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[HZE] BRY UWEREETILARRE TIREREGCG)WIEHR AHL7702 i s ki inife . A& LUIE
H N HL7702 AR R 0F 58 % 42, FHAS R He B EGCG (0 pg/mL .5 pg/mL .10 pg/mL .20 pg/mL .40 pg/mL .80 pg/mL .
160 pg/mL)AbFRANNE 1 h 12 h.24 h, L0 pg/mL EGCG e BEAT AT IRAT . {318 B s AR AT 2% , MTT 3 Al
ANMIATI 3R , DCFH-DA 5¢ YG34 1246 0 20 it P4 175 1 280 (ROS), A=A A A G 40 o 45 35 1 37 9 o L IR I Ui (LD H)
M. R EGCGHKEETE 40 pg/mL DUF B, %20 ML 716 27T BEICHA S5 , 22 5 3 et 127 5 L (P>0.05);
H. 5 pg/mL .20 pg/mL EGCG 4b H 24 h J& (1) J7F- 20 A7 35 284331 S (108.34+4.12)% . (109.59+3.14)% , 55 X BR A (1)
(100.0043.40)% HLE , AHARAFTE R B B4 5 L 25 2 Gui 2415 X (P<0.05); 80 ng/mL EGCG AbHI4HAE | hJ5,ROS K
(5.36%0.68)%, 5XF HEZH 14(3.88+0.10)% LU B3 £ | 25 A Gei 28 L(P<0.05); 80 pg/mL EGCGAb3H4HNI24 h, 5
o BE ZH ) 20 S A2 35 %4 [(100.0043.40)%] . LDH [(168.89+4.90) U/L].ROS [(3.54+0.68)% ] FLAL , 40 Jil 47 1% #4[(40.05+
7.83)%] B @ A% , LDH [(195.48+11.23) U/L].ROS [(10.99+1.54)% | & T} & , 22 4 G112 & X (P<0.05);
160 pg/mL EGCG 1 A 1 b, 55 % R A 40 i /79 2 [(100.0042.23)%] .LDH [(163.89+5.37) U/L] .ROS [(3.88+
0.10)%] FLA , BFFEMILAT6 2R [(79.87+4.72) %] W i FAK , LDH [(200.72+13.45) U/L] .ROS [(8.14+0.29)% W & T =5, 2%
S G F E L (P<0.05); 160 pg/mL EGCG /E AL 12 h.24 h, 20 JLAF TG 28431 2 (16.00+0.99)%  (11.11+
0.41)% , LDH 43 511 4(199.21+13.11) U/L ., (435.71+25.84) U/L, 5 %J BEZH i 40 9 4735 Z£[(100.00+0.34)% . (100.00+
3.40)%] 1 LDH[(169.56+3.55) U/L . (168.89+4.90) U/L] FL#5% 22 55 34 e it+ 7 X (P<0.05), [A] B i 334 E T ml Dl e
NIET . 58 ALK EGCG (<40 pg/mL)%t 1E# A HL7702 T 40 M J6 B B4 5 76 L 35 HAT — G {2 g s 4

, R AR (>80 pg/mL) AT B 3 I H-AN i Ak 477 , HLRE EGCG VR MR EE 1 B [l B it A to s .
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[Abstract] Objective To observe the effect of epigallocatechin gallate (EGCG) on oxidative damage of human
normal HL7702 liver cells. Methods Human normal HL7702 liver cells were treated with EGCG at different concen-
trations (0 pg/mL, 5 pg/mL, 10 pg/mL, 20 pg/mL, 40 pg/mL, 80 pg/mL, 160 pg/mL) for 1 h, 12 h and 24 h, respective-
ly. The 0 pg/mL EGCG treated cells was used as the control for each treated cells. Cell morphology was observed by in-
verted microscope. MTT assay was used to detect cell viability. The reactive oxygen species (ROS) in the cells were mea-
sured by DCFH-DA fluorescence probe, and biochemical analysis was used to measure the contents of lactate dehydroge-
nase (LDH) in the supernatant of cells. Results When the treatment concentration was below 40 pg/mlL, EGCG
showed no obvious effect on the decrease of survival rate of hepatocytes (P>0.05). The survival rates of hepatocytes af-
ter treatment with 5 pg/mL and 20 pg/mL EGCG for 24 h were (108.34+4.12)% and (109.59+3.14)%, which were sig-
nificantly improved as compared with (100.00+3.40)% of the control (P<0.05). ROS after treatment with 80 pg/mL
EGCG for 1 h was (5.36+0.68)%, which was significantly increased as compared with (3.88+0.10)% of the control (P<
0.05). After treatment with 80 pg/mL EGCG more than 24 h, the cell survival rate was (40.05+7.83)%, significantly re-
duced as compared with (100.00+3.40)% of the control, and LDH, ROS were (195.48+11.23) U/L, (10.99+1.54)%, sig-
nificantly increased as compared with (168.89+4.90) U/L, (3.54+0.68)% of control, all with statistically significant differ-
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ences (P<0.05). After treatment with 160 pg/mL EGCG for 1 h, the survival rate of liver cells was (79.87+4.72)%, signif-
icantly reduced as compared with (100.00+£2.23)% of the control, and LDH, ROS were (200.72+13.45) U/L, (8.14+
0.29)%, which were significantly increased as compared with (163.89+5.37) U/L, (3.88+0.10)% of control, all with sta-
tistically significant differences (P<0.05). When cells were treated with 160 ng/mL EGCG for 12 h and 24 h, a large
number of dead cells were observed under inverted microscope, and liver cell survival rate, LDH were (16.00+0.99)%
and (11.11£0.41)%, (199.21+13.11) U/L and (435.714+25.84) U/L, versus (100.00+0.34)% and (100.00+3.40)%, (169.56+
3.55) U/L and (168.89+4.90) U/L of the control cells (P<0.05). Conclusion Low dose EGCG (<40 pg/mL) has no
obvious damage effect on normal hepatocytes and has a certain effect of promoting cell proliferation. High dose

EGCG (>80 pg/mL) can significantly increase the oxidative damage of hepatocytes, and the damage also increases with

the increase of time and drug concentration.
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L AKEYILEY) , EGCG i Z A Wil ZE AR N A1
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& fHJEII, FERFSE & B EGCG AMUEA —EPL A
WA VE R, 76— 22 25 F b B BUEAL B A5 19 1
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WF5E EGCG Mydt B AL 1 I At

1 #REFZ®

1.1 7 518 EGCG (465 >98%) M T35 [F
Sigma 23 ) . EGCG FHJC W R h 2% WA T (PBS) (b
FURSET)ERA 10 mg/mL FIAFAER, 31 0.22 pm
1 AR LU S5 T 4CORFEORAT , B PR 1640 58 42 1%
FRIER R RS TR B, B0 FHPRAC . WEME S (MTT) R
R 2% vPRL(PBS)IA Tk 5t &3 5, 1 M R I )
(ROS Assay Kit)lJ T 135 = K, ZLIER I & i (LDH)
R B T . UK AR AN (3 [, B R
K)o T GER, ).,

12 MR350 Ab 3 1E % A HL7702 140
J (IR 2 56 2= P g %, WA iR DG i 3 A Rk
FRZS ], T 10%06 4 L3 (32 [E Gibeo) Ml 1% 7 £ 25
ZIRA WAL BT RIET) MY 1640 (3£ [H Gibeo)5E 215 5%
F L HE 37°C 5S%CORE IR PR 37 R A RIS R
U Je , FH 0.25% R AL AniE , R (0 FF B AR

Epigallocatechin gallate; Reactive oxygen species (ROS); HL7702 cells; Oxidative damage; Lac-

I S0 75 LR T 96 FLAR Bl 6 FLAR b, 18 20 R U E
Ja AT IR SL o S0 . AL 3 A A Rk B EGCG Ak
FHZH (435 A 0 ug/mL .5 pg/mL . 10 pg/mL .20 pg/mL .
40 pg/mL .80 pg/mL 160 pg/mL EGCGALFEAH}E 1 h,
12 h.24 h),

1.3 AT 2SS LSRN 5 A0 B3 3 06 11 R
FHMTT 530 7702 20 B AE 15 25 . 20 L 2E X 450 2E 7 15
i, JREE TS AL A0, LA 3 000 4~/FLHe 80T 96 FLAR
FRFL 100 pLo Ay AN PRI NS |, 45 5 A0 T g
MRS K% B AR . FH PBS T4t 33 , SR
AAE 100 L 1640 153555020 uL MTT HIHH, 37°C
YREEEE 4 he /N0 W3R R FE W, BEFL A 150 pL
DMSO, g% & 37°C . [ 10 min % K 490 nm 4k
M FLIROEE (AVE, S 6 L. A FHTE /)
(%0)=(A = A 00 )/(A sy A 1)< 100%

1.4 K0 41 ff 35 5% 13 W P 7L R I &L (LDH)
TWEPE AN LL 4x10°4/mL, L 2 mL Fh T 6 fLAR P,
5 240 PR B g i A 0 2 A B B, A R R 5
i e BRR S B A T LDH [l 7% A

1.5 A6 I 41 B 5 M 4 (ROS)  F T 2 S 4R B
DCFH-DA Il £ 2 AL i 448 AL 4% 10> /mL,
BEAL2 mL4ZR0 T 6 FLAR , 1o 20 LG BE =, #e i ad o321
AL BRANM , S2645 S, TGS 1640 55 37 005 VR 40 i
=3, LA 10 uM DCFH-DA 1 mL,37 C4u 3555
A 20 mine SR TGN 1640 55 55 8 %
4 =7, FFLIN A 0.5 mL PBS, /INC F 240 i i 4
YA IFIRST, 1 h PR A S ATLASIN

1.6 GEil=¢ )ik W SPSS19.0 8k 4 k15 4811
G0 , SIS T B DA B 1 25 (vt s, 224111
FU R FH PR 2y 2543, 4L 10 1 5 EL 48R FH LSD—+
K. PhP<0.05 ZRZRA G 24E L.

2 #R

2.1 K[ ¥ JE EGCG %} 7702 AT 40 i 25 # 5
M EGCG7E40 pg/mL LA XF 7702 4B A4 TG
M, 80 ng/mL EGCGAbFER4N 12 hJ5 rl WA,
AR R s /EH 24 h, A5 FER#AIK . 160 pg/mL
EGCG ZbH4A 1 h e n] WA AR R e | i s 76
12 h, & WL AN RS 2, 20 6 S5 A 5 1 24 h, 4R
JUT-4iaeT, WK 1,
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0 pg/mL 40 pg/mL

2.2 EGCG X} 7702 JF4H MLAF TG 252 MTT
ZE BB R, /NT 40 ng/mL EGCG AbFR4A AL 12 h D) |,
AL AN A TG %, Hodp 5 pg/mL 20 pg/mL EGCG 4k
FRANAL 24 h, 555 BEZH(0 pg/mL) FLAT , 4475 % i 3
W, 2258 Gt aF 5 X (P<0.05), 80 ug/mL EGCG
AEFRAN 12 h K2 24 h, 5 %3 B2 5 80 pg/mL EGCG Ab
FRANME 1 h A4 oA, ¥ BRI TE 3, 2 R A5
T2 X (P<0.05), H.80 pg/mL EGCG AbFHZH 1,24 h
AT R BT 12 hdl, ZRASIHFE XL
(P<0.05). {160 pg/mL EGCG AMF4HMI1 h.12 h.24 h,
57 A oA, S RE I I AR A B AT o, 22 S A G it
227 X (P<0.05); /F A1 12~24 h, 55 160 ug/mL EGCG At
FRAAG 1 h A, AREAATS PRI, 22 A gt
B (P<0.05), W1, SHANMEAASE R E LI 2.

F1 TEREEGCG ¥ AT 4 M 75 78 2 A B0 %o , X5 ,n=6)

EGCG #¢# (ug/mL) b B [

1h 12h 24h
0 100.0042.23  100.00+0.34 100.00+3.40
5 99.63+2.97 104.95+2.84 108.34+4.12 *
10 100.68+1.59  102.97+7.27 106.07+2.37
20 96.54+0.79) 104.45+5.78 109.5943.14 °
40 100.1142.24  101.48+0.38 98.10:4.44
80 97.75+3.77 7834517 40.05+7.83
160 79.8744.72 16.00£0.99®  11.11+0.41 *

250 pg/mL 41 HE, *P<0.05 5 5 A R 2 () EGCG AR 1 h4l Hex,
*P<0.05 ; A E MR Y EGCG AR 12 h4H L%, °P<0.05.,
23 A[EIHSE EGCG XF 7702 P40 R 3% i
r LDH i &= 520 /T 40 ug/mL EGCG 4b FR4H
Ji X K% 5% W 4 LDH & & JTEH B2 1 . 80 pg/mL
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i\c’ 80 24 h
Jé“é_ k-
ié 60 1
= 40 -

20 1

0 Ll L] Ll Ll

10 20 40 80 160
EGCG (pg/mL)

B2 FEREEGCG X EHFAMEERNMm
: 45 0 pg/mL 4 HAL,*P<0.05; S HIFIMIE A9 EGCG 11 1T h 4 LA,
*P<0.05; S AR EGCG AR 12 h#H He 4 ,°P<0.05
EGCG AbFRAN 1 24 h, A i b5 57 L% h LDH B % 2=
W, 25 A ST L(P<0.05). FH 160 pg/mL
EGCG AL 1 h 12 h 24 h 5, AT WA 35 13
W LDH g & i i & 0, 22 R A SR B X (P<
0.05), H.24 h kb4 LDH S B E & T 1 h 12 h
4, ZF AR L(P<0.05), LK 2.

2.4 AN[EHR B EGCG XF 7702 JH- 41 Jifg P9 76 1 4
(ROS) sz 3t =X 20 M SR I 2% B, FH 160 pg/mL
EGCGAbFEAAE 1 h B WL ROS =AM £ 252 3 Hy
et L (P<0.05); MAE BT K F 12 h PL |,
A1 I K BB T TR A2 A i N ROS. FH 80 ng/mL
EGCG AL HA i 1 h, 12 h.24 h, ¥ HEHH & 4% Jin ROS
WA 22 5 A B2 L(P<0.05), HLKE & 1E BT
] 3 fin ROS 177 A= 3 hn , 26 % A it X
(P<0.05), W43,
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*2 AREIRE EGCG1ERZTHpatEsRR& LDH AIZNE(U/L, X+s,n=3)

EGCG k% Kb 3 E]

(ug/mL) 1h 12h 24h

0 163.89+5.37 169.56+3.55 168.89+4.90

5 162.21+16.68 161.4049.61 158.43+11.70
10 164.32+20.86 163.26+20.85 164.36+20.87
20 155.70+7.76 154.90+4.61 158.3749.33

40 160.06+13.48 166.15+6.02 168.73+7.99

80 165.78+2.33 168.77+7.92 195.48+11.23 ¢
160 200.72+13.45 ¢ 199.21+13.11°  435.71£25.84

12 5 0 pg/mL 41 b4, "P<0.05 ; S AR [R1 ¢ B 19 EGCG /AT | h 4 bk,
*P<0.05; S AR R BE 19 EGCG 1R 12 h41 b4, °P<0.05,

#3 AEIREEGCGEAXHAE ROS HIFM(% ,x+s5,n=3)

EGCG #¢# (ug/mL) b B )

1h 12h 24 h
0 3.88+0.10 4.50+0.99 3.54+0.68
5 2.58+0.69 2.84+0.30" 2.61£0.71
10 4.77+0.94 4.53+0.82 4.7120.90
20 4.68+1.10 5.24+0.43 4.44+1.47
40 4.94+1.09 5.01+0.49 4.89+1.04
80 5.36+0.68 * 7.71+0.82 10.9941.54 =
160 8.14+0.29 * -

F: 50 pg/mL 41 04K, *P<0.05; S5 ARIRIVR EE 9 EGCG 1 FH 1 h 4l LK,
*P<0.05; SHARIHE LAY EGCG 1 FH 12 h 41 Hes,°P<0.05,

3 itig
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AAL D A T LR B AU (LDH) 7E Ml J5t
WE AR 5, il T IEHRAET , LDH A fEiE
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WA ) 5 R
AR 255 H EGCG R JE 7 40 ug/mL LA K I X) I

20 i W S A O A L O B — E B Aie 3 AEATE T

80 ng/mL EGCG fEFI4IM 1 h BI AT UL ROS = A: 3 £ ;

YEFT 12 h S5 T Mg n] WA R G, A TR 55
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Thiss s E 20 12 b, B8R Al WO ANHIAE T, 20 A7

AR A A, IR 2R AR R h LDH B8 T 5 41
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FAERKFEWES ZERERA S AE? A bl 528318

(HZE] BR WSS DIRE.C ) 208 B S0t O R (CRDAR G G 2 5. Ak Al
MR e R 2014 4F 1 7 22016 4F 1 J T AR R R 2% Bt 275 — R Be 0 N BHIBGA 1 60 191100 07 55 8 S8 B R RS X 42,
i AT S8 AUAT CRTIAYT R HE AT /NER IS 5 (GFR)H A8 & 70 A 41[GFR =90 mL/(min - 1.73 m’), 20 ] .B 41
[60 mL/(min-1.73 m’) <GFR<89 mL/(min- 1.73 m®), 20 411 C 41 [GFR<60 mL/(min- 1.73 m’), 20 ffil], M =41 &
HARHI(TO) AT 14 (T2).6 1~ H (T3) GFR LG A FHLBNP) A 4T 1153 EU(LVEF) A AR AR 25 FULVES V).,
NN (NYHA) O UIRES R AR, IF SR E TG 225 . SR — 4183 ARJ5 111 BNP.LVESV. .NYHA
DIIREST IR T B LVEF 3 It , 2R3 A S5 L (P<0.05); RJ5 6 1)1, AZLFI B 41 /845 1 BNP . LVESV
NYHA DIREIF R AREE R 9 LVEF 44k BTV, 25 3 Gei 245 L (P<0.05),{H C 41 BNP .LVESV .NYHA LT B 4)
2% LVEF L8, 22 S T080 438 L(P>0.05); AL A R AT 58 25.0%, B = T B ALY 5.0%F1 A 411 0, 22 5+
PR GE T X (P<0.05); C AN A A7I(2.68+0.24)4 , W] i/ F BALFI A41[(3.32+0.51 )4 (3.56+0.57)4F], 22 53454
Gt eE i L (P<0.05); AZH BN CHLER A 1 —AFLEAFE3510 8 96.52%.93.02% . 71.03% , 225 Gei ¥ 5 X(P<0.05).
518 CRTRFEREETHRERT O i R s I P ARG R , S8 B AR T B TIREPHG T+ 5 CRTVAYT .

(XER] 0 J58s; BIRE; FERAARYT s B B/ ekt
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Comparison of prognosis after cardiac resynchronization therapy in patients with different basic renal function and
heart failure. LUO Cheng—zhi ', ZHU Shi—yan ', JIANG Wen—ke °, CHEN Jian—quan °. Department of Nephrology ', Department
of Cardiology*, the Third Affiliated Hospital of Guangdong Medical University, Foshan 528318, Guangdong, CHINA

[Abstract] Objective To observe the difference of prognosis after cardiac resynchronization therapy (CRT) in
patients with different basic renal failure and heart failure. Methods From January 2014 to January 2016, 60 patients
with heart failure admitted to the Third Affiliated Hospital of Guangdong Medical University were prospectively select-
ed. All patients underwent CRT treatment. According to preoperative glomerular filtration rate (GFR), the patients were di-
vided into group A (GFR>90 mL/[min - 1.73 m’], 20 cases), group B (60 mL/[min - 1.73 m*]<GFR<89 mL/[min - 1.73 m’],
20 cases), and group C (GFR<60 mL/[min - 1.73 m®], 20 cases). The changes of GFR, serum natriuretic peptide (BNP),
left ventricular ejection fraction (LVEF), left ventricular end systolic volume (LVESV), and New York Heart Association
(NYHA) cardiac function grading before operation (T0), 1 month (T2), 6 months (T3) after operation were observed,
and the prognosis of the patients was compared. Results One month after operation, BNP, LVESV, NYHA cardiac
function grading decreased significantly (P<0.05), and LVEF increased significantly (P<0.05). Six months after opera-
tion, BNP, LVESV, NYHA cardiac function grading continued to decline (P<0.05) and LVEF continued to rise (P<0.05)
in group A and group B, but BNP, LVESV, NYHA cardiac function grading and LVEF did not change significantly in
group C (P>0.05). The all-cause mortality of group C was 25.0%, significantly higher than 5.0% of group B and 0 of
group A (P<0.05), and the median survival time of group C was 2.68+0.24, significantly lower than 3.32+0.51 of group
B and 3.56+0.57 of group A (P<0.05). The three-year survival rates of the three groups were 96.52%, 93.02%, and
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