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Advances in sodium metabolism-related genes in
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In China, the detection rate of salt sensitivity in normotensive adult population is 15%-42%, while the detection
rate of salt sensitivity in the population with hypertension is 28%-74%, that is salt-sensitive hypertension (SSH).
There are a number of SSH patients, but there is still a lack of specific and consistent measurement standards. The
discovery of salt-sensitive genes provides a more scientific basis for the determination of SSH. Studies have shown

that both salt sensitivity and the pathogenesis of hypertension are closely related to the disorder of renal sodium
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(epithelial Na* channel, ENaC)Z by #AEH, 1
E B % 12 045 WE R U R Bl - AR s S H (Na'-Cl
cotransporter, NCC)H W I Na" A i i /NE T 7
ANAE . BRIR B U IR e 2 2 1 (NBCE2) B Na®
AT S /NVE ARG, B RRE B R AN e R Tl
MINa iz AL . WS X Na W IE N | e
18 35 R D B LR A, DR DR 3R 0k 0 9 4
LA (BR R WL38 15 52 0 ) B TR ABIE TS A Bl T 3k — 40
1878 SSHIY AR HL, 24 Ja SSHIY I 5 42 fik Bl =7
e o

1 BMREHAXERREFEREE

1.1 ENaC £H

ENaCRRZWHRMHE FEFEME, K
SCNNIA, SCNNIBFISCNNIGHEH it , Hpir
LN s s, v HE 5 5T 1T ENaC i
PEBT BRIy 3 1 43 - 45 ¥4 R A7 7E PPPxYxxL (P :
MR, Y: BER, L: &R, x: BT %E
R ) A I . Aziz %5 WHIFSE & BLPPxY (PY R AI) 1] &
ARAR, HPY)F I W s 4i i, FIPENaCy Lt B
WAL, FECE /NG R A0 X Na i E A 5
[] iof 2 1 BC AR B R 12 2R 7E 2l (Nedd4-2) W W3
MwWwW4ZE ik o] 5PYFal4s &5 Rz 24, fif
ENaCZ%k il . Y5 ENaCHSCNNIBFISCNN1GA
A LR SE R AR PYZE R B G B, Nedd4-2 07k
PYJFH 454 S B ENaC A RESR 1R,

ENaCHJH I K INEDD4-2 . il 75 H
7 3 5 T B 1 (serum and glucocorticoid-
inducible kinase 1, SGK1). ZZ# Ik (bradykinin,
BK)%, XUEHEHNMRLIR]FHENaCE
BSEw 7 i EFiR, NEDD4-27 5 ENacC
MPYRFHEGRAELZ R, 2 H5HFEENaC
Fik, MM AN WKEREGH, NEDD4-2
AT fE EENaCHY & FIRE M, B /b Na /) 8 K
W, ZENEDD4-2m BR/NERBI AR f, ENaCHY
N AF R R e ML G B Bk IR, S EKENaC ik 1
S SAMIFIT S R B s Y A R e PR R
%ﬁi(mineralocorticoid receptor, MR)%/a\Hﬂ’, nJ
HBSGKIMFE L, SGKIAYPYFFI Al 1 fE [ B 55
1t, S5Nedd4-200WWZEMAER, #Nedd4-2% 4=
W 1 H 08D HXFENaC I HIME T, B4 IMENaCHy
Wik, %4, Mamenko L B IE SEBK AT 38 i 2%
BKB23Z K (B2R)-G(Q/11)- Wi N it C ik 4% B 34 4
ENaCH G P, HAZ R M C I BDKRB2 Y 54 2%
o 10 SV PSS, A 0E E N C X A 7 I Wie it i

FHSSHA E .

1.2 SHREE

A MFRNa'-K*-ATPH, Holl 3 HA A K
fift ATP BTG AL FB AL, AT P S fb A i i 1) 3 3h i
i R A A, AERE AN P BR BT K 40 L N AR Na T,
KV . HerreraZ5!" %] 4 i DahlEh U K BL(DS)
a 137 5L 1Y S 45 o7 B A BF 98 & B . DS K Ry S&5 i
FE M 267 00 B 1 Ab & AR R R AR, B
Sk e e A R T AR . IR R AR B T3 (Na ") fff
T DX SRR R L A R Bl SRR R Ol
K, IWiith TR s ine, R
HNa 1Y RE AR T3 N BUSOR BU(DR) o 18 [ i 8
(aldosterone—producing adenoma, APA)%J}?Z{‘@
T2 T3] D 34 220 A R I, R R B TEZI6% 1Y
APAsH & BiNa'/K'-ATPase al V3 3 K (1) 52748
RN al VAN /K -ATPase R, FE
B b R 200 B v B2 AR Ak R Ca AR R 1 A ] I AR
AR, Na+‘?3%?%1j[lz]o

WA R KA ADD 1 B
fifl & B 3L (CYPI1B2) . 4 i % 1 &
ﬁ%(Caveolae)\ éiﬂjﬁﬁiﬁlfl(striatin,
STRN) %, H P ADD 12 % % 40 g 5 4 i 2
M (adducin) WH Z — . Adducinifl 7 £ Fl %
e sl I - S < = T PN VNI 118 U )
555 T M A0 e 745 . X Kiladducin
(A AF 5 Uk B LW O K A S8 R A A
WO, WONEE RS, Jin Y
XF33TAF T, 40 4324152 F K & &N
LAY (fixed effects model, FEM; I PhA& AY .
P=0.003; A HEFBA . P=0.003)F I 5]
a-adducin rs4961 2 8M 5 & kB EHL, ®
AR ADD 13E [H {fiadducin Z ik 89 35, 0 LA 34 44
AV, 3 N RIS . S A, T
Tl A Ay 32 o /N A RIS N T Y 3R A T
A Ao A A A T R A % 3 P DT R e Nt
M, BFZEES R B A R WU K BRL(SS) Y
CYP11B2FE N 7FE136D FIK25 1R Ak 2 5 1 58
A R A B A S 3R WY 48 Al A S R ) 4 L Y
T2 ] Il 2% Y S PR, DT R A O v 4
LN Pojoga%[mfﬁﬁﬁﬂmz Caveolae 1 4 il 5 in
IR N B (VNN 1, CAV-1) 38 i -5 1 [
SR (MR) B AH LSO VE T, T 200 B e B 674 20
] MR 22 35 7K P T8, A 1 1 0 %o 0 268 %) 80
YE . S i se R B STRNAS 5 MR I 45
HAUP R CAV- U 5, STRNAE K iy 5 748 fiff
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LA ARG, SO MR T R Y 25
R RCREIDR: I

M fie i

1.3 EERFHHE NCCEH

NCCZHISLCI12A3 % A i % 1Y Na 5% iz 15
F o, HE o 0 34 o] S Bes SHAE B I RE (M1
ARG % 1 i 0 AE LIS, PHAIL), 111 53X e ik 19 & A=
ST AN E A R B 1 (Wnk 1) FMlWnk4 3 [ 1Y
RARTFE, HRF R KMNCCH M EA,
WEgE U R B BN b R AN R A Wk B
58 B 3 R L 1 (OSR1), Ste20 4 56 il &
PR & 5 TN & R 4 I (Ste20-like proline-/alanine-
rich kinase, SPAK)*ﬂ?ﬁ'}ﬁﬁ1¢%jﬁlza(SLC1za)
Min i, W T — M55 R AR (Wnk-OSR1/
SPAK-SLC12A), ZE A YHEMRILSLC12A3 M
M NCC, & # % Na () & W /E . Wnk1
FIwnk4 5 ) 58 28 (35 B 15 5 90006k 5 8 0%
b, NimNCCHM/ER =&k, K, R
B PR T Y SR WO SR PHALLY 4 1 3
il , HXIWnk{5 S 4 2845 M wnk4 & 78 X}
PHAILA KN W 5 W 4 AVE 2 . Pacheco-Alvarez
20 11920038 3k 6ok A 9 TCHE B9 R 40 B 14 BF 5 IR % B -
W R 1k N CCH N 77 Rl ft ik 2L, AT 3N CC
7 T0 o o b SR, TR MR, fE O T I
INEE RN I e ds Fe X S EPHALL, BB TS Pk
M. FESSHE A MR & H 43 B s i i IR &=
(UMOD), 7€ '5 A M i i () sh i Al vp ) A
JFNCC M Na*-K*-2Cl A #% 5 2 1 (NKCC) {2
EHX Na B B, T UMOD A 1) 58 A8 i JR
P Z A IR, XNCCENKCCHIE I
sk .

1.4 BB SN EHIEE R (NBCE2) EH

NBCE2HI SLC4AS KL K 4 i, i 4 ] 19 15 1
i /NVE R G A Y BRIR SN FE 2, R ZE R AR
A MpHT . Wen e 5 i3 XF /)N U Y 1) BF 5% %%
B TESLCAASFR IR mAIE O T 251 A IR
rh RE R L, S AR e PR R i LA X
IR, AP R B NBCe2 T
2 0 20 6L PN B G A R, SR k. SLC4AS
rs7571842 3L K578, 3N T NBCe2 By K IEFIA
"5 3T g /NS 4 il (human renal proximal tubular cell,
hRPTC) %1z .

1.5 Eftt 5 MRS ER
B o e 22 T L 23 W8 B 55 WA ) T R

AR, fENa BRI, R R 2
BeAE T HAZ R (DIR), 1L GER FHI IR 32 R 18
J AR FEAMR /N Na - H S A R T A N/
PO, Hhf iz B 1 L) N /HCO™ L4542 45 1 Al A
JES AIMI 5% B Na ™K -AT PRV T, AT 410 7 Na ™
M, e I S N A R NS R R T SOMLBE Y
IRENICHE . BRTRFZR PR B GEHZ KB4 (G
protein-coupled receptor kinase 4, GRK4)W[ffiG
&R R R AL, JFEDIRS HGEH
1 255 IO 52 5 ) A P AR AR IR, R IR 2 L M ) i DR
OB o A & i L R S 2 R GRK 43
PESEIN, i GRK 4L SCTE A% TR AT 85 1L Y
Thir o 0 X ARG 7 rb s e AR Y 2 DA B
FERB, R A AU S GRR4ZE S A
(1 K 5 AR G, T E G R4S K 8 53 4 = 311 1
Jie T 2 PP A7 AR X 22 T B 0038 ) R A A4 ]
B EE

2 MXEREFZEREEREM

ANMEDNATF IR O T, 7E 5L R B H K
S b e e 3 DR A B A T TR A e R A B 4
PR Ry 26 W 3 A 2 o G 35 R A 46 A il sl i A 22 93
S B R 24 7 L B A s Y R
A W 1T 3 2o X 3 PR B R Mk B ik R Ak 1 T 4 K
B S R Rk St R R R s, H
MRS i Z A FEDNAF 34k, 418 A 1B
(F3Afe. ok, ZE . Bk 5suMofk
F)VFAEH B RNA, BARAFERMLI TDNAM A%
PERRAE , H 22 0 35 A% ML) IR B B8 A SR R R 1Y
VA AT S [, BT AR R R 3k R 3R Gk 1Y
TR & P,

2.1 DNA HEHX

DN A HI 3 4k J& 45 76 DN A H1 35 5 7% g 1 1
T, RHEE ST X E SR L g e e
FF(CpG)WIDNAF I &A= B Ak, 1 i BHL %
ek F S5 DNAMZE G, w0 Ak & BH A L
DR ) S T 2 P R A 2 fofF 6 DR St g s %0, |
JITiR ADD 15 P Y 3k 7T LA N - K75, filiin
Yiig /N A5 T A 4 .l A X 1 s o8 iR & M e
JEEAE S K : ADDIJEH S 3 FRUDNAH X
fb il a-adducin®E A 3A, K B K24k KF
e iFa-adducin i A9 Rk, Al LG PR i o1 )
WNa™-K* %, RASFHNS R U, IFH
ADDIFEN DNAW JEALTE & vEh B T B P,
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NKCC(Na'-K"-2Cl P [ ¥4 iz & 11 ) o] 4F H T 3 i
F/NE LA, fENaT, KT, CLTR] 1) 5 A 4 i
SERES T E WO . Cho s P31 % A & M i
J£ K (spontaneous hypertension rat, SHR)[
WOk B . SHRIKN P AL B EGE D, 1 W
NKCCHE 7 g TR He Al , T i NKC C 5k
Rk,

2.2 AEAEI

HEAERN RN FRER, WEEAD
FEH . XA E AT S B S 2
G, R RERENAY, BMEKNE
I ) b 22 55 250 Williams 25 P98 & BLLSD 15
PR 2 — o 3R AR e E AL B, PIAR AR
Aol B e (O I I - i S = N i TR
i [ 1 9 95 A ENa CAR 1 B /NS B 1 2 i 4
U 55 o Nishimoto%5 PO i #F 58 & #1  £6 A AT
T P A TR 28 2% Ay I R CB - R 2R RE RO
i cAMP/PKA, 414 (115t 2 BE B (HDAC) Y
WM, IREEWNK4I R4 E A LWk . 156
Fe R 2R (GRs) A S #H T WNK4JH 8 7 X
5, WS GR-nGRE (BH M B W A4 ) 45 A 5 1 o
WNK4%; 5%, WL #H#ENCCHI %1k, SoharaZg:l!
8 1 WF 9845 Hi Kelch-like3 (KLHL3) 2 [1 #l Cullin
3(CUL3)EEHEREZIERE &Y, 1EAHLEE
H——Wnk1 fWnk4, JiH kA7 £k, Rt
Wnk1 FIWnk4 23k, MG NCCIY I Pk e 4
S PHAIL,

2.3 E4RT5 RNA

A m A RN A B8R /N AT 5328 6 56 E 4 B RN A
MK BEAE S RN A, JH B 175 5 U €0 5 45 14 19 ek
A5, A mRNA LR R Rk DB KEET
DAFERGTMAKENSHEASHE B,
o 4 L R i 2k L A 4 A RN AGE S 3G [
M mRNA, i H & A= B A 91 BH 1k 25 DR iy R 3k
K EE AR g A RN AN AT 2 5 RNAZS &5 8 1, Ml
FEHEAN L CBACIER , 50E M 5 A
THRSITREEED, 18- LB (cypl1b1) Al
S [ A BB (cyp11b2) FE P 20 51 72 A4 T 1 3%
JoT Tt 0 R [ ) A ) B R e S o B B . B I Y
— TG 5% 3w BR LR EE I m RN A 3 i A B 5
X1 (3'-UTR) FmRNA KA K Dicer1 (£
FimiR-24), cypllblflcypl1b2 (1) Eik H L T M
BT RAN X miR-24 B ERAEIESE T B AL EE
W W cypl1bl Mlcypl1b2 @y 3R iE, 1 H if GE I

TRz U B RN R A AR, DN S M SSH Y &
im]o Sober%””ﬁﬁﬁ%fﬁ'L'HmiR-124ﬂ:‘I]miR-
13SaRE A I il £6 B2 B R 2 Ik (NR3C2 3L [H]) 119
Fik, M HmRNABIEZH, PG R =2
PRIKF, DT il 6 Bz B R i PEH o

3 %iE

MR 22 BT D ORE ] . AR A S IR
Th 8 Z ] A S, T A 44X 4 R 28 B S 9 Jfi R
AR S M, T RE A T s AR B i R [ BT
o PbSSH R H 5 I %k B A N AMIFSE )
POS 3E I X R e B A R O e PR L
SR W 50 25 2 A T 5 kBB A G A o 1k
P, 3 HAE 9 P % PR 38 A i o 3 D ) 3 0k
HE R, F 8L BT T K L] e &
SSH & A= il k e TS AEAL ] o (H A& X SSH 5 8% 3 [
N 35t 15 B G WA 805 4 TR R B B o [) B 2R
Be. B . MR AR RSB R ILFEE
FHAEAS SSHIM M FE A A% . SEBLM B 5, WA
e R AN ER BB, A s AT SSHI &
KR
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