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Table 1 The relationship between general character and the ratio of tumor-decreased-size

$FHIE Situation LGEA filgRi 1B 4% t p
Case Ratio of tumor-
decreased-size
531 5% Male 102 0.3448 +0.1960 -0.27 0.788
Gender % Female 35 0.3550+0.1780 - -
% S & Yes 95 0.3755+0.1775 2.643 0.009
Smoking 75 No 42 0.2840+0.2068 - -
ipe fif%% Squamous carcinoma 87 0.3643+0.1919 1.368 0.174
Pathology J#J& Adenocarcinoma 50 0.3181£0.1876 - -
IR 5 3 I 9 0.3850+0.2626 0.404 0.806
Stage Il 26 0.301940.1794 - -
il 70 0.342340.1827 - -
\Y 32 0.361310.1948 — -
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LIG4rs1805388 ) CC.CT A1 TT F: R A7
Jib 983 3B 45 3R 4 B J2 0.3395+0.1802. 0.342 +
0.2106 A1 0.5038 +0.1892, &5 Z 431, F=2.142,
p=0.121, 3 FPREAI R MRR 4 R T Gi 22 o

{HZ: LSD WM LRI, TT FEPH AR iR 46 %
BT CC # A AL, p=0.041. HSPB1rs2868371
GG. CG F1 CC % [F YT MR iR 45 2 7 il 2
0.3454 +0.1932. 0.3487 +0.1998 H1 0.3487 +
0.1652, 275 ZHT A1 LSD MM LLEs, RAHL 3
PR 2 WA G %2R (IR 2D,

F 2 LIG4 M HSPB1 B BIZ R E 4 5 3 /)N B o i0TT IR iR 4 4 I AR SR i
Table 2 The relationship among genetic single nucleotide polymorphisms of LIG4 and HSPB1 and the ratio of
tumor-decreased-size

FEF Y Genotype 1%L Case iR i N2 F p
The ratio of tumor decreased size

LIG4rs1805388

CcC 93 0.3395+0.1802 2.142 0.121

CT 38 0.342+0.2106 - -

TT" 6 0.5038+0.1892 - -

HSPB11s2868371

GG 54 0.3454+0.1932 0.005 0.995

CG 62 0.3487+0.1998 -

CcC 21 0.3487+0.1652 - -

FE: 7, LIG4rs1805388TT 5 CC SR RAN AL, p=0.041.

Note: ", LIG4rs1805388TT genotype compared with CC genotype, p=0.041.
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Relationship between genetic single-nucleotide polymorphisms of LIG4 and HSPB1 and
the ratio of tumor-decreased-size by radiotherapy in non-small cell lung cancer

LIU Dan' GUO Genyan' ZHAO Yuxia' BAI Lu’
!(Department of Radiation Oncology, the Fourth Affiliated Hospital of China Medical University, Shenyang 110032, China)
?(Department of Radiation Oncology, the First Affiliated Hospital of China Medical University, Shenyang 110001, China)

ABSTRACT 137 pathologically proved non-small cell lung cell patients were treated with thoracic
three-dimensional conformal radiotherapy from the First Affiliated Hospital of China Medical University district
between December 2009 and December 2011. The tumor was measured in pre-radiotherapy and radiotherapy 20
times to estimate the ratio of tumor decreased size. DNA was extracted by phenol-chloroform method from blood
samples. Genetic single-nucleotide polymorphisms were divided by Tagman real-time PCR. All statistical analyses
were performed with SPSS13.0. p<0.05 was confirmed statistically significant. T-test and analysis of variance were
used to compare the data. Among the 137 patients, the average age was 60.1+5.33; the average ratio of tumor
decreased size was 0.3474+0.191; squamous carcinoma were 87 cases; adenocarcinoma were 50 cases; male were
102 cases, while female were 35 cases; | stage were 9 cases, Il stage were 26 cases, Il stage were 70 cases, and IV
stage were 32 cases; Smoking patient were 95 cases. The ratio of tumor-decreased-size of smoking patient was higher
than that of no-smoking, respective 0.3755+0.1775 and 0.2840+0.2068, t=2.643, p=0.009. The ratio of tumor
decreased size of LIG4rs1805388CC, CT and TT genotype were 0.3395+0.1802, 0.342+0.2106 and 0.5038+0.1892,
respectively. The ratio of tumor-decreased-size of LIG4rs1805388TT genotype was higher than that of CC genotype
through LSD method. There was no relationship between genetic single-nucleotide polymorphisms of HSPB1 and the
ratio of tumor-decreased-size by radiotherapy in non-small cell lung cancer. The ratio of tumor-decreased-size by
radiotherapy of smoking and LIG4rs180538TT genotype was higher than that of other patients.

KEYWORDS LIG4, HSPB1, Non-small cell lung cancer, Single-nucleotide polymorphisms, Radiotherapy
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