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Relationship between Serum Cortistatin, Sortilin, Human Leukocyte
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ABSTRACT Objective: To investigate the relationship between serum cortistatin  (CST), sortilin, human leukocyte antigen-G
(HLA-G) and glucose metabolism disorder, insulin resistance in patients with gestational diabetes mellitus (GDM) and their effect on
pregnancy outcome. Methods: 333 cases of patients with GDM who were admitted to our hospital from June 2019 to May 2021 were se-
lected as the study group, and 42 cases of healthy pregnant women with normal gestational glucose tolerance during the same period
were selected as the control group. Glucose metabolism indexes, insulin resistance indexes, and serum CST, sortilin, and HLA-G levels
of subjects were compared between the two groups. The correlation between glucose metabolism, insulin resistance indexes and serum
CST, sortilin and HLA-G levels was analyzed by Pearson correlation analysis method. The patients with GDM were divided into poor
outcome group and good outcome group according to the pregnancy outcome during the follow-up period, and the differences in serum
CST, sortilin, HLA-G levels and clinical data were compared between the two groups, and Logistic regression analysis was used to deter-
mine the risk factors for poor pregnancy outcome in patients with GDM. Results: The proportion of family history of diabetes, complicated
hyperlipidemia and the fasting plasma glucose (FPG), 1h postprandial blood glucose (1hPG), 2h postprandial blood glucose (2hPG), gly-
cosylated hemoglobin (HbAlIc), fasting insulin (FINS), insulin resistance index (HOMA-IR) and sortilin levels in the study group were
higher than those in the control group (P<<0.05), and the serum CST and HLA-G levels in the study group were lower than those in the
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control group (P<<0.05). Serum CST and HLA-G of patients with GDM were negatively correlated with FPG, 2hPG, HbAlc, FINS, and
HOMA-IR (P<0.05), and serum sortilin was positively correlated with FPG, 2hPG, HbAlc, FINS and HOMA-IR (P<0.05). The incidence
of poor pregnancy outcome in the study group was 15.32%. The proportion of age =35 years old, 1 month before pregnancy body mass
index (BMI)=24 kg/m? adverse pregnancy history, family history of diabetes, complicated hyperlipidemia, poor blood glucose control
and serum sortilin level in the poor outcome group were higher than those in the good outcome group, and serum CST and HLA-G levels
were lower than those in the good outcome group (P<0.05). Logistic regression analysis showed that age =35 years old, 1 month before
pregnancy BMI =24 kg/m? poor blood glucose control, low serum CST level, high serum sortilin level and low serum HLA-G level
were risk factors for poor pregnancy outcome in patients with GDM (P<<0.05). Conclusion: Serum CST, sortilin and HLA-G in patients
with GDM are closely related to glucose metabolism disorder, insulin resistance and poor pregnancy outcome, suggesting that while

strengthening blood glucose monitoring and control, the detection of serum CST, sortilin and HLA-G is helpful for evaluating the condi-

tion of patients with GDM and predicting the risk of poor pregnancy outcome.
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Table 1 Comparison of baseline data, glucose metabolism and insulin resistance indexes between the study group and the control group

Factors Study group(n=333)  Control group(n=42) t/a? P
Age(year) 27.22+ 3.15 26.57+ 3.28 1.254 0.210
Gestational week(week ) 26.15+ 0.78 26.10+ 0.74 0.394 0.694
History of pregnancy and childbirth[n(% )] 193(57.96) 25(59.52) 0.038 0.846
1 month before pregnancy BMI ( kg/m?) 23.16% 1.71 22.61+ 1.85 1.946 0.052

Education level (below high school/high school

or junior college/undergraduate and above) T4/ o813 0:000 1000
Family income = 50000/year[n( % )] 181(54.35) 20(47.62) 0.680 0.409
Poor pregnancy and childbirth history[n( % )] 39(11.71) 2(4.76) 1.205 0.272
Family history of diabetes[n( % )] 137(41.14) 5(11.90) 13.550 0.000
Hyperlipidemia[n( % )] 133(39.94) 0(0.00) 25.994 0.000
FPG( mmol/L) 7.96% 0.80 4.22+ 045 45.544 0.000
1ThPG(mmol/L) 12.68+ 1.14 7.78+ 0.98 26.634 0.000
2hPG(mmol/L) 10.81% 1.05 6.56+ 0.61 38.525 0.000
HbAlc(%) 8.31+ 1.40 5.85+ 1.02 14.050 0.000
FINS(IU/L) 21.15+ 3.11 11.04+ 2.22 26.424 0.000
HOMA-IR 7.48% 0.64 2.07+ 0.50 52.766 0.000

22 HRASIEEAMmFE CST, sortilin HLA-G 7K F b3
WS AU sortilin 7K FXF BRZH , 135 CST . HLA-G 7K

SR TR HRA, 22 A et L(P<0.05), L3k 2,

2 HRASIWAMF CST.sortilin [HLA-G 7K F L (xt )
Table 2 Comparison of serum CST, sortilin and HLA-G levels between the study group and the control group(xt s )

Groups n CST(ng/mL) Sortilin(ng/mL ) HLA-G(U/mL)
Study group 333 48.47+ 6.21 571+ 1.24 51.24% 9.58
Control group 42 65.10% 10.36 3.26% 1.05 66.12+ 10.16
t 10.175 12.258 9.421
P 0.000 0.000 0.000

2.3 GDM &#ImjE CST.sortilin, HLA-G 5#E{Ci. BB EHR
X ES T

Pearson #f 5& M40 #r i 7n GDM (2 17 CST.HLA-G 5
FPG .2hPG .HbAlc .FINS HOMA-IR ¥ i #i5% (P<0.05), Ifil



DREYESSHE  biomed.cnjournals.com  Progress in Modern Biomedicine Vol23 NO.17 SEP.2023

- 3379 -

%% sortilin 5 FPG ,2hPG HbAlc FINS HOMA-IR #] £ 1F #f 3¢
(P<0.05),
2.4 BEIREIRER

WA AR DT AS R AR R4S 2k 5161 (15.32% ) , 045 &
B A3 ) L 4 ) R 6 9] FLRJL 38 91 A L
4290 B Az JLARIRE 15 41 B A2 L 2L 3 A 12 4515 7803
IR E PR L BN R JR  ARIHEIRES SR it e 4L i85 7>
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A REEYRES R 2 (1(4.76%) , Gk ERIL 1 i) FE ™ 16 oF

SN RIMGIRE /R ERT T RA, ZRA5%H¥EX
(x*=3.424,P=0.044)
25 AREBASRIFER/AMmF CST, sortilin, HLA-G K I
RERBLEE

ANRERAFER =352 . 200 1~ H BMI=24 kg/m®
AR BERRR GG N2 A I e B U | S A 5 L
KM i sortilin 7ACF-3y8 T R AP R4, 3% CST & HLA-G /K
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Table 3 Comparison of serum CST, sortilin, HLA-G and clinical data between poor outcome group and good outcome group

Poor outcome group

Good outcome group

Factors (n=s1) (n=282) 2 P
Ageln(%)]

=35 years old 23(45.10%) 57(20.21%) 14.653 0.000

<35 years old 28(54.90%) 225(79.79%)

1 month before pregnancy BMI [n( % )]

=24 kg/m? 20(39.22%) 48(17.02%) 13.092 0.000

<24 kg/m? 31(60.78%) 234(82.98%)
Poor pregnancy and childbirth history[n( % )] 12(23.53%) 27(9.57%) 8.134 0.004
Family history of diabetes[n( % )] 29(56.86%) 108(38.30%) 6.147 0.013
Hyperlipidemia[n( % )] 28(54.90% ) 105(37.23%) 5.620 0.018

Blood glucose control[n( % )]

Good 27(52.94%) 225(79.79%) 16.910 0.000

Poor 24(47.06%) 57(20.21%)
CST(ng/mL) 36.05+ 6.54 50.72+ 7.45 13.171 0.000
sortilin( ng/mL) 7.17+ 1.13 5.45% 0.85 10.353 0.000
HLA-G(U/mL) 43.57+ 8.40 55.36% 9.22 8.514 0.000

2.6 Logistic B34 #7143 #f GDM B2E X EFREIREF/HE
SN

Ll GDM B E RfiiA oA RIE YRS R ORAE : 4 =1,78 =0)
R RAE B OB FAFER (B <35 % =0.=35 % =1) Zfh) 1
A~ H BMIURKAE . <24 kg/m™=0, =24 kg/m*=1) A B Z2r= gt (K
fH:7C =0/ =1) MEPRAG AR S (ME - TC =0 A =1) &I

B AT (AR - 75 =0 J& =1) . b il 1 0 OB - R AT =0 A
£ =1) J1fi3% CST . sortilin HLA-G 7K -y [ A5 647 Logistic
B30T, LR BRI =35 2 2201 1 4~ F BMI=24
kg/m® MRS AN LI CST AIRZK - I sortilin 155 7K °F-
1M17% HLA-G fii/K -2 GDM 4 & A R R IR 4SS R i FE 16 IR
2(P<0.05), L3 4.

% 4 Logistic @34 #7447 GDM BEX ETFRFREFHEREER

Table 4 Logistic regression analysis of risk factors for adverse pregnancy outcome in GDM patients

Factors B SE Wald » P OR 95% CI
constant -0.076 0.033 5.159 0.023 - -
Age=35 years old 0.655 0.264 6.136 0.013 1.926 1.147~3.233
1 month before pregnancy BMI =24 kg/m? 0.767 0.275 7.793 0.005 2.153 1.257~3.690
Poor blood sugar control 0.849 0.241 12.390 0.000 2.337 1.457~3.750
Low CST 0.119 0.033 13.255 0.000 1.126 1.056~1.201
High sortilin 0.196 0.054 13.338 0.000 1.217 1.095~1.351
Low HLA-G 0.154 0.043 12.723 0.000 1.167 1.072~1.269
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