— 1376 — FRERAFFIR 2022 £5 47 % 11 8 (Journal of Chongqing Medical University 2022.Vol.47 No.11 )

AN AR SR Kol
A P 0K 53 M5 0 SO AR 5 i
et it I BLAR O S

o, XB BT BLKR A
(TLPE N R B H- S /TR AR SL SR B S 330006)

DOI:10.13406/j.cnki.cyxb.003131

(3 = )4k % 1 B R 52 IR D RE JTHEAE (secondary hyperparathyroidism , SHPT) J2 P HUIR 52 i 8 % (parathyroid hormone , PTH ) 43
AR IR RFALE (A8 1 W O R R DL T R R 2 — o ZTFSEUESE , PTH mRNA AHCZE G 2 FUH miRNAs 2 5 #LRL K]
PTH % 58 Ji PR AL L 9871 PTH mRNA B9 FeE M RI/K P, 6 SHPT rhisy PTH 263k SR . % 5% J5 R L ol REFE M6 5
SHPT YA HYTETE IR RN B R 15 BE— PR o A SCHE 3l SHPT 19 PTH K& R 5% 5% 5 PR AL BT 8 0E R JR TP 253

[ 5K 8838 )4k S P HUIR 55 B D RETTHEAE 5 HUARZS IR 5 e s J T4
(FESES]RI4 [CHkARER]A (es B #3]2022-04-25

Research progress on post—transcriptional mechanisms of parathyroid

hormone gene expression regulation in secondary hyperparathyroidism
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[ Abstract]Secondary hyperparathyroidism (SHPT) is one of the most common severe complications in chronic kidney disease patients
and characterized by elevated parathyroid hormone (PTH). Studies have confirmed that PTH mRNA-related binding proteins and
miRNAs regulate the stability and expression of PTH mRNA, thereby mediating its post—transcriptional regulatory mechanism and
playing an essential role in the high level of PTH in SHPT. The potential clinical application value of post—transcriptional regulation in

the diagnosis and treatment of SHPT remains further explored. This paper reviews the current progression in the post—transcriptional

regulation mechanism of the PTH gene in SHPT.

[ Key words ]secondary hyperparathyroidism ; parathyroid hormone ; post—transcriptional regulation

R 22 133 2 (parathyroid hormone , PTH ) J2: i HUIR 525 i
LML 2 5 R e LA B A R I I A B A Y
FEWE . AT R, TR S E BE R 2
10.8% (11.7%~15.1%)" . 4k &Pk FIK 55 B T 8 U EIE (sec-
ondary hyperparathyroidism, SHPT) 42 1% ¥4 '& I %% (chronic
kidney disease, CKD ) f.3 5c # UWLAY P 5 - & 2 —, LA PTH
G3ULHE AR, R I PR S5 BRdS A: RE #i 5 R B )
T AR S 5 — RN R AR, HFFTHIESE , SHPT J2& 3 2
CKD O Il 2 2 AR RIBE T A I 7 A i PR 28, 7™ B
M CKD 8 By A 16 Bt A A2 . IR, I CKD s it

1EENB . TH &, Email:chenweijxsrm@163.com,
BFG7r ) : FRMR K B I8 R R AT 5L o
BIEIEE 4 4, Email :xuhual9038@126.com.,
15 H Kz - https://kns.cnki.net/kems/detail/50.1046.R.20221114.1118.028.html
(2022-11-15)

IR VA SHPT 2 X

B S JE VR TS L A da 3 R ek R S AR . i
AF, AT 2 I00MH S 5 JR AT ol 0 35 PR 2 S5 5 VA s b Lo 2 M
JeA 2 S AR R I DA B S S & B, A AR PTH 3
[R5 S5 Je 9 A5 HLAD , CKD If & SHPT fEAZ 2428 PTH mRNA &
FEPEFRUKSE TS 1S PTH Feak e, 4 5t f5 R Ll vp
REAE A S 5 SHPT 1236 B9 V8 78 I A by A0 1L % 15 0 — 25 26
Ko ARSCEEE SHPT B PTH [ 7% 5% 5 4 HLT A 5T ot e
JRITLEIR

1 #HEERRERINGETTHES RIRZRMER
TIHLE

CKD % SHPT [ & AL 52 2% , G5 0 19 6 i #1  oy
BRI AR L A 1o, 25- — 054k 4= K D[1,25-(0H) -



BERERKFZR 2022 £55 47 5 11 # (Journal of Chongging Medical University 2022.Vol.47 No.11 )

— 1377 —

VitD, 7K 45 K R 35 5 SHPT f) & A4 & e B A oG o I
5 B A 2R D R R AT 4 40 AR K IR T 23 (fibroblast
growth factor 23, FGF23) 45 M [/ 2 5 52w PTH 196 B L 4310
FRTFR PR 55 B 5 ) s AR

PR YA 7K SR R PTH 20 IR RN 2, 24 i 55 457K
PR ACHS , PTH 430 B0, 4 W 1085 25 5 350 F IR 25 AR 400 1
B, TR 55 Mt 4 A B KB ot 345 45 7 S 388 Jon 0] 2 S IR 5%
MRS AR A ( calcium—sensing receptor, CaSR) , 3 PTH B
O, CaSR 38 2 HAR S5 IR rf 1 B IR AR AL B2, IR EE L)
A 35 G305 M CaSR Ry e, TGN PTH 11453
Wo 1,25-(0H),~VitD, XFRHfb =5, 484 2 D TG At
WY, 4E 2 D 24K (vitamin D receptor, VDR) 5 L 8 R #
X ZRIE L F AR I S BB b = BEES &  /EH T PTH
FEUH ST IX B VDR Z5438, B 4e 1 2 D G, Em A
5% PTH RS o 24 HUR S5 IR ) BE T HE 3 350 IR 55 AR
B4ZER, VDR #1 CaSR 3k 870, PTH 43 #h 34 ', b4k, i
R A0 R A0 7 A Y FGF23 AT LA i 5 FGFR1-J8 2K
i klotho 52 1 JE LI 57 — AR A W 45 4, B IK PTH %
KU E B 25 B D BE AL, klotho 263K A , FGF23 [ PTH
e R BE A7k M

GATA3 .GCM2 Fl MAFB &1 )y HUIR 55 Btk B L 75 1%
ST RS 5T HUR BRI R F35", Morito N 2 PHIESL,
FE PRBERE P IGES M (9 /N B, 40 i A MIG 45 38 3 CaSR 9]
5 MAFB, MAFB i — 2 534 fin SHPT th PTH % ik 7K F .
Bk I =2 A, 4 PN A 7K S 4 A R DR T E T8 38 e PTH 2 [R5 57
Je VAT ALD , P8 PTH S8 % 3K, 520 SHPT Bk e . 2
PR % 3% Jig A1 49 2 6T RINA 25 K R0 300 B 10 0 2%, 4 435 385
mRNA BYFLE M, b7 1k mRNA [, AL 4% /N7 T RNA 51
BESE IR S TTER, LS mRINA F A2 B P 0 $5 8 1 S [ £
eV, BAT, X PTH 55 R SR 05 R 0 i 55 32 24 45 PTH 2
HAH 5 RNA 454 8 (H S AES %/ N F RNA.

2 ME-FHREIRR R4EE PINI X PTH E R B &
FEBAT

2.1 PIN1 53R B # 35 %

JoR 3 — i S 5T 2 549 il PIN'L 3 2o o S P 45 5 I 2 1
F14 I R AL 7 T IR T Y 22 S R s T BR AR, fo I 2 R 1
. Jile AR T 2 S A AL, 2 T 081 42 AR 22 WA R A 2 11 B 0 4 0
Pe. PINT TSR AURTCIF RNA S5 1(AU-rich element
binding factor 1, AUF1) £ K [R] Y5 55 2 75 2 14 (K—homology
splicing regulatory protein, KSRP) % £ RNA 25 5 H L5 &,
FEGEAMR KA, Z 57 GM-CSF  TGF-b1 Al PTH
O RIS —JRAFICER (AU-rich element, ARE) (1) mRNA {92
FEPENO B ORTE B RNA 256 8 E 0] DAJR P4 2 (1) RNA 41

S AREXEAR R A A 451 o Krishnan N Z2URFS % R, 240 86
1 mRNA T3 PIN1 5. 2537454 %1 (stem—loop binding
protein, SLBP) 5 20 % 1 mRNA 3'3 T 373k 4w % X (3'-UTR)
ORI ZE IR A1 2856, AT 2028 1A R mRNA #E A A1 Af 5T L 3
PRAT mRNA [ i i T 22175 100 24 PINT &5 4 i iR 1k 19
SLBP-Z1 5 1 mRNA & &%), 2 ESLBP & G4 LR, 1%
— i A5 SLBP X 21 4K 4 mRNA 5 5 J5 8 5 (i el
BEAN, PINT 4238 1 HoAth 7 =2 i RNA 2545 25 (145 mRNA 1
AHEAER o 20 M 5T 3R AR R Ak JT 4R 45 & 25 1 (cytoplasmic
polyadenylation element binding protein , CPEB) & — 7 5
SFA RNA 254 % 11, 7 mRNA B i 1 280 /e H o
CPEB % [ figfig & LW iR Ak, 5 S 40 i T 2 AR T IR 1k,
AT 555 poly (A) B AEAd , TG T2 2h iRl Fe . IF9E 3L,
FE R BE A0 B R A GT BE o, PINT 254 W52 1k CPEB, 5:3( CPEB
K SR T Bz B AR AR 5 R S o R 3K ) R
mRNA ik 1 H 'S, il gkl WL, PINT 5 44 [ 68 5%
mRNA G548 1 BIG 2 mRNA A A i T
2.2 PIN1A4z PTH A B 4% 5k & 8 bushl

PTH mRNA 9 3'-UTR st & #EAL AR 57 19 ARE 1, fig 5
MR H B EE A VEmH Y PTH mRNA B0E #3510, 7R 4 3
RFETR, Pinl HE R4 R BR /I BRUAY 1L TE PTH 7K P2 B A2 /)N
LY 3 4%, B 32 At PTH mRNA 7K 7 2 B 4F 51/ LY 2
RO S35 B Pin 2 764 PTH 3l 38 35 7K - 14 8 2 5% i 1)
2, 76 KRS A 5% CKD 5 S 19 SHPT 42 284 tf | PTH
mRNA 5 AUF1 454300, F1 KSRP 45 4 F#A% , 3 PTH 3 [
FEIRBEAN, 516 PTH 43 W06 1 0 A0 IR 25 Bt 240 e g o121
Pinl 2 518797 L3R 8 A B0 P, DAl 52 0 2 H iS5 PTH
mRNA FYFE AR, X F8 95 PTH mRNA B PRy H Y0722,
KSRP 5 PTH mRNA 454 Al 15 S PTH mRNA %) . 24 PIN1
5 KSRP 254 S8 KSRP Ser181 {37 5 & tE Wik , = kiR
A6 KSRP 5 PTH mRNA 455 55 F1 7385, 53 PTH mRNA
TEURIE N . E SHPT H, PIN 1 S A4 B M 5 AIG , Wi R fk KSRP
5 PTH mRNA /45 & 2 M I, 51 A2 PTH mRNA A1 Il 7%
PTH /K380, [l 7 1A Ko R A5 PINT 2593 il 500
IR, K BRI 2H 24 rh PTH mRNA 5% 5% J5 /K - W G 44
Jine bR EE R UE— A UESE T PINT X PTH % 5% J5 V8 35 4 #t
PTH mRNA f# 3'-UTR % & 19 ARE 3. H1 b v] L, PIN1 7%
P LR B 25 i PINT 5 KSRP A B 7F FH AT L SE i JE L
PTH /K, 3f:%F CKD 31 & SHPT B & 9 i Fe & 4 H B AR .
T IEE BE— A UESE PINT XF PTH 223K (95200, ZHF 5816 A
[ A2 7 i 55 AR 5% B 1 mRNA 1% 70 %2 B PTH (3535 4
FEVERI3 I3 A5 PINT .CaSR \MAFB PLC #l PKA Z:{5 53
B A R, PR, PR B2 PINT AT PTH mRNA 4 B
A PR 1S5 30 PTH 6 R 5 32 K W i A2 W] gy CKD I &
SHPT (R H AR A6 7 0L



— 1378 —

BXRERAFER 2022 £5 47 H% 11 #1 (Journal of Chongging Medical University 2022.Vol.47 No.11 )

—TGURF 5T LT CKD 45 3 SHPT 35 1 9k 18 P R 21y
PERE A 00 1E B R AR 0 FOIR SE BRAE L T8 S B 51 3 B
DRI, 5 IE R LRI 44 HELAUF T Rk W] B REAI
EURIE PR A B EL, S5 MR AR 41 U AURT 3R] 1
REARP. WFSEUE S, ZEAR M55 25 4 7 , AUFL Al 3t 5 PTH
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Ko Shilo Fl Kilav—Levin AIF5E A BA i 52 F miRNA )33 4
Xof LU PR B4 SHPT £ M 3 X BE A, DL R R ¢ A
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PRSP let—7 SEAZ T R A0 FH2H K RUAY I PTH 7K A
Ll Xt BEOR B INAE 1A% s S BIDIRZS N, Bt let—7 SEAZ R Ab #
41 CKD A BURH FE % BB 25 CKD ok B B o 22, B il 3% PTH 7k
SESEINS L B ER B UL B AR A SE A ARG . TRl
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o HF let=7 Rl miR-148a/b 23k F B4 , HLAE CKD 5
SHPT FEAR AT AL FR 2R AL It , 138 miRNA 7] 6 A 4 K CKD
PSR S I A bR i) . EAM  7E CKD 51 1) SHPT /N EUh
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(PT-Dicer™ ) LABH Wi miRNA B 7, ¥4 48 % T miRNA
AW R AR HUR S IR AE K R B2 . 7EAE LIRS,
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