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o I 99 S 25 LTS CXCLY A SGK1 /K P-4l
5 LEF R AT SCPEEE
RS S
(1. P9ZSl R E B S ERER IR, U9 710054; 2. JdHTTE A EBAGRAL, Beriii 713700)

5 E. BB itk CXCALEF BR 9(CXC chemokine ligand,CXCL9) Fa i 48 i Figt %34 55 @ % 85 1(serum
glucocorticoid-inducible kinase 1, SGK1) /K-F 5 & ks & o JULF b Aa kM, FiE K E 2018 F9 A ~ 2019
9 AHAR AT 238 K F W B LA BRI 60 93 4R L0435 5k B 6905 R TAHE AT SRR, RIE S ILEE 3%
AT T1 45 &S IL2m gL 91 22 AR 4 4 (extracellular volume fraction, ECV) & o & & 3 4 4 47 4 4L 40 (53 4] ) FedE 4F et dn
(40 4] ), f2F CXCLY Fo SGK1 /K- 5 BABR 5o S5 R W i AAm) 5 SRR S Bk A 3k 3R 18 7672 T 18] T1(T 1mapping) m g K
MW UG SR AT T1 LR 20 B A7 54 (extracellular volume fraction, ECV) #R M UL 440 AZ B . 1245 45 4] B B4k
1 B E AR A TR, LB AT VA LA AR EAL S B RS LA et bk e, ER TR, JEH AL il
4L, i CXCL9(ng/ml) = SGK1(pg/L) 7K F £ %] 4 7.20 £2.08, 8.73 £2.50, 11.09 +3.67 = 24.39 + 6.23, 40.79 + 12.85,
52671532, HatminbER, 4 FadE 4 4L 89 CXCLY #2 SGKI K P B EW F, 4L m 5T H
(F=135.93 ~ 167.96, P 3 =0.000), =4 4eAesnd | foik SGK1 F= CXCLY /K-F A EA8 £ M (=0.869, P<0.01), f&4F4eft
28, SGKI A= CXCL9 K2 % 532 3% 3T T1 1i4= ECV A EAB £ M (re,=0.857, 0.803, rexers=0.842, 0.797, 3§ P<0.01), %4
i®  SGKI1 & CXCL9 k5 & JE o UL AL 69 K A R A % o Al fe i SGKI1 A& CXCLY /K -F 7T vAFRM & o o0 JLEF 2
P A 5 B 7 BRAR PR AR YE
KEEWR: S, OWZ4E ks TUAE; ONAMSNERRSE (ECV ) 5 IR WE B BU R 15 8 H T 1
( SGK1) ; CXC #fkHFHEik 9 (CXCLY )
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Abstract: Objective To investigate the correlation between serum CXC chemokine ligand 9(CXCL9), serum and glucocorticoid
inducible kinase 1 (SGK1) levels and myocardial fibrosis in patients with hypertension. Methods The clinical data of 93 patients with
essential hypertension from September 2018 to September 2019 in Honghui Hospital Affiliated to Xi’an Jiaotong University were
collected for retrospective analysis. According to the results of T1 value before myocardial enhancement and extracellular volume
fraction (ECV) measured by T1 mapping, the patients were divided into fibrosis group (53 cases) and non fibrosis group (40 cases).45
healthy persons in the same period were selected as the control group.45 healthy persons in the same period were selected as the control
group.The correlation between the changes of the above indexes and the myocardial fibrosis in hypertension was compared and
analyzed. Results In the control group, non fibrosis group and fibrosis group, the serum levels of CXCL9 (ng / ml) and SGK1 (pg /L)
were 7.20 +2.08, 8.73 £2.50, 11.09 + 3.67 and 24.39 + 6.23, 40.79 + 12.85,52.67 + 15.32,respectively . Compared with the control
group, the levels of CXCL9 and SGK1 in fibrosis group and non fibrosis group were significantly higher with a more significant
increase in fibrosis group(£=135.93~167.96, P=0.000). In fibrosis group, SGK1 and CXCL9 were positively correlated (r= 0.869,
P<0.01). In fibrosis group, SGK1 and CXCL9 was positively correlated with pre enhanced T1 and ECV(rg,,=0.857,0.803,

Fexero=0.842, 0.797, all P<0.01). Conclusion SGKI1 and CXCL9 are related to the occurrence and development of myocardial

fibrosis in hypertension. The detection of the levels of SGK1 and CXCL9 in serum can predict the occurrence of myocardial fibrosis
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and provide theoretical basis for its treatment.
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i ILET 4 Ak S 8 R0 B I BRE 2 — o 5T
BRI K EE T AT DA 0 JIURCET 4 40 B 1Y) 43
L5885, dEim FECL L4t U ST AR R A I
FE 2 A L JH LV B e R 5 A U 1 (serum
glucocorticoid-inducible kinase 1,SGK1) # i 4 7
DA 8 A B R 3R TR, £ R i R o UL 2
i B £ A A I P AN IRGE I CXC #atk
K FEi A& 9(CXC chemokine ligand,CXCL9) 5 & Ifil
JFE 99 0 WILET 2 Ak J s 2 5 98 1) & A R e 5k B
A ST o 54T 93 4] e Il R AR S L3 CXCLY AN
SGK 1 /K F-MAR4L, B AEGEIT IS bR 78 & 1055 L
WLEF AL T BVEFT | E— 20478 HAA SO WLET 44k
HIVE FHBIL
1 #MHRE5FE
1.1 BFR % WefE 2018 4E 9 H ~2019 4E 9 A
Y 8] A VY 22 3838 K24 IR 412 BE Bt i2 1) 93 i)
2 v I FR A I R et AT [l B B,
AL L T 2 40 5], @I I 2% 33 9 i
LTI % 20 . A0 LS B AT T1 S0 JUL4n
M40 it A 25 B8 (extracellular volume fraction,
ECV ) B MR B o ML 4itbd] (n=53 ) FHELT
Hefbdl (n=40) , LFEAL T 30 41, Lotk 23 4],
AR Y 56.19 £ 7.38 %, 5 I R % B 7.89 £5.17
45 ARLF4Eb gl Bk 22 19, Lot 18 ], SE 4RI
55.03£8.19 % , mLERFE 7.70 + 438 4F . HEFRAR
HE: N A A RIS 25 Ak At il &
s LB EDIREA 4 P R e o A
JUEE A B A R . B R R S S R BH
FEVENGR S B . I e RE 45 )[R ARG Ak B A
BEVE ]t BRZH | Horb Bk 24 ), 2o 21 i), “F-3494E
#5537 +8.43 %, O MR . =R LAY
SRR L 22 R TG TR L (P> 0.05) £F4Efha .
AR 2T A Ak 2H RIS A ZH (R S R0 AR % H B 25 S e g i
2 (P> 0.05). I S ETFEXT 238945 5 TR &
PE R LR 2 WibR i . ASHIFST 2678 42 383 K I B 41
23R B AR BH B 2 g = 2440 P23 D1 Stk 145 3
B FFEXT G R N R
12 ME AR A CXCLY Fl SGK1 7K 3 4 i 43
SR FH A BB S AR A= W B A BR 2 /U5 & A i
TE3A YR A BR A 7R & SR 1% [E Siemens
Verio3.0 T B AEHRAT RSO0 LS AT T1 (A AL
WLECV,

1.3 Fik SRAODEREIR Timapping RS H ARKE
WL ILIESE AT T1 B A0 B /NS R4 (extracellular

volume fraction,ECV) PPAR CMIEFAEILFRE . R I
I B2 M B ASHIIN IfL 77 CXCLY Al SGK1 7K

1.3.1 BpACREE : AR LB hiG, KR
FERRS E bk L 5 ml TR S o S T AR
W if 7 CXCLY 1 SGK1 /K- .

132 ODIFREILIRAG A . O BEREIER T1mapping A%,
G AR 2 O LGSR T1(E RO WL ECY RIERRPEAR
O HEACRREE Y, IR AR I dE . OO BE
HLS SR L RS A ksl g . @iz sl A 3h
W I S eV A LSRR AR F £ 3 T1 mapping B4
QUERE K5k pi% . @XT HEiE58E T1 mapping A% .
EUGANEE: GRS 5 B e T O T RE I
10 S B0 B B9 A7 0 & S I 43 % (Left ventricular
ejection fraction,LEVF), 770> & &F 7K K P 12 (left
ventricular end diastolic diameter,LVEDD), B J5 i/F
ATREIR BRI AT, el 152 4 MG B 3R 5 A
kt, EHE M Tlmapping BIE, Fahili LB 48R X
W, TR A St 2 X e g RO LR
¥ITUE. RIREITETHRELUERAE B 3hii 1% )2
SRAT G ML 34 T, SR LA R AR 1540
F Y ECV=(1- ZL 40 g A )OI SR AT T1- O L
WERJE T1) / (M3ESRAT T1- MIEERJE T1), AWF5
VERE O WU SR T T1 {EF BCV PO LT 4L Y T
.

1.4 %t 54 KH SPSS22.0 Goil#k it 17
SEIS TR T, TR TERI AR £ FRUEZE (X 5)
#IR. CXCLY, SGKI1, 4F#E | Wikt . &7k .
LVEDD, 33877 T1 {6, ECV Ml LEVF A9l R
FHE R R T7 200 il g K353 . & I 9 72 L
BRI A ¢ K50 . A OCHESr TR H Pearson
o LP <005 HESFAGITHFEX,

2 #R

21 FHifnEBE G R RS ER R ks W
F 1, SXRBA LR, F4EbA AR 42 rik
A R RNET 5K R X Gy, AR AR ST
xR s, £F4Ee4lf) LVEDD, B85 i T1 {4
FMECV M7, i LEVF W) 5 F AL, 251
B Gt L (B P<0. 01)., ARLF4EAb 4] Fixt B 41
i) LVEDD, LEVF, ¥45&Hr T1 {HH ECV 25
BTGt 2 L (¥ P>0.05).

22 FHifoJEEH fE CXCLY A= SGKI1 K-F ks Il
Fo, HXPEYI LR, SRR gl MRS 4R g Y
SGK1 Hl CXCL9 /K V-3 1 g iy, Horp 2R 4k 4l
SGK1 il CXCL9 7KF-Ha i 0 1 2%, 2 5 ¥ 41t
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225 (34 P<0.01),

1 B IEREBEGRER R OBE#EERERILE (X +5)

TiH X HRE (n=45) L HEALA (n=40) YA (n=53) F P
W% K (mmHg) 119.96 +10.79 156.75 £ 13.20 170.25 £ 18.15™ 109.24 0.000
13K E (mmHg) 7507543 97.37+7.56" 109.54 +9.28** 146.17 0.000

LVEDD(mm) 47.29+501 4773 £5.00° 5193 +5.37% 3246 0.000
T1 {8 (ms) 1257.75 +36.10 1260.13 +37.38" 131329 +45.17% 17.35 0.000
ECV(%) 2637+2.28 2679 +2.53° 30.13+3.38 36.28 0.000
LEVF(%) 58.23+6.39 5632+6.12° 49.23£5.69% 27.16 0.000
W SXRALEE, FP<0.01,P>0.05; SARLFAELALILEL, P<0.01.
x2 BhERFEHME CXCLI 1 SGK1 KFEELE (x + 5)
faris A XFHALL (n=45) JELF4EALAL (n=40) LA (n=53) F P
SGK1(pg/L) 2439 +6.23 40.79 + 12.85 52.67+1532 135.93 0.000
CXCLY(ng/ml) 7.20£2.08 8.73£2.50 11.09 +3.67 167.96 0.000

23 MEMN A4 A P, I SGKI
F1 CXCL9 /K ¥ A7 1E AH 5 (7=0.869, P<0.01),
16 27 4k 1k 4 ", SGK1 Hl CXCL9 /K F 43 % 5
LVEDD, 45%[j T1 {6 F ECV A 1E A &, i
5 LEVF Il A i A 2% 1t (rs6,=0.879, 0.857,
0.803, —0.827, rexcs=0.835, 0.842, 0.797, -0.819,
¥ P<0.01).
3 it

ILE WS B2 i R 5 S s 1(SGK) & 22 1R /
I R B N KRR B . F9E R, SGKI1 2
551l R LGS 2R 46 10 A B B, Gl i 5
B T T LR I 3R R M 5 2R A A K R A ) T 1
WA P s YE B 2R e S O g R
SGK1 #3175 5 5 1L e £ # Th17 20 i - fb A2
T IR ) RAE AL R SR 5 LR T . AR
K HIBFFE NN ,SGK 1 7] B2 5 & I %0 IE£F- 4 1k
(6 B A B, GAN 28 P & B I SGK1 1
TEVERENS O O MR LT 4EAL R AR HE . (A )
J& SGK1 it £F 4l . RIEMEMERITES H5E AWM
A5 515 S, DR i R A 00 LA
JEREFYEfk. LIATRYIRIAIA R SGKI1 M HES 5 E W
Y FE4E B M2 B WEAN I A 16 AL | X Se R 5|
I £ Bt 2 A il 4 S50k 36 10 kI 3 200 LT
el B ARBFFTEE A ENUE T SGK1 £E = I
FIVEFT , A & BRET 4 fb 4] SGK1 7K S & 4 i .
YE—E 3 H7 2R SGK1 K5 LVEDD,LEVE, } 58
HI T1{EA ECV A AHCHE, X Legs R B SGK1 1]
REAM 1175 5 9 i SN 1) A A AR T e s O JILET 4
TR & R R

L R — /NI F R, A4 A
2. CXC, CC, C I CX3C., HwiLAIBFSE kK ¥ CXC
AL PR 12(CXCL12) Skt A i i) & A
KV, LIN & ¥ arse s BRIt T A M ENFE R,
TN R CXCLY 53860 UK Y & A A G . O AL
FEFE G IML7E CXCLY K- T il REHIG O WL AT 4
Y B AT RS |, AT 2 B0 LA 4L B
. SZENTES % P14\ Jy CXCL9 i # T 41 i 53 1k
SN AR Th1/Th17 FEREUIE 48 A o, X 54k
(IS REVE FH T S 2L WL Sl S i sk it o = B
Ko O WUAN R AE 5 R T B s 9 B T ke
JEMEAER, EERION IR, DL
R A0 B R A g S P R AE & B CXCLY 1Y
mRASOERES L, T CXCLY AL
gD E LR, SR ERE RS L
VAT IE R R, AR R . BPKIR . A
DEEFRANGE . A0 E G REJEE I CXCL9 7K
44 B R 1Y R CXCLY AT RES 5 i i R L
WLEF AEAL A G B R, AT ST 445 5 S /s g LT A
CXCL9 /K-F- S 1w, [l 2 AT A 20 f8 3 it
P = 1 CXCLY K. #E—2 it & B CXCL9
V-5 0 LT AL TR bRySsE AT T1 {EA ECV A AL
P, HEM CXCLY A1) I8 T LA TS O WU 2T 4
YRR A TEE I R I O ILET 2 R Y AR
R

g L rik, i@ A5 & B SGK1 S CXCL9
5750 MR O WLEF AR A e A oo G i 77
SGK1 Jz CXCL9 /K] DL T v i e 55 -0 LT 4
A A A 3T HA R TR A A
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