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logic features. Methods The study comprised tumor sections from 151 gastric cancer patients treated with curative
resection 74 matched lymph nodes and 20 cases of adjacent normal tissues controls which were evaluated for PD-
L1 and PD4 protein expression by immunohistochemistry. Results PD-.1 and PD- expression were increased in
cancers compared to adjacent normal tissues with positive rate of 60. 93% and 38.41% respectively. Meanwhile
expressions of PD-L.1 and PD- were highly correlated between the primary tumors and metastatic nodes with con-
cordance rates of 82.43% and 87. 84% for PD-L.1 and PD- respectively. PD-L1 expression in gastric carcinoma
was not correlated with PD- expression in lymphocyte. Expression of PD-.1 was significantly correlated with some
clinicopathologic features including stage depth of invasion lymph node metastasis and vascular metastasis (P <
0.05) but not PD-. Conclusion PD-.1 and PD- are overexpressed in gastric cancer tissues. PD-LI expres—
sion plays a critical role in the pathogenesis of human gastric cancer suggesting that it might be used as a new bio—
marker to predict the disease progression and prognosis.
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1
(n=22) (n=22) P
( xxs) 56.18 +£18.45 55.82 +£14.36 0.953
( / ) 18/4 18/4 -
(%) 63. 64 72.73 1.000
PT(s x £5) 14.56 +2.11 14.07 £1.22 0.360
HBsAg (%) 90.91 72.73 0.586
AFP (%) 36.36 63.64 0.201
(%) 18.18 18.18 -
(%) 72.73 81.82 1.000
(cm w+5) 7.95 +3.68 7.18 £2.92 0.592
1.2 DNA PCR.
o 2,
2 PCR
(bp)  (C)
S1 F:5" -AAAGGAAATTGGTGGGTGACAG3’ 263 59
R:5" -CGTGGGAGTCTCATTCGTAGC3’
EC1 F:5" -GCCTGCTCCTCTCCCTGTCC3’ 361 60
R:5" -GGACCCTTTGTTTCACCCTTTA3’
EC2 F:5" -GGGCCTGGGGTGTCTGTGT3’ 414 61
R:5" -ACCAGGAGGGAACCACATATGA3’
PinX2 F:5” -GTGGTATTTTCCGGGTATC3’ 262 56
R:5" -GCATAAGTTTCTTCCAGTCTC3’
1.3 SPSS 17.0 o
xS
Mann-Whitney U
Xz t o Fisher o
2
2.1 CD16 PCR PCR 3
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(P <0.05)
o 3 2.3,
18 EC1
81.81% (18/22) - 4
o EC1 8
36.36% (8/22) -
(Z=-2.369 P<
0.05) 4,

2 1397G/C.1403C/T.1483G /A 1533G/A
1605A/G

3 5191G/A.5223T/C.5249T/C  5277T/G
4 EC1 (n)
ECI

(@) (@) (@)

5 2 0

4 2 0

3 6 2 Z=-2.369

2 6 4 P=0.023

1 2 2

0 4 14




Acta Universitatis Medicinalis Anhui 2015 Jun;50(6) e 827

3 FeyRITA (n)
(n=22) (n=22) P
S1
233 4(18.18) 0(0.00) G/A - 0.476
EC1
1397 8(36.36) 2(9.09) G/C - 0.311
1403 10(45. 45) 4(18.18) CIT - 0.361
1483 10(45. 45) 2(9.09) G/A Asn/Ser(N14838) 0.149
1533 10(45.45) 6(27.27) G/A Asn/Asp(N1533D) 0.659
1605 12(54.54) 2(9.09) AIG Val/Tle(V1605T) 0.063
EC2
5191 12(54.54) 0(0.00) G/A - 0.012
5223 12(54.54) 0(0.00) T/C Tyr/His(Y5223H) 0.012
5249 12(54.54) 0(0.00) T/C - 0.012
5277 12(54.54) 0(0.00) T/G Tyr/Phe( Y5277F) 0.012
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Detection of the mutated structural gene of CD16 in ruptured HCC
Wang Wei' Xiang Heping' Zhu Lixin® et al
(' Dept of Emergency Surgery The Second Affiliated Hospital of Anhui Medical University;

*Dept of Central Laboratory The Second Affiliated Hospital of Anhui Medical University —Hefei 230001)
Abstract Objective To explore the mechanism of spontaneous rupture of hepatocellular carcinoma (HCC) at the
molecular level by detecting the mutation of CD16 structure gene. Methods In this study 22 specimens including
11 ruptured HCC and 11 non—<uptured HCC respectively were selected. The mutations of three exons including S1
ECI and EC2 on genomic DNA of FeyRIII A were investigated by PCR and gene sequencing technologies. Re—
sults  Some heterozygous mutations were found in every exon of EC1 EC2 between the two groups and it was sig—
nificant on the differences of Y5223H and Y5277F mutations between the two groups (54. 54% vs 0) (P <0.05).
The whole frequencies in exon EC1 were higher in ruptured HCC(P <0.05). Conclusion FcyRII A structural
gene mutations are related with liver macrophage surface receptor CD16 decreased synthesis and thus become pos—
sible mechanism of spontaneous rupture of hepatocellular carcinoma.

hepatocellular carcinoma ;rupture ; spontaneous ; mutation ; mechanism
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