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Abstract

Calciphylaxis, also known as calcium uremic arteriosis, is a special vascular calcification in pa-
tients with end-stage kidney disease which has atypical early clinical symptoms, poor prognosis,
and unclear clinical guidelines. At present, sodium thiosulfate (STS) is the most commonly rec-
ommended drug in treatment of calciphylaxis which plays a role mainly through the mechanisms

DERER

SCEF|F: WAZES, AR, BRACHRIRBALE S P B A h B AT PRSI D). IR PRES 23k R, 2021, 11(12): 6201-6206.
DOI: 10.12677/acm.2021.1112920


http://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2021.1112920
https://doi.org/10.12677/acm.2021.1112920
http://www.hanspub.org

WIZET, ARG

of calcium chelation, antioxidant stress, acidosis, vasodilation, anti-inflammatory and analgesic
effects, and calcification inhibitors. However, there are still some controversies about these the-
rapeutic mechanisms with the progress of clinical research.
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1. 5|8

AL A — P DL SR I B AR, R AR AEAT L BZE AT A0 I TR T () 2K
B . HEVIRIUNBIZIEE . PR B R 2 aPEHbe i &5, nlit—20 ke B o4
FEIRIRTE S 5057 Jh BIRE (1] [2]. T SRZ IR B EVER I, & N2 Hif T WAE, & RAHE
BT O MU BB IR EEAE . H AT, KTy R EERLE LN LA, B alids
BRiFH . ORE L, RS, mRAUTIEL R AWIRIT[2]. H, AATT AFERARER RN DUBEIR
Ehy PUARRZE. DLJ SNF472 %%, b STS 2 EZH (3] [4] [5]-

AR, BEWANRER T2 5T STS 16y 80 B 48 I B E5 40 B 72 & 5] . 40 2018 4F Ying WANG
ZEHEAT I — 0 Meta 2047 7, X 45 5 SCHRHP 0 358 4 BB TR T i I HEAT T B g5, R IUEFT STS 97 )5,
70.1%HIA5 AL 18 5 B 3000 . POMIRAR[6]. [RI4E, Donlawat 25 & 3 (1 — fe A BE M i BEHL G BE A 78t
FH STS ] LARR e MU E5 40 7] [ P9 AH G T3 HA 1 5 SR AE SEBR B FH o BAG 5 [ b7 iR AR 7 R L &
SELF IR 521 [3] 2020 AFEFRE — R 5C T A5 A B 1 & o 3 R ko i 2 b, SRR AESR A DL STS A
MEREIRIT IR, IESA, BRI, WG IR (8], Hrho%T STS WGy 854k B b M A 45 4k i 7 I
MU A TR, TEAFMES. R, PrEAE. DU R E &R 7k i 245 A4
RFER . Rk, ASCEZE B STS 10978540 B A 00 45 AL R Hh ML AP 78 0t Jg Je He 48, LA STS
FENGPR R BRI S I,  DARIT AR AT ARAIR ST 77 %8, TEERN T ARMLH 0 J il b 58 47 Hh 3 4 vy HE
Mo

2. STS 34¥7 CUA BI{ERNHI
2.1. {5%4&

BRACERBREN & — P B &30, B AU THRALh IS, EREE miE A N ARERES , Wi
M FREE[9]. Pasch A S5 H] STS Y697 IR #R0E /) B A ML E5 44, 45 SR 3 BH I e s A5 IRk FE AE 15
min J5 B2 T F%, 30 min 5K EIER ; [FN, ANRARN IR H PTH R E 5 JRESHEM IR H B _E Tt . J5%E Pasch
A ZEANTE T ARSPSEES, FEARAL STS IRFEELEHRFAE 20 mmol/L LA B, Iyl b il B 45 ik B2 B & R %[ 10]. 4R
1M, O’ Neill WC [ — TiifA 7 7t 25 S 3% B, B A Qi e B on] e 25 45 1OV 120 385, 4 STS ¥R A 5 mmol/L
W, R TN T 4%, [EII, O 7RIS & 1 R RS A0 STS #li s F5 40 1 2R 3R
AL STS 697 A LBk EE IR B E T 2 PO SR (43518 1.78 mmol/L. 1.86 mmol/L), &
T P 25 T ) 5 Ak A R FE JE B S 22 e 11
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O™Neill WC HIM w5 5 BRAERT SO AR, (EF AR AN 78 SR (X SRS, 6T STS #4454k
R 5 AR 75 TR ABR TR S 4 v VA Ak B AR 0% G A7 AE 4

2.2. B E

TENZ I R SR T, BRI AT IR AR, DA IR T B i o 12k B s 28 2 ) AR
1% B S AR R S B LR A i 2 H HEMERR S 5 D% 12]. Pasch A S5 5T 45 R B STS 7E/K
WS RANSTTEG pH {E, SRS IR S AR TR, (HICTER P &2 75 nl DA 451k i 77
FE4H[10]0

HORTRE 0 7R B, BRIMEFAEE o] LAHDHI M 854, MBS AH 2 . Mendoza S5HF 753 BAAR i
P& BELEAR A A T LIRS . BEE SR ZH P T AR A L 54 13]. de Solis &5 & BB FR BE 7E
AT DU IS US4k, I B 7 SR B8R /D BB R A 3 5, FL R ko A2 4540 14]. 5%TF STS
AR MR E M A B A, R R E YOS TR 1) AR R S B AR,
IR/ B BEAE LS BE TR s 2) ARG IR Hh 75 (0 B ORIk B 1% 3 % 32 14 (sodium  phosphate cotrans-porter,
Pit-1)1k T, MBI 13]; 3) ACHHIERR th 3@ i) L AL o 6 OB 4758 38 [ 15800 ERK 5
SR [ 16] M FH M) M 510 . {5 Schindler 2542 AR IR P 35 2 1 R I BE A 0E 5 1 BE 1473 ,
PERE M E546[17]. Oka M Z5E%F 107 BIE M B E AT "l RSIAKES L PE 73 (CACS), 45 R B M BHENT H &
FEITHTRIRE R &2 S CACS B, M BZENT AT pH 5 CACS LI RHIAHIGHE[18]. s, (EHAS
HEAIAE, STS VGIT M F R AA1E FEU™ E ARG ERR 21X [19]. Hunt GM B4R % — A H CUA
WL PEAEBENTISG 1 /DS 25 ¢ STS, 2B - RiZEFH MG Rk AR #3G B
TR BRI =, S BT R S A % A e E AR R T # 5 STS #H2%[20]. Hundemer S5 -4 8] 1) 35
S BHE AT LS, TRRIIE A 33 L EE T E PR BT R [21]. Bk, &F STS 558 25 4
il M A5 A M A7 AE — S 4, RIS STS b A2 b 75 B0 4 771 & DA e 5 ke 7™ AR i 1 R v 5

2.3. ST ERN

FE ML A5 R e, (3 I~ T UL 40 2 R 5O 1) = %00 N 9 LA 1) A S L A~ UL
IR EEE . AL, LIS T % (reactive oxygen species, ROS) 77 2E 5 HL A WL O3S UNSSIE, /&
Y 2 1 EFEE R [22]. BFAR I, SO DU IS 5 5 N R A MR Th RE RS S0 T I T LA
W S5IER% . B T RIEMARE AR AR E . Rk, PrEMIGRIT 2167 MBS
iz —, 1 STS HAAsEPrA b rERe, &5 — N TiRI7 e8I HTE L RI[22]

AR H R 7 B R A S5 AT A, STS J0Y7 M F5 40 A I JF A 2 Bl DU A& e 1) i)
PR AR RN (Na S,05) IS5 M A0, STS HAPIANARECKH B, 3X SR B B AT B B A B T g
W= ROS; ()AL B H AR (GSSG) SHARERER BN (STS) s B 1] A= A= 23 Bt H R (GSH), LA [ v 77
FE R : 1 GSSG + 2 Na,S,0:4 — NaHSO, + 2 GSH + 2 H 0,3 A28 ot H ik & — Fh RAR I BT &AL A9
KT HoS WA S E T F — 7 iR
2.4. EFKIMEAE R BAALAER
2.4.1. —FHE©Nitric Oxide, NO)

VUSRS (BHA) AL, o] LU 75 4 B2 14— % {L & & i (endothelial nitric oxide synthase enzyme,

eNOs)FEAEI, [FIF A P9 Rz J8 1% NO 8/ 350 Bz 4t s S AL 2k s 22 . 17 STS W] LA BH4 %4k, M
M1 eNOs 5 I TE NO #22[9]. 2020 4F Jaap A. Joles 25 A\ — TN S2 56 L ENE 73X — ik, 1%
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SRS STS ) BAS L N-co- A 2E-L-FF 2 BR(L-NNA) I -5 10— S 0B I 1 AR (23] Al R Y
NO HEI L )5, AMUATUARFIK I . 8 M4 A R AR B D RE, 38 W] DAORAP L Py B 400 M0 e B, ATk
RIEE5H[9]

2.4.2. LS (Hydrogen Sulfide, H,S)

BARBR R BB 7 38 52 M — F AL B (NOY 3K I 41, 3w LAJE Ik 10 A1 T8 JULEH P PN ) 45 P I S
A HoSe H,S A4k NO Fl CO 2 Ja KIS 3 FlvIN TSRS 570 F[24], I8 I BT FL e AR5 100 45 55
WA P Karp I8 LU 358 4 2 AT42 T NO. PGl EDHF H3E TS HL A S 40 I3 5K T 5
PUMEES[25]. Wu SY S50 S0 R BITE ML A5 40 /N R, iR = Bk HaS /KT Bl e il - 24
fiti (cystathionine y-lyase, CSE; $-FhZ 5 N5 H,S A AR )% 14 /2 CSE mRNA 7KF- (K BT B#A%[20].

RV AT R HoS 7RSO R N AR EEAE M . HoS RTLAFE S R A0 T2, A5 Bt 0
SRV Zanardo RC 250 73R B H,S A& S 98 A SN A E 2 A YR P 4T DR 7, 8 AT DU S0 K B SR
P> PR AR SRR R, ATTIA BT 2 S B AE I [26]. Distrutti B S5 7E P IEA A
HHIMIE H,S AT R ER[27].

SR1fi, Whiteman 254 HH NaSH ($AEAMNEME H,S)7E g 2 W7 S 1 EWE 40 i 28 5 A R i - 2 {2
RBEPURVENERH . 24 NaSH 100~500 pmmol/L B, $THAE K 73 Wh3E n; 1 NaSH 500~1000 pmmol/L
i, AR RER TN, Wi IL-18. PGE,. TNF-a %[28]. BARFKT H,S 1E 4 NERL FE A (K 16 F M 4776 4
W HZEEHTA L, AHR SRR & 5 3CRF HoS R ML A5 4 i 72 A BT RAE A [26]

2.5, $5LGIETF

STS ] DL it 885 A f i) K7k v 97 1 5 44, A5 A fMbi Al 7B 5 2 T Gla &% [ (matrix Gla protein,
MGP). JREKEEA A BMEA. BESKEEA 7% . MGP 2 —Fh @ 3 ies L s a4 7], &
BRIETHE S O0MEHL . MGP @i/ RARTREE N2 EIkE L, T 6~8 JAI 38T £ ik
59k AN HIML[29]. MGP Rk TR 2 BT MEMARIRE. Bk, MGP 6k Z 42 S EULE 9510
IR A

Pasch A Z5HF 75 R B STS J697 JR BEAE /N U5 I H 1) MGP B fRAH B 2 _EFH[10]. Zhong H 57
FURIL STS Al LUt Fiff MGP Rk, FiREIEE& KA HEH 2 (bone morphogenetic protein-2, BMP-2)51%
L85G HF a-1 (core binding factor a-1, Chfo-1)7& 1A A i) N\ 35 20 fik 278 WLZH A [ BB A 40 i 1) 2 93
161301, Hr BMP-2 5 Cbfa-1 N 4R &7, AR 3ER T - MGP 1] LL&E & Flid) BMP-2, MGP
& BMP 15 5 &2 i ocs il 5+

HAT, 5T STS i b 85 A P& 4] 18 85 40 R AH SS AL AN+ 2 B, 75 2250 2 IRk
AT I .
3.STS £ CUA BEPHIGKEA

STS 43 F &N 248 Da, Wi WURERZE, KZ) 20%~50% A CRR BR 2 20 JR PR HERR , H AR N
WEARER SR, 1T A B R AR B HE R AR A3 1] B IhREIEE I A WA 15 kb, B IhRe i £ A
TR, PRI INZ) 5 5. BT STS o FEAR/N, ATHE M BENTIER[6]. FRlkiES 2 STS s WL
MZgaett, MW B S 70.3% 83 R AR KIS [32]. Ptk N4 2R R g s, HEE T2k R
UF[33]. ik STS MR ERZE, U8 7.6%, (BTG WBIHRIE DR R [34]. (ERERLIE T B3 h oA IR
A STS HIRIE, (HA KA S PRI 58 1) AU [35] 6

FIK A 294N RSONE At MR ATACHHE R T 75 (6] FrvBod B Pt S E0E O . XL 32 ZRA

DOI: 10.12677/acm.2021.1112920 6204 I IR = =23t e


https://doi.org/10.12677/acm.2021.1112920

WIZET, HBIESR

BB 2 B A 1R BT R A R T B [36]. M E IR PR ] LR EUA R RS ELO R
W OEEWOR A, Hofh D WA BN BRI BE SASETEML. QT [MIAEK[37]. AFIE STS ik
BN T BT RE (0 A6 A 3K AR R g I 7 5 18 4 A P 7 B B i 2 ) 23 R &5 2

4. g

H HTESAB7 1E 38 AR AR A BAE S N STS i BH 45, {H 36 [ 33 55 771 p 23 (Parenteral Drug Association, PDA)
O STS FUNIRTT A5 AL B A AR i B 15 245, STS X T 45 AL B iy 2k A5 21 i
FHIAE . BACERER N £ 2@ 2 S . N, R R, ATk . ﬁ%%ﬁﬁ&iiﬁ%%i‘m
HIA 5@ AR ST M4, 2R F 2R E KA, Wkt WA 25t SR 7 R0 (R HsE A 0 A7)
& AN E LS E R — Pt s . dhAh, G BUERIEL. R RSN A —
G, e D HHIE TN AR AIE .

& H
E & AR RLF3 (E X A RE#E 4 81770659), LT RIZEEE S| S50 H (17411972100).
SE 3k
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