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Abstract

As an essential trace element in the body, zinc plays a very crucial role in maintaining the normal
physiological function of cells. This paper mainly summarizes the regulatory mechanism of intra-
cellular zinc homeostasis and displays how zinc can protect cells from oxidative stress, DNA dam-
age or apoptosis with different level or source. At the same time, we aim to explain that it is im-
portant for us to supply dietary zinc in proper way.
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1. 53|

BEAEAEY) 2 AN B 22 1A N2 FH AT DAIB ] 21 22 JTHT 1500 48, B 2 N R — i H o B I F6 97 B 4%
B EE RIS RAE . W H A LR E e — P Uk R B AR Ao SRTIT,  ARE 2 SR BB T R o 25 ) A=
KBAH] D, BIEEPAE SR LA THME T RANET T — M KEERR[1]. T4k, AN
WrR AN, B SR SRR R R R SN TR A AR Y, B PR R TR RSB B S 2 S il
PEEPERIME INLEE . SRR ST Op 4T 1 Ak 10 A BEAE A DhRE SR AL B AR, IR o B S e Rl il
T2 N FH B 5 g S A A

2. BRRISHIRE

BERNALFMETTRZ —, HEAAT ZREYZDRMAETA “HEdng” [2]. ©FELAE
. WA EGHE RS 5MRNE R ik #AG[3]. B2 56 MAUEA 1 300 24 )& B -4 B
W% 2000 Z Pl T B 2 FBOUA R IR G Thne &80 AWK ARG RAZRAE,
MaEd B LAt P2 — B EE . DR R0 M Y A AR A LA o F 2

Kirchgessne 7£ 1993 “F#2H, A E NI E 77 2 APPSR E w2 RS RUARRES[4], M AR3)
YIRS 3 B B RSORT IR MR e R LA N B RS B0 ML o AENLAR AR P Gk = BAR
P EAB LN B W ANRE P A LSRN P9 4 0 720 BC A B R4 B AR AR [5] . TAEZEM Py, BRRRS 3
HEPINVA TS 38R 1 5% (Solute Carrier Slc families), SIC39A (ZIP)F1 SIC30A (ZnT) K 4 @B & [ 2E4T 1%
[61[7]-

2.1. SEEFHEERD SIc39A FREEM SIc30A ik

SIc39A (solute-linked carrier 39A) XFR Zip K%, H 14 ARG, B F A TR T MRS EUR
PRV TS0 7 25 L 1 B SR rh o 122 B P 11 S AR R R ity 1) e o 81 4 o B A B 2 A, T 8
ANEBIEIX, HAEE 3 M5 4 BIRIX 2 MAAE—ANE T HRARR KA X, M2 4 FIE8 5 B IX 2w K
BT BASEACE R RVE I & 8 B T Ig i, XA Ei ) Zip ZO% & FUR DI Re £ 0 28] [9].

SIc30A (solute-linked carrier 30A) X #r ZnT ZJ%, J& T CDF (cation diffusion facilitator)# 5<ji% . H T,
FEVALEN PR A K IL T ZnT1~ZnT10 4% 10 MR, BT EEA TN EEE A MG RS, F )
W FRL R 22 R IR S 1 s B B A BB A B B 6 DAY 5] R 4l e b B . i KR R A AR SRR
vty o7 T4 M RS AN A B I N, T 6 ANESIEIX HAESE 4 FIZE 5 BSIIX 2 [HAAE— N &E AR MK
WX, KO TR 7SS AL A[10].

Zip FEAN ZnT SRR 1 32 B A0 1 40 M RS0 A Py % ol 40 85 65 b, JFC LAk A7 T R 4 ik o 248 v
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5o W Zipl A, f£ K562 AR R, ZEAEEE AR, B cEE, TAE COS-7 B
PC3 4l &, BFREEMENTM b, thh, WAFKEEAN A FHSMEERFE. UK
fil, Zip2 FESMERIIR, T8, FEI LAY, Zipd FESMENG LR 4, B, &%, 8
Jare MXT ZnT KR E, ZnT4 FEAGENG b giiart, ZnT6 F1 ZnT7 FE A e[ 11].
CABFREN, Zip FIEM ZnT FKiEMEAMUBEB AR RN AR, HRIAKPIE 5 R g5 1) K
AR REYIM . e N, Zipd R Zipl3 mit i R 9824844 43 ) 5| R Wi S v Bz %% (acrodermatitis
enteropathica, HFx AE)FIHT 8452 3 18- 2498 475 1iE (Ehlers-Danlos Syndrome, f&j#% EDS) [12] [13]. #ft ZnT
FIE S, £ BE AT FI B 088 BFE N ZnT4 HAKCEAWIBEK . 556 0 R I, 758 /R %6 BRE (AD)
HBHERN ZnT1, ZnT4, M1 ZnT6 HEA/K P& ETH14] [15]. HEl, KT EA SRR
AN TEATERE, WO TR

2.2. €BWMEH (metallothionein)

< JEBilE & E (metallothionein, MT)jfe —K 8 & MARN SRS & HE, HAESHEXAGZNEE
SN TeAT(Metal response element, MRE). 4 /il == 24K 5 5 @ A 2 1A 28 2L MT/T 75 RGER S
AR TR . MM S FIRER SR, T AGREN IS G 2 RIS TR REEm
T o XA A P i 2 A B 28 1 RS 5 8 I % 5 IR F-(Metal -response transcription factor-1, MTF-1)
A NG HBOE, AIETER MTF-1 B AN 4EM0RZ iR 5 6 A~ Cys,.His, U EFIR 25 #458¥) MRE 7 55 945 5+
PERISE A %) DNA |, HEME 30 IR SE[16]; n] A B TRV, &R & AR O 45 & 1er
BT, BRERREEAL7][18].

3. SEXLmRREYRIFER

CASKRRY, P EYER, HEJR, HO SR EY) iiE s R 40 i 12 0 2 41 bR g 1F
[19]-[22] LA ZEMN AR AL RO, 4R+ DNA BRSSP A 2 40 P 0 1 =777 1 43 1) AR e o) 4
P 5475 ) GR47 41 b AL R R T3t e

3.1. SRS LR EE RIF(ER

A PEOR TR MU Z B F R, SRR A BCER R TSR R, MaERNER, 5k —FR
AN R . X R AR A R SR TR A K o T 4 % B B RS [23]

B A AT AR N SR FE K IBE S, EREDTIEAEYIE R G A L. WD IETEE IR R, A= &
BB S A R B [24], Yousef M. LEE N CUK BRONSIIRERY, ISR EEE = i £ 6 K R 75
PR MR R EKSFRIsEm, 25 SR IINUA R EE 2 S EUIR S AL s, 5 R = A S A
TEEAMEE S UGS AR MR[25] o R R PR 77 SAT 3 8 M RS AN SR AR R K2R [26] . 7R 12 1 S
e, BTERKIER, PUANPE T HAEREREENYR, mE&EmES. S H K S
Al Cuizn BEA AR, EATRES A BhiE bR & 5 iR DARG o A i i 55 . Cao G.EFAXTR
BRPRIAIF 70 25 ARSI, 3 A I T AR N OK B 9 & @ B i /K, Bz B 1 LB AR 45 44 mT LA
LA G E IR, BETE R4 P HAh S5 K2 4127 FE RN R T, A BRI AR
TSP 48 b i A S A I [26]

3.2. $EXI4MAE DNA i RP{ER

PERABIERPUEARE ), ERESIERR H d 3k, BRI RS> T (0 DNA. B E )2 F)
SAACAFE 28] ALY AT IO I b R R I R Ak SRR R B AR R A (OTA)RE
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HepG2 4iifitlf5, AbFEZH 55 MAZHAH L 2 2 DNA & &, HREK L EESfbr 5 E TR, A 50 pmol/L B
FREEILRGFRG, S ARARIS B PG, RIS, X409 DNA LB br £ 4 8-F4 L i 42 2 1 (8-hydroxy-2'-
deoxyguanosine, 8-OHAG) ) & & AT I , 45 A 5 Btk 40 i 25 B2 e pk 45 RAHST, BN i 2 FEAIK 1 B OTA
512 () 8-OHAG M, iX i3 W, TR INBRIR A — € FLIE 2R T OTA 51 % 1) HepG2 41l Jitl DNA Ak 151475[19].

BEXT DNA FaiE M I 4E R R IE © o] LR H R NS 5 DNA ], xR s
BRERAL - MREERATHAGERSWNED, EERAEHT, Zn® 524 LR BRA(E)H 2Rk T
B4 A, [ 7 2 3 B ik J2E 18] A B K AH EL A R T R sE I DU TR S8 b o o Zn® e 4R da 45 W 52
BN B 50 B A D RE R R i R R AN AT BARIIPE o ARAB B AR S5 W LRI AN [E AT 43y Cys2-His2,
Cys3-His-Cys4, Cys2-His-Cys, Cys3-His, Cys4, Cys6, Cys8, Cys2-His-Cys5 LK Cys4-His-Cys3 5%
Flt, JELL Cys2-His2 BUEEHR 45 M B N 8 IL[29] AR FIEEFR 45 # e # 1 Hh 55 DNA 5. RNA %5 DNA-RNA
FATHELE A, AR e S AN E R LR LR I [30] [31]. p53 FERE IS DNA BE . 4l 5E 4
A S A SR 20 B T R b R AR [32], AR RN, TIEIEZ R RN S BRI, X
JeAy pb3 M B RAAL AL T H DNA Z5G 8 L, X — S5 ta i o2 Be i B F I 45 & 07 1 [33]
[34] 0 5% il AT 4 40 M AL S0 B AR T B, TR /R AE RS IR A I N B 2 5 7R DY e FR B 2, —
JiE(TPENY I A2 5 F Bk = 855 75 SL 55 FR 40 e 3 e 51 L4 i P p53 L MR IA 1-IR[35] [36]. HAEWIFLERM,
EIMEEE S PE T p53 JE R FRIA B I, (H p53 Jk [A] 5 T Ve 03 R AH ELAE FH (3% 14 Y 35 PRI, DR 5550 DNA
P51 EANGE B 52 R [37]

AL, gHHE NS RAE— B R LEZI DNA HIEE/KSF . DNA HIEAL I FAX AR M) B A ) Sl AL 45
R —Fp 77 2, 75 TR 20 e rh S G DR ) B Y A1 AL T o FR R KT, TR R DAy LA e s TR 1 1) EE
TN R 6 IR )R, H 22 1F 5 40 4 25 DR 2 PR A 7K T BRI B R 2 8 1 IX sk R S Ak S 48
WK SEOEE ek, H RN AE[38]. Duerre J ASSFERFE R B, BREE K BRUIE T ) DNA
T ZEL B 110 FR A K S 5 0] R LA L 20 R R [39] [40] AXHT R, FEE W AEEEL Z SR BUR R T fe 5 &
B R —— T AR RS (BHM)AH G . TEARSLIG S AW 70, FRATIE T HepG2 40 P 5-H I it A
H (5-methyl-2'-deoxycytidine, 5SmdC) {7k 1, HAE N DNA H 3L A Ykr S99 72 Fl T DNA F AL
Fo G5RKI, W 50 umol/L B R RE WS A UL M OTA 175 K 1Y) HepG2 4 g = 4 H Z: 4k /K ~F- BRI [19]

3.3. SEEXARATRNRIPMER

S 6 0 T A PR TR AR B R FRAS N R A — R B R AR PSR TS AR, B R AR Z BN LAR
TR, EVMERE . HLURE R R AT AR R v X B 4E M T2 [23].

UM T — NSRRI AR, 2B 2 T7 R FE s m, WiET SCHE R B AL SO DNA 4545 #5 Reid
PR A R EA MR T KRE ALY, Sz S (Ed MM T, BN AT fe S8 A
FOIReAH . — 7, BT LUl i S A AL E B> B A, DB BT R S |
YRR, A5, FRELREEERAN K DNA G E ZmampmET-41). Hil, #2350
S T AL AN B, (EBE S AR IR RIS . A BEFIR T, B RENE i 10 ] 2o A 0 T
WK, BN T AR BRI T R R AR, EAMNEMIRIECT, SRR EE PR N, Bax &%
PR UH T8 1 BRI e e 2 B R A A T 51 R R R BE T4 i (3. 25 C (cyto c) AT 121755 K1~ (apoptosis in-
ducing factor, TFR AIF)ZERE NN, £ T Caspase 20 Ik [ N A 1) 41 A IR T2 i #2£[42]-[45] . Guo B
SRR TR Z RN RBCE M TR s [46], AR BEERZ AT, A MRARLIAR T B AT T B,
[ Ze R Y Bax g H/KF B cyto ¢ Al AIF /KSF35) FF+ B Capase %I i S ARG, 173 S8 e
(15 pmol/L)REME (X SeFa bk B 2] 55 IRAAIT /KT . 1%45 R B, SR RENSBUE /N BRUSCE 4 i
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LR AR T I B T 51 A G IR T TG RS N RE S BT LA T Sy AW ER ], R T DL R
AP-1, NF-kB Al p53 5% 3 X7/ 3 1015 5 Il B R I 40 B 08 12 [47] [48].

3.4. NEISFEXRREH G BRI ER

TAVEEFENEAE SN E FRAIR O AS 2 12 N, BT R I 21309 H R DA R 2h P A v] g
RAEMEERZ . THEFRERBREE . A EAEESE, AU W A IR e Eh (A 2 PR . AT
FREE. BEEREE)FIAEE I B B IR IE 2 S (IR R IR EE . R REY) [49]. CAWIFLRW, HARSP R0
IS S PRI Bh T BCE S R BRI, iR msh ik bi b e Ja M e 7, (R s K
FASE, T ELE 7C 25 R S A MUEE L oWV B AR 228 T v, BV SE B LA IR YSOR FH [50]-[53]

5 T MR 5 R FH M MR K AA A i 00, AL /) BB R 00 B A & 5 2 (0 T ASE Y, T 5 A R VR K
PR, BRRREE AR TR . SRR, BRININAE B35 SR R R 5 R 1 4 PR
2% bJt, Bel-2. Bax J Caspase-3 mMRNA Kk b EAFPIRGL . LB P A ERIR AE F ROR AT 50, &5
FEREF AL FR A M 123 % Caspase-3 MRNA FiA¥ | T ir b HigH B B EER. XUHAE
NIRRT T, BREREE R AR T AR AR, HrE AR IR R E T IR R Rr il — B IR A [54]. TEZAEE TR
Hb— T R R I, AN [EIAR I K S R R 3 A B SRR S8 R AT — e FR P AR 2k A= | > DNA R Bt
th, HaxX P E R AR BN . EAINEA 50 A1 100 pumol/L B, & MR4AeE AR A& TR 5 2
TR AP R B A TR AL, TN &4 45 500 A1 1000 umol/L I, W TG 3 2 R [55]. Xwm, A
[ B 18] RAP 1 FH 22 7 7 e S BRI /KA K

4. BEERE

g LT, AN R R A KT 4E R IE R MG MOIRAS O B, B I RV i = A X A P A [
FEEERI07, (RS R AT S B ML LA R — 00 90 . KENWSERR i, TN FIA HLEE
& BN R AR WU 25, HE TAVEE A AR s, Wb, mIEF/NSEEE s T 52 28 77 5 5K
FHibko SR, PIAMERIRAE MRS TT 2R OR 20 S 32 453 00 LA 77 T80 7 S [0 e AN I . RS B R E IO AS
WIER N, X 88 ] B e 8 45 BRI 1 1B 25

ST, BRI I ORI AR IZ D ) SR R Fe AL BLRTSTRE, X SR R A A AT RS
AT SRAR T o IS T HR AL, BEE ORI R i EEE S 0. P IR RS R,
R b TR R BB B TR BIG T BB 2 A, AN LIRS, BRI R, SRR IRGE IR G N
K E S5 [56]

£ E&WA
A T EARMINL S 27 (2014ID007) LA S 2 A BBt 280075 A4 SCRRTHRI(2014FG046) .
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