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the relationship with cognitive performance in patients with Alzheimer’s disease ( AD) . Methods We collected
resting-state and structural magnetic resonance image data of 16 patients with AD and 17 normal controls ( NC) .

The cognitive performance was also evaluated with mini-mental state examination ( MMSE) . The voxel-based mor—
phometry was applied within the mask of left hippocampus and the functional connectivity was calculated based the
seed of left hippocampal subregions including hippocampus-emotional subregion ( HIPe) hippocampus-cognitive
subregion ( HIPc) and hippocampus-perceptive subregion ( HIPp) . Results Gray matter volume of left hippocam—
pal subregions ( HIPc HIPe HIPp) was significantly lower in AD than NC. Compared with NC AD showed in—
creased functional connectivity between left HIPc and right dorsolateral prefrontal cortex ( DLPFC) ( voxel P <

0.001 cluster P <0.05) . There was no significant difference of functional connectivity based on the seed of HIPe
or HIPp. Conclusion In patients with AD the volume of gray matter decreased in the left hippocampal subre—
gions and the left HIPc was dysfunctional.
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Expression of hMLH1 hMSH2 hMSH6 in elderly patients with

sporadic colorectal cancer and its correlation with prognosis
Zhang Liangliang' Song Qian® Shi Hongjian® et al
('Dept of General Surgery *Dept of Intervene in Blood Vessels Jiangsu University
Affiliated Wujin Hospital Changzhou 213002)

Abstract Objective  To discuss expression of mismatch repair( MMR) protein in elderly patients with stages [l

— I sporadic colorectal cancer( SCC) and its correlation with prognosis. Methods 232 cases of SCC paraffin
specim after surgery were enrolled in this study. Immunohistochemistry was used to detect expression of hMLH1

hMSH2 and hMSH6. The relationship between expression of MMR protein and its clinic pathological features and
prognosis in elderly SCC was analyzed. Results The missing rate of MMR protein expression was 17.71% ( 26/
152) in elderly patients with SCC. The missing rate of MMR protein expression was 26. 25% (21/80) in non-elder—
ly patients with SCC. There was no significant difference between the two groups ( P =0. 100) . For elderly patients
with SCC

node metastasisand( P <0. 05) . For non-elderly patients with SCC the deletion of MMR were significantly different

the deletion of MMR were significantly different in stage differentiation degree tumor diameter lymph

in stage differentiation degree lymph node metastasisand( P <0. 05) . For elderly patients with SCC the five-year
survival rate was 84.62% (22/26) in the deficient MMR group and 56.35% ( 71/126) in the proficient MMR
group the difference was statistically significant ( x* =9.001 P =0.003) . For non — elderly patients with SCC the
five-year survival rate was 80.95% ( 17/21) in the deficient MMR group and 49. 15% (29/59) in the proficient
MMR group the difference was statistically significant ( x* =6.991 P =0.008) . The univariate and multivariate a—
nalysis showed that MMR status was an independent factor influencing survival time in patients with elderly patients
with SCC. Conclusion MMR deletion in elderly patients with SCC is more common in patients with stage II
tumors well differentiated tumors and tumor diameter=5 cm. The deficient MMR group is more difficult to occur
lymph node metastasis. MMR status is an independent factor affecting the prognosis of elderly patients with SCC.
The prognosis of the deficient MMR group is better than that of the proficient MMR group.
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