P R RS2 R (H AAREA ) 535 B 2
214 ACTA UNIVERSITATIS MEDICINALIS NANJING(Natural Science) 2015 4F2 f

AEEEA AT PHLPP1 & PHLPP2 WERIZREIEERE X

Toesk | iREM L, F A ki

(E R EREE R ERR AR, VISR BiR 2100292 E TS — AN RERRMNLAR T ESW 222000)

[ ZE] HA R PHLPPL & PHLPP2 fE & [ PIRIAR S i 20 i 3k MR X, 773 R qRT-PCR J7
PRI 40 YT R Rz IR AR K TE HOR IR ZURT 63 X A8 fes M 0 E H 6 IR ZH 21 b PHLPP1 M2 PHLPP2 mRNA HJ3RIATH
O, R R R SIGRRE R R, SR SEBHEAZUh PHLPPL 1 PHLPP2 mRNA (335 /K-35 B 8 1K 15 % %
BEAH L ] | 2 RS HZL (P < 0.05), B4 b Bz AR 4H 4 PHLPP1 F1 PHLPP2 mRNA 3635 7K -5 1E #% B4R T 5812
5 (P> 0.05), FPLAF I FY B8 uE B3040 PHLPP1 #1 PHLPP2 mRNA MR BK R BIET 1 ~ T HEE (P<
0.01) , TNM 43301 T 39 () £ 85 i 22 -4 24 b PHLPP1 Al PHLPP2 mRNA (324K I AR T [ ~ T8 (P < 0.01), &5it:
PHLPP1 J¢ PHLPP2 ik 5 &8 B & A Kk RSB FR R B UIAE ¢, A B AN B8 B2 W T

[X8IA] &8s, &% LR AS ; PHLPPL; PHLPP2 548

[RESES] R735.1 [SCHRARARED] A [XEHS] 1007-4368(2015)02-214-04
doi;10.7655/NYDXBNS20150216

Expression and clinicopathologic significance of PHLPP1 and PHLPP2 in esophageal

squamous cell carcinoma
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[Abstract] Objective:To investigate the expression and clinicopathologic significance of PHLPP1 and PHLPP2 in esophageal
intraepithelial neoplasia and esophageal squamous cell carcinoma (ESCC). Methods; qRT-PCR was used to quantify PHLPP1 and
PHLPP2 mRNA expression in 40 pairs of esophageal intraepithelial neoplasia and their matched normal tissues,and 63 pairs of ESCC
tissues and their matched normal esophageal tissues. The association of PHLPP1 and PHLPP2 expression with the clinicopathologic
features was evaluated in 103 cases of esophageal intraepithelial neoplasia and ESCC patients. Results:The mRNA expression of
PHLPP1 and PHLPP2 was significantly downregulated in ESCC tissue samples compared to the matched normal tissues and
intraepithelial neoplasia tissues (P < 0.05). Levels of PHLPP1 or PHLPP2 mRNA had no significantly change in esophageal
intraepithelial neoplasia compared to their matched normal tissues(P > 0.05). PHLPP1 and PHLPP2 were expressed at relatively high
levels in ESCC with an early pathological grade( I /Il ),and markedly decreased in Grade III tumors (P < 0.01). In addition, the
expression of PHLPP1 and PHLPP2 between patients with TNM stage I /1 and stage Il of ESCC tissues was statistically significant
(P < 0.01). Conclusion: Aberrant expression of PHLPP1 and PHLPP2 was closely related to the development and progression of
ESCC. PHLPP1 and PHLPP2 may act as a prognostic marker for this widespread disease.
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Figure 1 PHLPP1 and PHLPP2mRNA expression in esophageal intraepithelial neoplasia and ESCC tissues
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Table 1 Correlation between Clinicopathological Features and PHLPP1&2 mRNA expression in ESCC tissues (X £ §)
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