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ACTH X EK CNIs WEMHARE X E SR ESEERE IT Y

Ak R O MK oA FE— KFEA RmWwW TEA

[ ZE] B WL IR MR (ACTH) S8 2 S A 1 w20 B 2 Al 30 41 77 ( CNIs ) BUEE Tiif 24 1) D 4 B &5 A 1iE
(PNS) BE BRI A R, o BT N . ik BEECEE BH T o0 BE B 42 % i 38 J2 CNIs BUEE fiif 25 1)
PNS B E AR A G, LI BENUE 205 40 WAL, W] BRALAT 8 BVA YT , ACTH A1 7EX] BRALEERN |3 DL ACTH # Bkib 877 , L widl
BERIT G PR [ 4% B ie &R F IR [ B (HDL - C) SR EE(TC) A2 B2 fE 8 H AH [ BE (LDL - C) & =B H il (TG) ] (M vE
B REE(COR) 24 h JREE A& & B /NERIET Z (CFR) TP RAR RN ENES . &R ACTH 4 B M35 XA (P <
0.05) ; 23497 ,ACTH 44 TC TG .LDL - C \HDL - C /KP4 T4 BEZH (P <0.05) ; ACTH ZHi857 J§ COR 7K P55 T-X B4 (P <0.05) ;

ACTH Z41IRY7 /5 24 h REE g it (GFR AR TR RLL(P <0.05) s PR RN SR AE R W B 225+ (P >0.05) . #5ig  ACTH al £y

R PNS FEE R M CNIs TR 2y, $ i I R P AL
ES ol
doi ;10. 3969/j. issn. 1000 —0399. 2023. 02. 019

JE & 6 2% 45 4F ( primary nephrotic syndrome,
PNS) 4 % T LFERFIR " BE B 3 /2 PNS BRI A
—ZIGIT ) BHIRA 10% ~20% (85 BA AT
PR WP Ay K T 24 Y 5 45 A AE (steroid resist-
ant nephrotic syndrome , SRNS) , 55 1/ #it 25 i i it 4171 ] 551)
(calcineurin inhibitors, CNIs ) & H. B ik 897 24 -
DLAERFZE " R, 23% ~ 53% SRNS i % 8l
CNIs 4&51,50% Ze 47 (1) SRNS (8 5 47 AURE 4 18N
ZARWE R . KRBT EZ 0T Tl - ik -
"5 b % (hypothalamus — pituitary — adrenal , HPA ) IE &
TIRe, M B F IR 2 5 % (adrenocorticotrophic hor-
mone , ACTH ) 35, i B IR 240, 13 B IR B I
ik, B T BE (cortisol, COR ) &3k 7K P R
FHEEHRYT I, W G W E i 245 PNS J8 50
TR AT R . MERFT & B, ACTH g
JEZE SRNS R H Y, AWFFE FZ 04 ACTH X R

TEZ AL 473000 VR RIFH R FH AT HOO B e JLEE B/ P9 40 IR

VSRR B AR LR AR 5 A1 B R B2 SR 5 6% 0 e 2 AR e 360 590 5 ULy 24

Jv CNIs WUE i 25 1) PNS S8 E TP, e PRI
"%,

1 #REHFZE

11—kl $EEL2020 4F 1 HE 2022 481 A %
T PO BEBERRIZ Y 42 % 3R B CNIs XL Miif 25
[ PNS 82 R fF 5% %5 42, A BE AL &7 3R 3% 50
ACTH H 5% B2, HEAEMHE:n =2 pq(pa +
B/ (py = po )’ i It AT O T 52 06 4% SR W 5 AH 56 2K
i, HH B=0.10,a=0.05 (M), pa =1.95, up =
118, B B4 n =17 4], % T REA WVE GO, 4 n
P K20% , Fe & FEA Oy 42 {5, BF N1 = N2 =21 f3i]
POLHL AR E T ) AR R R LA R T 6 N H
W BT R T i 55— R Rl 22 R g i i (P >
0.05), WFE1,

[19] PALEI A C, GRANGER J P, TANUS - SANTOS J E. Ma-
trix metalloproteinases as drug targets in preeclampsia[ J].
Curr Drug Targets, 2013,14(3) ;325 —334.

[20] ESPINO Y SOSA S, FLORES - PLIEGO A, ESPEJEL -
NUNEZ A, et al. New insights into the role of matrix metal-
loproteinases in preeclampsia[ J]. Int J Mol Sci, 2017, 18

(7) :1448.

[21] YUY, WANG L, LIU T, et al. MicroRNA -204 suppres-
ses trophoblast — like cell invasion by targeting matrix metal-
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F1 FA—RARILE

PRI (%) ] REZTR (%) ] TRITT 6 ATk

bl 1% () R L JMEWEHE L BFMEA
5 jE2 WU VL

iz “t BUMRZE e R e )]
ACTHZ 21 16(76.19) 5(23.81) 5.13+0.96 34.28 +6.15 19(90.48) 1(4.76) 1(4.76) 0.72+0.12
X iRl 21 13(61.90) 8(38.10) 5.25+0.99 34.07 +6.23 18(85.71) 1(4.76) 2(9.52) 0.78 +0.13
X/tia 1.003 0.399 0.110 0.360 1.554
P{H 0.317 0.692 0.913 0.835% 0.128

R Fisher o U3 .

1.2 ASHEBRbRE A ASRHE: OFF & PNS 2
FRUE'T Yk Bl 0, LA 4 SRNS 5 CNIs it 2
WHRE" S @EWE 1 ~ 14 2@ AR BEA 25
ACTH JBYT . HEBR bR U : DKL [H 5t {544 SRNS; @2
ARSI S8 5 G e £ 3 s D5 1™ T 8 i Je%
e TH A R PR ECE T R LRSS ©F TR ™
H LA s @k SR T, AR SR 4 W ST AN IR
B PR & BB S B2 0 e (/e B L5
2021KW0711) .,

1.3 Jyik

1.3.1 W4 TSR s e
PR RS 5 T TR 55, 0T i B K e 2 5 S R i ok
I 5 i RO T PR I I ([ 24 7 55 - H32020857 , VL5
T 2T RS ) REHEA T 100 mIL AR R K 5
FAERR 500 mg/m* 1 W/ H L IELE 6 IR [RIRHE JEAS (
25175 : H20065933 , RS 245l AL AT A FR 2L 7))
2 mg/ (kg - d)JESEAE T 4 J, AR5 45 2 Ja] AL AR ol
2.5 ~5 mg, BEHAT.

1.3.2 ACTH 2 fExf B4 EEAl |- 37 DL ACTH # ik
THEIRYT  FHRJEAMIEEES] 0.5 ~0.75 mg/ (kg - d) 5L
HHAR 1.0 ~ 1.5 mg/kg, ki 11 ACTH ( [5] 25 i 5
5 :H31022101, R — B2V A RN W) +5% i
WK 500 mlL, ACTH 7534 0.4 ~ 1.0 1U/ (kg - d) 4
AL 25 TU, I ) 8 h, &2 S d y 1 Y7
B, A H 30T 1y, R97 6 N 7E 8 ACTH
BIT I AR S R Ak 22 i R WA i A R s D )
0. 125 mg/ ksl # K 0. 25 mg/kg, B EIHIF.
1.4 WMEErr O BS -280 4 [ sl A4k /3 Hr X
(3% Mindray 23 5] ) I 5 {5 % 2 i 2 F1 I [ B (low
densitylipoprotein cholesterol, LDL — C) . 2 fH [ [ ( total
cholesterol, TC) . /5 %% & g 2& 19 IH [ [ ( high — density
lipoprotein cholesterol, HDL — C) X = [t H jili ( triglycer-
ide, TG) I ULEF ( serum creatinine , Scr) , Bf[a] 75 2543 71
JRESTHTEA S 6 A~ A J5 , 3 Bt B /N ek g i 32 ( glo-

merular filtration rate, GFR) = (140 - £ %) x & /fi &
(kg) x1.23 (L34 1.03) = Ser( pmol/L) ; @ff
Tenfly Auto 4= [ G 70 A A% CRIN T A ¥ e A= Py B
BAARAF]) , DL 2% K 6k i 1 4 B8 4 168 7 il
Je LY B B 7K SF- ( cortisol , COR) 3 B)5R MR A2 L et vk
M BFRITHIG 24 h JREE FUE & DI R R
ARSI OFFRICHIE " 4L 3 d KA R LY
BoRIER N5 G THE AN 30 o/L, RIRE A
ARHME<2 + Ko (E0) KB AE AR 2Kk g 38 73 2 it 5 SR IR
HERAHE=3 + R, BEMRE TR
SRR VR SR A AR BUR E F 23 L

LS Geitagdrik SR SPSS 22.0 gEAr4eit ot , it
HPORMT S RS A x© =5, AT ¢ K3 THEOR
RH R IR/ 50% 01T K ge. PA P <0.05 2
SHEASIE L.

2 #ER

2.1 Jrsibi ACTH 48228 (90. 48% ) & T4}

TR (61.90% ) (y* =4.725,P =0.030) , W32,
2 FTHLEB(H)

215 vk B WAEM REM

ACTH 4 21 11 8 2

Xt B 21 21 7 6 8

2.2 JRfRitteEs  ACTH 43R5 5 IR ACHHHE ik T

XPHRZH (P <0.05) , W3,

2.3 75 COR KL%  JAY7 )5 ACTH 4 COR /K45

X H R (P <0.05) , Wik 4,

2.4 24 h JR&EHER GFR [LE /Y75 ACTH 4

24 hJREH & &  GFR B3 X B AR (P <0.05),

WS,

2.5 AREJMEH  ACTH 418 % %% 19.05% ,

XHHRAL Ry 14. 29% , Bi 4 22 S RG24 3 L () <

0.001,P=1.000), WL¥E6,
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#3 BERBILEE (X xs)

g9 i TC( mmol/L) TG ( mmol/L)

IRITHI BITIE IRYT TG 25 (HA IRITHI BIT)E IRYT TG 25 (HA
ACTH4 21 9.25+1.63 5.02+0.87% 4.23 +0.81 2.53+0.48 1.48 £0.26% 1.05+0.18
Xf B 2] 21 9.17+1.58  5.93 +1.02% 3.24 +0.67 2.46£0.41 1.83+0.29% 0.63+0.13
(18 0.161 3.111 4.316 0.508 1.118 8. 668
P1i 0.873 0.003 <0.001 0.614 <0.001 <0.001
13 s HDL - C( mmol/L) LDL - C( mmol/L)

IBITHT BT IBIT TG 22 (H AN IBITHT BIT )G IRYTHI G ZEAE%HE
ACTH4 21 1.03£0.18 2.78 +0.527 1.75+0.31 7.26 £1.27  3.15+0.52% 4.11 +0.74
X HE 20 21 1.06 £0.17  2.42 +0.457 1.36 £0.25 7.18+1.30 3.89 +0.61% 3.29 +0.68
({5 0.555 2.399 4.488 0.202 4.231 3.739
P1E 0.582 0.021 <0.001 0.841 <0.001 0.001

T S NIRSTRT LS, VP <0.05 ;DL - C Jy 5 % 3 Hig 25 11 BEL s, TC g S B8, LDL — C A% B A5 26 (1 LA, TG Sy =
T H-r
F4 IMiEF COR LLE (X +5)
4131 % — CORCpe/L) ———
SER AR BIT G BT R JG 22 (H A X {H
ACTH 4 21 118.75 £19.46 168.25 +30.63" 49.50 +8.62
papikiil 21 120.47 £21.35 142.53 £26.17% 22.06 +4.97
(1l 0.273 2.926 12.638
P 0.786 0.006 <0.001
4L ST HAL, VP <0.05; COR g 2 i
#*5 24hREAE=.GFR ILE(X £5)

3 ik : 24 h REHERE( mg/kf;) : GFR[ mL/( min * 1.73m2‘) ]

TBYTTHT BT IBIT TG 22 (H AN IBYTTHT BTG TR R G 25 (E A {E
ACTHZ 21 131.67 £24.75 19.45 +3.26% 112.22 £18.45 128.23 £20.79101.43 +18.67°  26.80 +4.72
o HR 4 21 128.58 +21.93 27.43 +5.18% 101.15 +15.63 127.67 +21.04113.86 +20.38% 13.81 £2.56
({8 0.428 5.975 2.098 0.087 2.061 11.086
P1{E 0.671 <0.001 0.042 0.931 0.046 <0.001

T IR, TP <0.05; GFR Oy /R it 3¢
®6 FRREIFSR(H)

25 B W ok CEREME ke
ACTH 44 21 2 0 0 2

X HR4H 21 1 1 1 0

3 it

NI + CNIs g 4RI R 1 54k SRNS
BE IR, SR CNIs 5 75k % oy, [l it
BAE RS A CNIs H]40° 7" 0 4 T % & CNIs W
T 24 PNS, F HURE R T 25477 To ik 3R 15 RLIFROR
ARG BN T #2254, (0 7 280h
—BHRE . UEAESE, ACTH JF IR 16 B W5 45 A 1 I YA
P A5 308, B R R T R BLAE £ TR
G2 R B, ACTH A % BN B M £ 7 A L A
FER . X LEE B M s W PRG3R S IR e 0, AR

5% B 7ER5E ACTH 7E3# 3 M CNIs BUH fif 25 PNS f#
H iR FRCR

ARG, WA B B B R DA NI A8 32, 3
K M CNIs AUH it 245 PNS £ 5 WLk JE 40 M A2 , X Al
BN B A A S 2l BRACIZE AL AN A
T R 77 2 Bk e AR B UIBE &, H LA PNS i
R, X PNS BE T MR R RL R
WA TC TG LA K LDL - C 7K3F- .}, HDL - C /K[
Ko JRAE SN | ML AE PN B 45497 LA B 92 450 £ 1046 PT g
W AR e S 5 PNS IRICIEIEEAL . AW LB,
Wi 8 #iRYT Je TC TG \LDL - C \HDL - C ¥J15 5|k
G R 45 ie A — 5, H ACTH 241 & 45
FRIGYT HT G 25 E 48 %A K T X B4, ACTH 697 f5
TC.TG .LDL - C . HDL - C 4%} M40 9548, 1.8 ACTH
B IS A ) T k3t 8 2% X CNIs XUEE i 245 PNS H %15
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R L. ACTH REWE 5 B K B2 il R 1k (0 4%
MCIR MC3R LA}z MCSR) Z5 5, A RO N B 4
L W 7 28 A i D B e s A A A L BRI
20 B K-, 300 TDRE DG 20 B PR 5 1, B8 e 0 B e
Irf , T R AR st BRI 7 . W% R ACTH Bt
HNRARBE T RS oyt R IVRE A 6. LATESh Y5
520 5, R S M T A T (O B R R A A 4y
WAE AL TRTERE B R B I (A 456 AROIR AT LA B AR ) i
WrgEan W HAMSE ] ACTH 34T 1900, K 245 |
JRELLS A0 3 W T REVK B2 B8 . A WF5E b, ACTH
HIRYT I COR JK- JRYT G 22 (46 RHEHO FR A
. 5 BB ESRANST 2R ACTH REAZAE #E L M
COR JKF- Tt . ACTH i i fie i ZE 40 IR B K
S8R E FIREBTHIRE, AT E R I COR (3555,

PNS 8 L5 B /N ik B2 202 Ve e i VA
2 PNS LIS AT KRR FURIER 2
SECANIE A B/ NERBE AL , 3 B /NE BRI B4,
P B NVE R B LR A . PRI, B R IR 2%
BIT DD BREE 1, AR TEGE PNS LTS . A
W5 & B, ACTH 4i677 5 24 h JREEH & & M2 GFR
XFHREAR, 24 h JREE A E RS GFR IRYTHI G 22 (H 46 %
ERTXS BEAH , R B ACTH HA M E IR DL HA
RONE, Al s/ PNS LR H . rTREMLA N : ACTH Ja
THREYFREZIR(EFE MCIR MC2R .MC3R . MC4R
A K MCSR) st 30020 i A B /NER A2 40 i 43 A 5
MCIR SZ{&, ACTH /] DL {5 MCIR,, 4& = 41 ffl 22 v 26
R I 77 (cyclic adenosine monophosphate, cAMP ) 7K
R/ =B U =W W 3 e R T SO AR LT o = W 1 R
p190Rho GAP Z:WEMRAL , 1Y /N Ras [a] 53 DA 505 1 i
A SR B S ORAPER /N BRI AN e AP AT 1 B
FEEE PR NLh B R EET HETE A%, D T R ARK B 453455
BFEF . S5 — 7 T, B AR b B 40 B /NER Y
AN LA KB AR A0 I IR A7 AE MCIR PR %3k, ACTH
H S 5 L RERE X B M A5 BB R VR T, A A1 T4
JLBIE 2 o AR L LS RSB 42 2R R A Y
FHICAS BB 7 LISHRE AL B IS TH 2% o

AWFIE AL — 8 SRR, AR H A,
A rUOBIESE, T 24 45 0 JS AR BBOL AT B 1) Bl 177 0
BATERMEA 2l S KIABE DT RIS — 20 A h FE e
WL 5E

g5 LT e G A T ACTH, REf% ek
R S CNIs XUE i 25 PNS 8 LIRICBEEEL, IS

IIfig, LRI COR KA I JRE T, 42 R P 4%
iR, HLP AN RO B BUR R FANE

S5 30k
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