SREEIERSHE 202442 1 5522855 21 Clinical Education of General Practice  Feb.2024,Vol.22,No.2

K EZELS 5AzA-cdR 158 X3 B BRJ2 20 A ppENK
HEEENERENIERAAR

% BEIR GERAC AR AR RBRTFT WU

i

EE] HH AR ZTZHELSS-R-2BLAMF (5AzA-cdR) 48 F 32 5% 2 2 M i /% 20 oL 47 9% A B 37 A ok K R
(ppENK) #9 & W ARALAE A . 3% 23 Pancl 2004 B 50 2T &, 8 26 R 0 fm e 3t 20 52 36 (CCK-8) 42 M R Bl IR E K
S F 3T MR IR 0 B8 A K AR L AR 3B CCK-8 48 Rk B8 K3k 2 M 2509 k%, /54 Pancl 40 it 5 v 28 . % 1R
20 3R iE KK F IR SAzA-cdR 040 K 35 F IS SAzA-cdR A 25 48, K A B & 22 252 35 (Dot—blot ) &) v 28 5§ J
B 28 5- W S AavEv (Sme) 49 % v, S 4% A F T AR 3 5 PCR(BSP) # ) w9 28 2+ ppENK ¥ Akt %l . L5 R
CCK-8 277 , K 3 & VAR JE H & Aa B 18] A £ 47 4) Pancl 48 it & K ; Dot—blot & & B 77, )& K & 2 R 47 5AzA-
cdR 285 me R-FAK T2 B4, £ 739 A % it 5 % L (1 9 81=12.55.20.12,P 3 <0.05) , 5SAzA—cdR 415 mc 22 & i& K &
FRAATHRAR, 2FA%HFEL=17.76,P<0.05), K % Z B4 SAzA-cdR A 25205 me 4 B4 i K &%
FRFEMVAR SAzA-cdR AR 5 T %, 2 F A %3t ¥ & L (1 5 %1=30.22.20.77.10.45,P 3 <0.05) , BSP% R % &,
% iE K E R E A0 5AzA-cdR 28 ppENK W A AL K P 34K F - IR 48, 2 33 A it F & L (1 5 #1=14.27.21.34, P
¥ <0.05) ,5AzA—cdR 4L ppENK ¥ R ALK -F 25 i K ¥ ZR AL TR 2, 25758 %3t 5% L(1=16.41,P<0.05),
K FE A SAzA-cdR A 25 41 ppENK W ALK T4 0T P4 318 K H R R VAR SAzA-cdR LR & T, 2 %3
oot FF L (19 #1=32.68.19.33.10.12,P ¥ <0.05) . £ K& F KA SAzA-cdR 7T 3 Ha H 3 Wk B 5 2m 37 2
B B ppENK 49 & 7 A AL4E R

[EIF] KR¥FF; MME; XTFHRA; S-R-2BMARY

Emodin and 5AzA-cdR enhance the demethylation of tumor suppressor gene ppENK in pancreatic cancer cells
CHEN Liang, TANG Jian, CHU Yongquan, et al.Department of Head and Neck Surgery, Jiaxing First Hospital, Jiaxing
314000, China.

[Abstract] Objective To study whether emodin combined with 5-AzA-2"— deoxycytidine (5AzA-cdR) can enhance
its demethylation effect on a tumor suppressor gene ppENK of pancreatic cancer cells. Methods Pancl cells were se-
lected as the research object.First, cell count test (CCK-8) was used to detect the growth inhibition of different concen-
trations of emodin on pancreatic cancer cells.According to the results of CCK-8,the optimal concentration of emodin was
selected.Later, the Pancl cells were divided into four groups: control group, emodin group,5AzA-cdR group, and emodin
combined with 5AzA—cdR group.Next, Dot-blot was used to detect the effects of four groups on genomic 5-methylcyto-
sine (5mc),and finally, bisulfite sequencing PCR (BSP) was used to detect the effects of four groups on ppENK methyl-
ation. Results CCK-8 shows that emodin can inhibit the growth of Pancl cells through concentration and time gradi-
ents.The Dot=blot results showed that the Smc levels in the emodin group and 5AzA-cdR group were lower than those in
the control group,and the differences were statistically significant (1=12.55,20.12,P<0.05).The 5mc level in the 5AzA—

cdR group was significantly lower than that in the
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bined with 5AzA-cdR group showed a significant
decrease in Smc level compared to the control

group, emodin group, and 5AzA-cdR group, and the
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difference was statistically significant (1=30.22,20.77,10.45,P<0.05).The BSP results showed that the average level of

ppENK methylation in the emodin group and 5AzA-cdR group was lower than that in the control group, with statistical

significance (1=14.27,21.34,P<0.05).The methylation level in the 5AzA—cdR group was significantly lower than that in

the larger emodin group, with statistical significance (1=16.41, P<<0.05).The group treated with emodin combined with

5AzA-cdR showed a significant decrease in methylation level compared to the control group, emodin group, and 5SAzA-

cdR group,and the differences were statistically significant (1=32.68,19.33,10.12,P<0.05). Conclusion Emodin com-

bined with 5AzA-cdR can enhance the demethylation of tumor suppressor gene ppENK in pancreatic cancer cells.
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K RWE 24 h OD 24 Wi R/% 48 h OD 48 hill%/% 72 h OD 72 Wi E %
0 pmol/L 1.26+0.01 0 1.03+0.01 0 0.89+0.01 0
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