A A, T X DNA i FT R TR kA8
52 DNA e By Ir 24451451 o 467 Tz B A 17 A1 i
F B rs1136410 47 s T & AEE R L RAF (RIS T 5 C &
e, S50 10 45 2 TR AR IR AR ) |, 1 B4 5 7 ) AD-
PRT it £ 25 #4352 [R) A 52 & A ehc 72, ol 45 L0 M
Ik \DNA & 52 E 1 N B, S 8 I b Jgg & A B XS
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&4 ADPRTEE rsl1136410 L A S HMEERENZE
YEF3F NSCLC £ £/

Tab 4 Effects of the interaction of ADPRT rs1136410

polymorphism with smoking on the occurrence

of NSCLC
JHRA OR(95%CI) P OR*(95%CI) P
TTRARIAE 1000 1.000
TCEUNMMME  1371(0927,3.428) 0.007 1.365(1.254,3.349) 0.008
TCRIA A 1.928(1.257,2.957) 0.003 2169(1.423,3.304) 0.008
CORURIRAIME  2.328(1.249,4.622) 0.001 3229(1.219,6338)  <0.001
CCHI M 3.182(1.760,5.754) 0.003 3.931(2.281,6.775) 0.001

Bashir K 5% & BE, #5415 28 A 4l 41 (R CC 7Y i A4~
AR AR 8 1 XU G 5 Alanazi M SE R BIFY 25 51
FH A R 4o A1 (B TC BY) B 7B BT R A AR f#
R CPL AR 0 IXURSE 38 1, B R %A PT RE S5 e () K
Ko A AR Tz i 2280 5 E AL
DU N B NSCLC & A= I Al 56 o A BiF 5% 2R FH PCR-
RFLP #3546 H T ADPRT 3K rs1136410 i &5 TT . TC .
CC 4 3PP EELAIRY, W 2H 37 1205 25 BRI AU R S Ao KL LR A1 4%
Pk, 22 ST 2FE X Logistic [0 5434 45 11 @
T A R SRR S G TN FR 1 I A b DU A NSCLC
KA RS, AR FL A (TC . CC Y ) Je 5878 S5 S [H
(CEEN L) JE NSCLC £ A M FER T, SH5emoen
ZERIIEARE 2 BE NN, T e 52k
A [ I8 AN [F] RGO 5 55— WL A] B 5 52 1k
B AR I B S TRAT O

AN T 6 & B, NSCLC 41 W5 1A 3% 14 L ) . 2%
o B, Ot — 250 BT T ADPRT 3L rs1136410 {7
S R RS S5 AR Y 52 B X NSCLC & AR Bsm . 2
RRI, #57 C SR HA AR 53 i NSCLC
4 JRUBGE R S 3 48 0 . Zhang X 28U FSE R WR0R AT
FHENN ADPRT JE A rs1136410 37 15 58 725 4fi 45 T A A fi
SE IR P DRI, L DRURS: B W AR i ) 3G i 5 Anil S
SR S B, W AR AT 3 ADPRT £ 151136410 437 15 CC
FRUAN A AR 1T s s 1) JXURS: o (RIS AT SRk L 380 711
(AL = B0 P ) vl H #2510 DNA 28748, 7R BE 4 1l
DNA 852 i (935 1 A DNA 185 B 7, TG M
JEIE & AR B AR, FR e T L BREE - 3 [R 52 AR G
NSCLC &A= W52 AN GE Z A0 , WA & 5 30 ADPRT 5: 1A
rs1136410 37 5, 2R A AN K A NSCLC il HE ZE 5 N £
A EARBLI A it — IR UESE

25 [tk , ADPRT N rs1136410 437 5 98 728 vl 341
T [ J5 b H X DU AT NSCLC & A= il XU , H W 40 AT
i — DB 35 2284 & A NSCLC [ XU o {HLFH
TFARMFFEREA T /N, AL KA RN ik
5T LIRSS, ik — 48 7R ADPRT 3L [H rs1136410 i/
S RAS ST HR R RE S RS PR I A 4 AL
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W E B ALRTOERSEEARLGYNEFERBELAS . ik AP EF A o) PR SE BB A I K e T
4T7MZ 7B BT R B R R R R B iR 12515 B N Access 2010 BRI 24 %}3& ARG ) i B3 e gy ) 0 R 2h ik
B A WRARSN R, 53 go3t B PRSP R 75 7 B 6 9% 9% 69 SR 4 ; SR B SPSS Modeler 18.0 2k 44 ¥ &9 Apriori SL ik 54 T & F 49 5 o
:&ﬁ BB FT IS, BR EANSLEFTHFAN8Y, P 428 A RIRF 7,33 G AR 7,38 AT MR X T 5h A 64
FR o PR H TR T 6 gk R R IR BB R R SR A 2R T BT KRR SR B B P R R MIRSE
AT 7 A 2B TR Emm TG R, ERRF AP, BATFRAAILES LD 2B FLT, ARM. 52 5K
F L ESNR T AP, BT R RARR T Sk A R R ST A A, BATLARZHBBIHBEA, B
VEREAD R A £(ET7.97%) . 45k 2 BT 697 M 22087 Rk L3 FUSIR R AR RS , BT840 B 37 VA B IR JEL AT 2 77 ¢
Z K. LETFTEINAF R P S BRARFRIRIE R SR AT A P % BARE s g . ok, R k) DT R AR
JER MG E B,
KA DT A hRR; 2 bR 0y AU ) Apriori Bk

Analysis of Medication Rules of the Prescription Containing Strychnos nuxvomica in the Dictionary of
Traditional Chinese Medicine Prescription

SONG Yunyan, DONG Wei, LIANG Xinli, OU Liquan, LIAO Zhenggen(Key Lab of Modern TCM Preparation,
Ministry of Education, Jiangxi University of TCM, Nanchang 330004, China)

ABSTRACT OBIECTIVE: To provide reference for the clinical use and dosage form development of Strychnos nuxvomica.
METHODS: The prescriptions containing S. nuxvomica were collected and sorted from the Dictionary of Traditional Chinese
Medicine Prescription, and then formula name, prescription source, name of treatment disease, composition, usage and dosage,
medication route were input into Access 2010 and database was established. According to the usage, these prescriptions were
divided into internal use and external use, and the frequencies of diseases treated by internal/external use prescriptions were counted
respectively. Apriori algorithm of SPSS Modeler 18.0 software was used to analyze the drug combination rule of compound
prescription containing S. nuxvomica. RESULTS: A total of 78 prescriptions were included, of which 42 were oral prescriptions,
33 were external prescriptions and 3 were both oral and external prescriptions. Internal prescriptions were used to treat diseases such
as atrophy-flaccidity disease, arthralgia, hemorrhoids, anal fistula, bones and muscles pain. The external prescriptions were mainly

used to treat skin diseases, tumors, lump. Internal and external prescriptions could treat sore, injuries and fractures. In internal
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