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Research progress of miRNAs on atherosclerosis

CHEN Yajiao', LI Tao®, XU Poshi**

(1. Henan University of Chinese Medicine, Zhengzhou, Henan, China, 450018; 2. Clinical Laboratory, Henan
Provincial People * s Hospital, Fuwai Central China Cardiovascular Hospital, Zhengzhou, Henan, China,
451464)

[ABSTRACT]

high cardiovascular morbidity and mortality despite advances in lifestyle management and pharmacotherapy.

Atherosclerosis (AS) is a complex multifactorial disease that remains a major cause of

MicroRNAs (miRNAs) are a group of small single - stranded noncoding RNAs that regulate a variety of
physiological processes and molecular signaling pathways. More and more studies have confirmed that the
expression profile of miRNAs plays an important role in the occurrence and development of AS. This article
reviews the recent research on the mechanism of miRNAs regulating endothelial cells, vascular smooth muscle

cells, inflammatory response and cholesterol homeostasis in AS, and further discusses the value of miRNAs as

biomarkers in the diagnosis, efficacy monitoring, and prognosis of AS.
[KEY WORDS] Atherosclerosis; MiRNAs ; Inflammatory response ; Cholesterol metabolism
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miRNAs 2 5 2] AS #EF2 . miR-34a AN LAT LA
25 ik BCs 3 E /¥, a8 nl LU 1) B bk © 40 g
9% -2 (B-cell lymphoma-2, BCL2 ) & X #1ll i % 1k
fI% % 7% 5 5 H (Oxidized low density lipoprotein,,
ox-LDL) /55 ECs 1, fi¢ if ECs 3458 , #EZE AS
F R miRNAs 6 R 3 i I8 2 48 1k 38 S5
KA ECs W I16E . — F AL & & B (Nitric oxide
synthase ,eNOs) .NADPH “& L [iff (NADPH oxidase ,
NOX ) 55 J2 24+ 41 i S0 fb 3 JR T i 1) WA 20 g . A
ECs "', miR-155 BEHE T ] eNOS3 JE A [ 32 15 52
2 S AL JEOE A miR-146a 18 i #0578 Bk i,
TG A I 385 ) 6 1l A8 2R 6 & 45 AR /R T Y NOX
JE Rk X Bt ECs iYL,

1.3 miRNAs 5 VSMCs e 75

VSMCs 3 9 it 25 i 2R AU W] 98 P | B i 4
AR 204 R A IR A [R) B 184 Jon 4% B A1 8 B
1,30 AS PRI S IR . Ok 2 oY &
B, miRNAs XF T 15 VSMCs (1) 3¢ B4 4 o Ha 5 |
THECETE, —L miRNAs %} VSMCs [435 41 Fl

B EEMIEAEA . A miR-21 B 50 17 SPRYI
B A e E VSMCs 25 70 A6 o & 2 RL, B
VSMCs ¥ 5 FiEF5 g )1 . BeAh, miR-491-5p
REW8 {2 i VSMCs (3 58 J iT#7, 3X 2 miRNAs
ILE 2 AS K Jf . SRTM—LE miRNAs % VSMCs ()
HEFEAIT RS K AFEMEIE R . 72 AS BB P miR-145
S NN IS TP R ON = e S8 AN O e S 1 I )
VSMCs X BRUEA 7 #3458 SO, If-fie 7 VSMCs U
g, A BBk A AS BEH R & A il A P g
FHAL, , [FIE Fif 5 40 B IR S AR BN S, X AS 7
AR AR . 7E ox-LDL % S# VSMCs 454k 41
B F, miR-33a-5p F2 1A i & T U8, Ff3 1k i )
FH L 5L RS i AF 3 (methyltransferase like 3, METTL3)
LM ox-LDL if5 519 VSMC 546", 75 1ML 3745
b B 40 A A o) ) miR -27a-3p 41 il 47 &b P 20
i, S ARG 0, B0 5 5k - 3 (Activating
transcription factor 3, ATF3) I3, i miR-27a-
3p il P ATF3 BEPFIK8D A AL 1L
1.4 miRNA 5 I AR5

JIEL ] B2 AS A A B B G HE S 5 3 IR
[i] Pt R 250 2 i 2 B 2 B OC i E, JIE [ B AR AN R
Ml T BOLAE A ML N AR JE [ AR 2 A B B
#5231 miRNAs {1 I8 45, i fIH [ B i) 2R 05 0o
miR-122 &5 — 4 &k 2 5 0 R AR
miRNA , #1 ] miR-122 f) % 35 5 20 B A IE
P21 15 e 45 & 5 1 (Sterol-regulatory element
binding proteins-1, SREBP1 ) , g i R & Mif# ( Fatty ac-
id synthase , FASN ) 55 JIH [if] /i & il AH G B& R 635
I, IR T P K P S AR . miR-185 B 4% [n]
SREBP2 LA, #1#il SREBP2 % [ i) ¢35 , M 45 i
[ P 2E ) LR AR

miRNAs 3 1 #1 [1] % 285 B IR 26 11 32 14 (Low-
Density Lipoprotein Receptor, LDLR ) & 45 [JH [#] fi5 /4=
P45 . NE H LDLR {2 #F 46 25 b LDL FURL 1Y)
TR R, 2 13I8 [E K7 1 2R R . /D
SRS P 100 ) miR-128-3p f4 2 15 1T LA I i 24 v
bR ic LDL Y i B 5 JF [ I 1 2% LDL-C /Y /K
T, miR-224 Fll miR-520d 4 7] D43 3 LDLR
£ LDL-C 7K

I Ak, miRNAs i 2 55 90 455 I [ B 04 396 ) 4%
i o IR BSOS RETE AN I A b 20 i B
FBT I R AHE , 33 A2k AR R Ay JIE 3] s Y 336 1) A
iz (Reverse Cholesterol Transport, RCT) . 4 fifd IH
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[ B S HESZ ATP §% iz 8 R, 045 = MR IR
2t & &%k iz K A1 (ATP-binding cassette transporte-
rAl, ABCAL) Hl =l B2 JI% 11 45 & & ¥ iz 1K G1
(ATP-binding cassette transporterGl, ABCG1) ,
5% % B miR-33a 1 miR-33b & fIH [ 5 A1 i 5 12
AW CHEPE T, miR-33 1Yk BE Tk il
ABCA1 # [ 33k, IF 000 17 il il oy IH & B e
Apo-Al Fith . M0 miR-33 # ik T3 ABCAL &
FIERIR I, 3% HDL JK-F- T, fie 2 AS VIR .
1.5 miRNA 5 45

AS BN N & — T g P R AEVESNR , RIE 2 AS
b AR o BB A 2 [F L 7R AS KR AR,
JRy BB B SO 85 23 e A A2 A AR AR, T HLAEBE S 2
ot B 928 200 M e ) , T2 B 200 I D5 I e A
WIOR AN ML SE . B VR AN A2 AS 48 i F s Y
F1 240 S, RO 4R 175 5 A RS B0 AN [ 7 3
AT, Jr o 28 ML AiE 28 3R A0 (M R AL FIHT R R
AI(M2 3RAY) , AS (3 e =22 5 M1 R 05 240 i 1Y)
G A G BESE A B, 4] miR-92 i i i 4%
Kruppel ££ K F 4.( Kruppel like factor 4., KLF4 )& A
0 w2 e A 5 A R 1 ML [ B R A
M2 F R AT ZE M7 AS TE i, miR-92 Xif [ I 4
L2 58 1 V0 A S SR A ], miR-92 i Ab B Y
Wz 210 Jif 2 B ity M2 L AR A R 3 R
WIGEARARLE BN AN S BER P BT, 2 55 R
A28 FITE 1 3 o miR-155 3 32 BHL T A2 42 200 fifd
PRl ¥~ 1) 4 0 AR 9 /0 A 5 AR 248 i 6 T 43 F~ CDA40 Al
CD83 17358 55 ox-LDL 5 5 1 4 0 S v ™ o s
RAEANMLIL , AT RAE S KB 5 70 7 [+
Z 55| A AS i 2 P . Toll £ % {£& 4 (Toll-like
receptor4 , TLR4 ) /& 516 K A fie [ iy rhAR =X R 51 32 1k
1y LR, B RE AR 4% 200 Jf PR R, A 2R v
KA B . 7% ox-LDL i T () THP-1 40 Jitd v ,
miR - 140-5p [ % 35 B i F4 A% , miR-140-5p i
TLR4 & [F 3% ik , 0 i ox-LDL 5 3 1) THP-1 4
i 9 9 PR F B i . miR-217 7] LA R U4 TLR4
R G I A AN S (AR G A
HIAE T, R T AS BT RE ™, 3l il AS K i
Pt T A SR o S Al W I R 1 B T L
% 1A (Peroxisome proliferators - activated receptors,
PPARs ) J& — R C AR B0 1 % S R, L E 2T
SR RS S AR S AL N AR . T
AS /RS 3 338 miR-130a fiE 7 R AE KT

(3K, R ] PPAR J: K %3k , |74 NF-kB
FAERBKFED, M miR-130a & 2 ik 7 %
PPAR~y FE X% 5 NE-« B /il 48 i [H 1 H 7K F , A2
HEAS K. 22 24515 A6 8 P (Mitogen-acti-
vated protein kinases , MAPK) 7E AS & JiE 3 A5 =5
MR ThEXEE, PR LM, mR-124 7
AS /NP R A I E E , 7E ox-LDL i S E
W4 A, FH miR-124 B0 A B4 A, 15 58 240
PR SAE PR 20 Wb 2D, Bt R TR -k 3 m ™

WIHTITIA , miRNAs 25 AS JE ik 2 ## , B ik
5% A [A] miRNAs W ) A A 72, A B T X AS
) RIRDLT AT 583 . 25 AS P 3AE B 75 9
1) miRNAs 2 0] Ge1E M PR AS 194> F 45, i
HZWE RIT AS B RN

2 miRNA1EH AS i2itRE

miRNAs ] LU MLV PR S5 PR A A7 7E
H B4 miRNA 7E AS A~ [R)5 2 B B 240 i 5% 2H 2R
SRS XA e AR S A N AR R AR
YWhrEY . 09 B TEEFR P miR-21 \miR-92a 4§
A, Horp miR-21 78 AS S LT B fe ok .
% . H miR-21 W IELEARERATCIE R 1 BB 2
) LA 3 2% 5, 3R miR-21 Al VR R IX 20 A TohE
ARBEH A fof VAR A AR B B, WA A
miRNAs [ 7K 7] 8 Ry PEAS 9 7™ 5 R BE (48 4
7E AS %, miR-223 Fl miR-126 ik S B
HH DG BE DRV P38 o, AT A'S BREB2F 2 iR Ao
P 5 25 B, Y miR-223 F miR-126 7E P-4 5
By Ik B e mls 24 %) XU P A E BRI PR R A
miRNAs 7ERIE 12 A7 HFEAR G R4 . HIt
HAE KW AS bl HAT ) R mr st (A R i
WFFE T4k R U | R ke A7 miRNAs,

3 miRNA1EHN ASBITHER =

miRNAs AN {H BEA# AS & Jw HL Bt T —
ASHAA , R T RE IR YT AS B, Lk
T RNA BYIRTT 259 1E AL F I IR IT & B B, 7l 43
7 miRNA A A1 miRNA #1717 .

miRNA 1 il 4 J2& 50 4% (%), H i 3 1 4 )
mRNA , i o 58 21 25 & FH W mRNA 920 fg . IR
FIAFFT 20, 3 ek 4 B 36 2% $E 7] miR-33 (1) Jz 5%
AT BRIG I ABCAT Y FRIK 1/ T AS /N UBESR
ffar® . /NFHE RNA (siRNA ) 5 H bR mRNA H 4
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SEAHE, AT RLSCEE RNA B RAR . 76 /N B 9 TR
miR-351 A LA R0 52 fif /Iy BRLAS, HAH OC 3 2 [
SIRNA Y% YL 39 %5 T miR-351 02K S 04 40 i o
R N N 1 5 AR R S = R AV o 2 [

fifi F miRNAs #4547 33 3 J2 55 — P W51 )
PRI J7 15 , miRNA B 2 A Bl WS /N RNA
I3 F  UANFEAEBR IR S T % 25 1) miRNAs ik,
B, 75 Z 8 5 FH E /N B 32 30 ik o RN I 2%
miR-181b £ ik i F i, miR-181b LI ¥) (1) 4 &
IR T ZRIRIE N 2~3 £, 550 BRZEUR BE AT 8 20
> AS TE R . MRAMRE 3R 1K) ECs %% 44 miR-126-5p
FEALLY) , BCs 38 48 UA o HLA T2 /0 A5 SRR
T AS YT AR

4 RESREIE

miRNAs W 17 AS i R FE R B ER AL 1256
T AT R I T A 5 s N, B R
o HIET miRNAs Y56 PR 26 18 R 70 A B A HE
RETAAAEVF LB, 78 AS H iR 24X AR TR
% 115 F mRNA [ miRNAs & 290158, (B 700
BRI TIE 30 S F AR 2 A HL Pk Y, B miRNAs
VRIS AN TR] 40 i 2 R RIS 5] A R ) S S v, e Lt
— B LA FEH Z M AL A SR A AR,
XAE AS A B HR S T AE AR R EE ., NI
K HT miRNAs FIGIT ik, L e 8 —4H
miRNAs 7F AS RGN &R A W EEH . 1k,
miRNAs 7F AS A= & J ik A5 v i o8 4 ML 0 AS W
B, 45 AS 2T AT B a7 B 1 A 22 .
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3T TCGA B sy M DDX27 TENFani i Bils
P

AEFE L BERT MEH FEAM HRE NUAE i

(8 ZE] HM ETEAEEHERE (TCGA) HdE % , /3 BT DEAD-BOX RNA fif ié il (DDX27) 3[4
R T 258 IR IR B L R FAE Sl . ik @it TCGA B0 & T 200 I 20 it #H 56 1
FEIRBARFNG PR AE B L 32 F R.4.0.3 B /4-F01 Strawberry Perl 5.32.0.1 $2 U@ 2H VR E #4141 h DDX27
12k A0 , i FH Mann-Whitney U K556 S PRALIE] 1923525 5. L DDX27 ek it i (iqE S SRR I A 7%
B R FR A RMIR A AL, R R R0 /e T 23k 1 5 I RARIE Z R SC R o Al T E 2
# cox A 4317 , f#f F Kaplan-Meier 35 #E 17 A2 77530 87 9 5% Fl 22 Pl 26 2 80408 2 5, 1) FH 58 19 g 4 43 17
(GSEA) T DDX27 fE T A st 2 500 5 Tl i, SR IFaEdgih i) DDX27 Fik# B E & T
EHH, AL FE X (P<0.05) , 5.1 % cox [IH4MHT & I DDX27 61k 5 Stage 43 (P<0.05) FI T
S (P<0.05) 8 %, ZHZE cox MIHAH115 3] DDX27(HR=1.07,95%CI: 1.02~1.13, P<0.05) 7] LIVE K iF
M IS, TS 3 . DDX27 3Rk 4l i A AR R TR A AL, 2 A St 24 L (P<0.05) , 5
EZATELBAR RIS R — 3, GSEA Z5 R W], M3k DDX27 1555 RNA R 20530 EERS L
TR B A A% R VISR AE 5 KM T DNA % 8% 55 S 0E & A 1 0 5 5l . 4518 DDX27 fE)if
0 H e AR D i eah A PR 14 TS AE DG, T LAAE S A B TS AR B4R ) -

(X871 DDX27; iF4NMfIs:; TCGA Bdla 1% ; GSEA; {57 ‘5l %

Analysis of the prognostic value of DDX27 in hepatocellular carcinoma based on TCGA
database

ZHU Cuiwen, MA Tiantian, DUAN Yiping, CHEN Liangyue, LI Dongxu, LIU Jiacui, YU Mingxia, YANG Gui*
(Department of Clinical Laboratory & Center for Gene Diagnosis, Zhongnan Hospital of Wuhan University,
Wuhan, Hubei, China, 430071)

[ABSTRACT] Objective To analyze the expression of DEAD - BOX RNA helicase (DDX27) in
hepatocellular carcinoma patients and normal tissues based on The Cancer Genome Atlas (TCGA) database, to
investigate the correlation between DDX27 and clinical characteristics, prognosis and to predict signal pathway
of hepatocellular carcinoma. Methods The expression data and clinical characteristics of hepatocellular
carcinoma were downloaded from TCGA database. The expression data of DDX27 in hepatocellular carcinoma
tissues and normal tissues were extracted by R.4.0.3 software and Strawberry Perl 5.32.0.1, and the expression
difference between the two groups were compared by Mann-Whitney U test. DDX27 expression was divided into
the high expression group and the low expression group according to the median. Chi-square test was used to

analyze the relationship between expression and clinical characteristics. Univariate and multivariate cox
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regression analysis were used to evaluate the prognostic significance. Kaplan - Meier was used for survival
analysis and multiple online databases to verify. Gene enrichment analysis (GSEA) was used to predict the
signal pathway of DDX27 in hepatocellular carcinoma. Results The expression of DDX27 in the hepatocellular
carcinoma group was significantly higher than that in the normal control group (P<0.05). The expression of
DDX27 in hepatocellular carcinoma patients was related to Stage and T stage. DDX27(HR=1.07, 95% CI: 1.02~
1.13, P<0.05) can be used as an independent prognostic factor for hepatocellular carcinoma. The overall
survival rate of the group with high expression of DDX27 was lower than that of the group with low expression
of DDX27 (P<0.05) , which was consistent with the results of online database. GSEA enrichment analysis
showed highly expressed DDX27 was mainly involved in RNA degradation, cell cycle, purine metabolism,
homologous recombination, nucleotide excision repair and cytoplasmic DNA sensing pathways and other
molecular signaling pathways related to cancer. Conclusion DDX27 is highly expressed in patients with
hepatocellular carcinoma, which is related to the prognosis of hepatocellular carcinoma, and can be used as a

new molecular marker for the prognosis of hepatocellular carcinoma.

[KEY WORDS] DDX27; Hepatocellular carcinoma; TCGA database; GSEA ; Signal pathway

AT 40 ifg % (liver hepatocellular carcinoma, LI-
HC) & — i AU T 30 0 J5 & 1 i, R R i £ 22
22 AR B /D B0 e R IRV 200 s SR A
A FREDR IR R R EISE, AR FEBET R 4 4b
TEEAKY, X e 5 EE O REAMHEG, HE
AL BB, 7E A PR A L 2 R e Y, S 302,
R ARYIBRIGI T R . TR TS 22 5
T HE R AR R0 AR IR Mo s i
AR R A SRR R 9 AL
BRI CARTDRS YRR W I . S AR BRI I 2 45
PRI AR G, 3 B & AR 0 2R PR e 1
JHF 48, Her R AL s B R Al R R, 2021
AR AE TR E R T Y AR A AR R ARG,
118%™, HHT AT i W i LT 2
FAREBRE IR SR ABRIA , QSRR 22 A 45 A
e , AT DA% S R el A R I R
FIRIT SR BRI TR A e A 7 =X, DR LA 52 3
TE TR R bR AT T ORE ISR,
VIR I ) SIS W A S ARl

DEAD-BOX RNA fi# fi¢ i (DEAD-Box Heli-
case 27, DDX27) JE & —Fh & A B4 L N . wF
AR, DDX27 S 52, B, 4 EE S
1) A e 3 UIRH O 3 o 185 o~ 40 A 1 R 1
AR HE 2L IR 00 Kk R RS A R Al B T SR
1M, BTG T DDX27 FE K 5 -4 B 6 2 18] 0 5
P AE W TCHRGE o ASAIE Y TR 0 5L Y 41 [ 35 (The
Cancer Genome Atlas, TCGA) Z#E & h 2021 4F- 8
J 25 H ZHT40 A0 I 40 s 1 22 35 50000 A i PR 2
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1 AHSHE

1.1 Blleny F S a0

TE TCGA 84 22 & 7 W 3l (https : //portal.gdc.
cancer.gov/) T 41 Ui RNA-seq(level 3,HTSeq-
FPKM) i , He e (455 )R 200 M i 2 ZURE A 374401,
TEH IFH LA 50 4], FIF R.4.0.3 34 F Straw-
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Figure 1 The difference of DDX27 expression between liver

hepatocellular carcinoma and normal liver tissues
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Figure 2  Analysis of the relationship between DDX27 and prognosis of patients with liver hepatocellular carcinoma
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Correlation between serum NGAL, (32-MG and pathological grade, prognosis of IgA
nephropathy

ZHANG Zhaoyi'?, WANG Chi*, CHANG Qing', YU Yafei', DONG Tengteng', NIE Sasa®, LI Mianyang**

(1. Graduate School of PLA Medical College, Beijing, China, 100039; 2. Laboratory Department, First Medi-
cal Center of the General Hospital of the People’s Liberation Army, Beijing, China, 100853; 3. Department of
Nephrology, First Medical Center of the General Hospital of the People’s Liberation Army, Beijing, China,
100853)

[ABSTRACT] Objective To analyze the correlation between serum neutrophil gelatinase - associated
apolipoprotein (NGAL) and serum B2-microglobulin (B2-MG) levels and renal function indexes, Lee’s grade
and Oxford pathological grade in patients with IgA nephropathy (IgAN), and to analyze the effect of these
indexes on the prognosis of IgA nephropathy. Methods From September 2020 to July 2022, a total of 190
patients with IgA nephropathy diagnosed by renal biopsy in PLA General Hospital were collected, and the
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serum levels of NGAL and 2-MG were detected. The correlation between serum NGAL and B2-MG and renal
function indexes of IgA nephropathy and the diagnostic effectiveness of different Oxford pathological types were
analyzed. The relationship between serum NGAL, (32-MG and prognosis of patients with IgA nephropathy were
also analyzed. Results There were significant differences in serum NGAL and (32-MG levels among different
renal tubule atrophy/renal interstitial fibrosis (T) and mesangial cell hyperplasia (M) groups (H=20.119, F=
26.407,1=1.972,2.507, P<0.05). The levels of NGAL and B2-MG in the T1 and T2 groups were higher than
those in the TO group, and the M1 group was higher than that in the MO group. The levels of serum NGAL and
B2-MG were significantly different among the different Lee’s grade groups(F=28.672, H=63.626,P<0.05). The
levels of serum NGAL and B2-MG in the Lee’s IV-V group were higher than those in the Lee’s I -1 and Lee
I groups. B2-MG, NGAL were positively correlated with SCr, BUN, and 24 h urine protein respectively, and
negatively correlated with eGFR. The combined detection of serum NGAL, B2-MG could diagnose renal
tubulointerstitial atrophy/interstitial fibrosis (T) , with the areas under the ROC curve of 0.705, 0.710 and
0.738, respectively. Univariate COX analysis showed that serum NGAL, 32-MG and other indicators were risk
factors for poor renal prognosis. Multivariate COX regression analysis showed that renal tubular atrophy/
interstitial fibrosis, hemoglobin and 24 h urinary protein were independent risk factors for poor prognosis.
Conclusions Serum NGAL, B2-MG are closely related to the degree of renal injury in patients with IgAN, are
more sensitive to the assessment of pathological damage of renal tubular atrophy/interstitial fibrosis, and can
reflect the degree of renal tubulointerstitial damage. Serum NGAL and 2-MG are risk factors for poor renal
prognosis, and renal tubular atrophy/interstitial fibrosis (T) , hemoglobin and 24 h urinary protein are
independent risk factors for poor prognosis.
[KEY WORDS] IgA nephropathy; Pathological classification; Serum NGAL; Blood B2-microglobulin
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Table 1 Comparison of NGAL and $2-MG levels of IgAN patients with different Oxford pathological types [ (x+s),M(P25,P75) ]

A E A n B2-MG v/H {4 P{E NGAL V/F A& PE
M MO 112 0.18(0.14,0.25) 99.21+22.59
2.597 <0.05 1.972 <0.05
M1 78 0.23(0.17,0.31) 105.67+20.81
E EO 145 0.21(0.16,0.27) 102.08222.50
0.644 >0.05 0.244 >0.05
El 45 0.18(0.16,0.28) 101.18+20.77
S S0 61 0.18(0.16,0.28) 101.16219.46 ‘
0.074 >0.05 0.132 >0.05
S1 129 0.21(0.16,0.27) 102.20+23.24
T TO 116 0.18(0.15,0.24) 95.40+17.90
Tl 66 0.25(0.18,0.32) 20.119 <0.05 109.64+23.19 26.407 <0.05
T2 8 0.33(0.23,0.38) 131.45+24.65
C co 147 0.20(0.16,0.27) 101.52+22.39
1.558 >0.05 0.359 >0.05
Cl1 43 0.22(0.16,0.32) 103.04+21.06
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2.3 ROC HiZrHr L7 NGAL . B2-MG £ Wi i

PLIfL NGAL . B2-MG } Ifil. NGAL+B2-MG 7K
U <1 v N O S N AW B il Al 1
NGAL . B2-MG K G2 Wr i i 4T 1 #5551
0.705.0.710.0.738, LK 1,

1.0

NGAL
0.8 B2-NG
NGAL+B2-NG
SHLR
w00
& 04

0 02 04 06 08 10
1455tk

T T1-2 5 T1. T2 5L
B 1 A7 T1-2 K NGAL.B2-MG i ROC B £k
Figure 1 ROC curves of blood NGAL and (32-MG with or
without T1-2

2.4 TgAN B3 B ETIUS (19 520 R 2R

1k 2022 4F 10 A, 3t 18 ] B kALK SR
4. B2-MG .NGAL . [fiL 21 % 1 2545 b5l IgAN f
H UG A R SR R &R B8 AR A (24 h IR
FEH:0=<35 g, 1==3.5 g; Hb: 0==110 g/L, 1=<
110 g/L; 4 HE43 # (T) : 0=T0, 1=T1 . T2) . £
# COX /b i /n AR EE 4y B (T) (ML 8 .24 h
PREE R TgAN B35 15 A R 237 fa B P & .
W3,
2.5 Kaplan-Meier A= 17 f1 £ 74T Ig AN 235 Tl

Kaplan-Meier 4 77 [t 4k 73 #1 45 R $2 7, IgAN
SEF BN A= B T o A8 5 A I, L AR T R
%, B IE TS 55 22 . (£°=18.079.14.501 , P<0.001) .
LI 2,

3 it

TIgAN g 3 [ 5 UL A S 5 M B /N R ,

AT S BT PR
TO
T1-2
0.8 TO-#: 51 )5
T1-2 K55

0 5 10 15 20 25
Bt 5 vk ]

®3 ANTIEZMEERN Cox EEERZEAXSH
HR
Table 3 Cox univariate and multivariate analysis of factors

influencing IgAN prognosis

MR ZHE
m:ﬂ

- HR(95% CI) P1H (QSI;ORCI) P18
P51 1.503(0.56,4.033)  >0.05
BMI 1.105(0.983,1.242) >0.05
e 4 s 0.944(0.964,1.025) >0.05
fag Qi 1.009(0.97,1.049)  >0.05
JLEF 1.018(1.009,1.026) <0.05
IRER, 1.408(1.139,1.74)  <0.05
eGFR 0.963(0.949,0.986) <0.05
JIF i e 0.647(0.393,1.067) >0.05
=M 1.341(1.132,1.588) <0.05

2UhRER 1.83(1.282,2613) <005 (1.0622‘77161.918) <0.05
1fi TgA 1.001(0.997,1.005) >0.05
Cysc 10.083(3.675,27.662) <0.05
1eG 1.00(0.999,1.002)  >0.05
IgM 1.002(0.995,1.009) >0.05
IgA/C3 1.014(0.657,1.564) >0.05
HDL 0.167(0.032,0.866) <0.05
LDL 0.508(0.302,0.805) <0.05
JRIR 1.005(1.001,1.009) <0.05

0.972

Hb 1.030(1.004,1.057) <0.05 (094)8}).996) <0.05
B2-MG  9.913(0.139,70.464) <0.05
NGAL 1.036(1.019,1.055)  <0.05
M 1.516(0.613,3.746) >0.05
E 1.058(0.382,2.928) >0.05
S 1.590(0.657,3.846) >0.05

23.879
T 4.623(1.256,17.017) <0.05 (4.285, <0.05
133.070)

C 1.408(0.539,3.677) >0.05

Lee IV~V % 3.475(0.974,12.395) <0.05

SEAKM RN EERRNZ " BEEE R
s B, AN Bk O It PR /AR 1 PR/ UL
1, PR R R I3 22 A T TgAN il B2 W S As
RIS PG EA T2 X . NGAL h 25 kDa /Ny
FEMA, Y EE W EBOE RS /NS i

HEAE 5T R
1.0 Hb IEH
i
0.8 Hb 15 -4 51 /5
B M- 5

0.6

0.4

EN I

0.2

0 5 10 15 20 25
P 75 F )

2 R AFESE(T) 5 IgAN BREHUS #Y Kaplan-Meier 77 # £k

Figure 2

Kaplan-Meier survival curves for anemia, Oxford typing(T) and IgAN renal prognosis
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CST4 1 H 95 NI Al AR 32 X
RZR Z Rk OREF Em' EPE' Eokak' Hes™

(# E] BM BT ACEMEERRE A B0 65 S (CST4) 76 B AR b il R & X . Fik
TR 5 R4 MR EEBE 2019 4F 1 H % 2019 4F 12 A ABe#Ei2 #Y 104 (1 B 8 & B 4L, 44 61 5 KRG
AR E (I E BAME REE) N E RYERARA, 5B 11212 8 56 44 i FER G k% IR 2
3 3k AR EEK 328 R BRI 60 b 5 45 S B 21 1) ST K /K -, 43 W7 18 9 41 FR 3 CSTA 511G R BE S 06 R LU
J CST4 5 TR (CEA) BHEHTE 19-9(CA19-9) BB 242 (CA242) HiEPHT)R 125(CAI125) |
BB 72-4(CAT2-) KK . 2R B4l CSTA A P (7 80K i T R A4
N HR2H , 25 5 Go it 2455 L(P<0.05) ; B 2H b CSTA KGN K -, B0k 5 o v e e, 2 F B8 it
M(P>0.05) ; 4 <61 % 5=61 % (1 4 LU H, IiRg o A P BEAIR 5 g AR B2 v /i 1) S8 38 L3S, TNM
S8R T/ 5 TNM 20300 TV i £ 3 AR L 25 39 Ga it 2438 L (P<0.05) o CST4 1 B AG I 5 H i
7T CEA (CA19-9 .CA242 ,CA125 ,CAT2-4 SATFUR IR A AGI , CSTA 5 L A AR 56 B 88 s s 0 3K A5 A6 1)
PHME SR e, 22 A G158 L (P<0.05) . CST4 433l 55 CEA (CA19-9 ,CA242 .CA125 CAT2-4 L4, %%
S G325 L (P<0.05) , CST4,CA125+CA19-9+CA242+CAT72-4+CEA . CST4+CA125+CA19-9+
CA242+CAT72-4+CEA =41 HH , 22 A S H# 75 X (P<0.05) . CST4 i2 W 5 7 B It i 18 {1 946 BE oM 104.02
U/mL , %107 1) 53 S0 R R S B 20 o0 0.529 1 0.733. #5318 ILTE CST4 X135 1% 4t X s i % B2 iy
FLAT B i TV R 5 0% CST4 T4 S 15 98 ¥ 76 1% il R #5354, CST4 1% &5 CEA L CA19-9, CA242,
CA125 . CAT2-4 % B I (9 13 2= 12 WU T8 &, B 8 m I RN

[EER] JCEMERE AR R B 2B E

Clinical significance of CST4 in the detection of gastric cancer population

ZHAO Anna"’, WU Shuang®, ZHANG Haiping', WANG Pan', WANG Zhongjun', CAO Yongxian', PAN
Huazheng'*

(1. Department of Laboratory Science, Affiliated Hospital of Qingdao University, Qingdao, Shandong,
China, 266000; 2. Department of Medical Laboratory, Faculty of Medicine, Qingdao University, Qingdao,
Shandong, China, 266071 ; 3. Zibo Central Hospital, Zibo, Shandong, China, 255000)

[ABSTRACT] Objective To investigate the clinical significance of human cysteine proteinase
inhibitor S (CST4) in the detection of gastric cancer population. Methods A total of 104 patients with gastric
cancer who were admitted to Qingdao University Hospital from January 2019 to December 2019 were selected
as the gastric cancer group, 44 patients with benign gastric lesions (including patients with gastric polyps and
gastritis) were set as the benign gastric lesion group, and 56 healthy physical examination patients attending
outpatient clinics were selected as the control group. The levels of CST4 in the experimental groups were
measured by enzyme-linked immunosorbent assay, and the relationship between CST4 and clinicopathological

parameters and the levels of CST4 and carcinoembryonic antigen (CEA) , glycoantigen 19-9 (CA19-9) ,
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glycoantigen 242 (CA242), glycoantigen 125 (CA125), and glycoantigen 72-4 (CA72-4) in the gastric cancer
group were analyzed. Results The median level of CST4 in the gastric cancer group was significantly higher
than that in the benign gastric lesion group and the control group, and the difference was statistically significant
(P<0.05). There was no significant difference in the detection level of CST4 in the gastric cancer group between
males and females (P>0.05). There were statistically significant differences between patients aged <61 years
and =61 years old, patients with low tumor differentiation and medium/high tumor differentiation, and patients
with TNM stage I /Il and TNM stage IlI/IV (P<0.05). The positive detection rate of CST4 was significantly
higher than that of CEA, CA19-9, CA242, CA125, CA72-4 single and combined detection. The positive rate
of combined detection of CST4 and the above - mentioned related tumor markers was the highest, and the
difference was statistically significant (P<0.05). Comparing CST4 with CEA, CA19-9, CA242, CA125,
CA72-4, respectively, the difference was statistically significant (P<0.05). The difference was statistically
significant among the CST4, CA125 + CA19-9 + CA242 + CA72-4 + CEA, CST4 + CA125 + CA19-9 +
CA242 + CA72-4 + CEA three groups (P<0.05). The optimal threshold concentration of CST4 for the diagnosis
of gastric cancer was 104.02 U/mL, and the corresponding sensitivity and specificity were 0.529 and 0.733,
respectively. Conclusion Serum CST4 has a good predictive effect on the early diagnosis of gastric cancer
patients in Qingdao. Serum CST4 can be used as a potential independent tumor marker for gastric cancer, and

CST4 combined with CEA, CA19-9, CA242, CA125, CA72-4 has a higher serological diagnosis effect on

gastric cancer with high clinical value.
[KEY WORDS]

H J& (gastric carcinoma, GC ) /& IIfi /R % UL A% 74
RGBT . GC I R %18 H A B EE
ZHBEERIRTIZE O )R Trimi, 85 e
R TR, Rk, F 2 GC X A G
PRIGYT HA BB B 2 e B A2 I
IRiZ W GC B fER 1 712 . H iRk A o 2 A
PEIZW 7L BTS2 PR 2 ANTE N T A GC i
LS IR ey A7k Rl K (B F s I el [H0F Rl B
Br, % GC RWI2 W YT HAA S0 I R R M
{8 o 9% I $1 Ji (carcinoembryonic antigen, CEA) |
B 25 HT J7 19-9 (Carbohydrate antigen, CA19-9 ) |
B 25 T L 242 (Carbohydrate antigen , CA242) |
Bl 2541 /L 125 (Carbohydrate antigen , CA125) 2
¥t J;/L 72-4 (Carbohydrate antigen, CA72-4) , HEjE
FHT GC B2 W , (BB 25 W e I frg 2R 50 R
SEEEAHIAE P, SR — AU R
SR ) ORI AR R U R e I A R R 1 A A
7 (cysteine protease inhibitor, CSTs) £ LIk —
BN AT DLV 2H 2R 1 T A T O 1 DA By 1k 4
FEFUKSE s R A R T R e A T A4
IR TR AR A AR A R R RS AR T
RAFE LA ZB AL RAE T KR &
1 i #1 1il] S (cysteine protease inhibitor S, CST4) 7£
T o 1 R A S URN A0 B R AT B R R . {H CSTA4
5 GCRAHAI A+ 70 WIHh . A SCFE 2R

Human cysteine protease inhibitor; Gastric cancer; Diagnostic value

CSTA 1E GC L W (1, 5 76 Wi R4 75 GC
SRR I B AT

1 wHSHE

1.1 — R

VEHL 2019 4F 1 H & 2019 4F 12 H TH S HHE
BE BERI 2 HAR AT TR DL R AT 1697 19
104 ) GC & 1E R B4 . MASRIE: D2 H 5
G AT L B AT A2 4 GC B QT & YN
J &AM GC 5 GBI AR AR, Ifi PR TR 29
@D EH R R E % E B WA R E . HEBRAR
OHAth b HAth 21 2038 B 1) RAEBORAEA ; @F
PLREA (40 RE FAM: L ANA BAPE =08 M B i
FEAR) ; @A I H W MK s RGO I RS
PN 3 Wb 2R 8 o8 B O O 1) BB S A S T R A
AR AR PEZ B . EICE BN
RIBTT A4 BIWER B RYERARL, DL SRR A A5 56
PAERXTIRA . R AP it W 1.
1.2 Tk

FHLAZ 0% 5 mL @k, %05 N BCE 29 45
min, 3 000 r/min &[> 10 min, 2420 15 cm. B
1.5 mL | %% % EP(eppendorf) % , T-80C vk
FPRAT o I CST4 K AR 45 A 2 Ik 20 R 2 11
it 410 10 750 S (CST4) 46 339 & (1 ifg RV A 4
R A PR KA A, A 96 AN gr, it
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C20201201) i3 ] 45 AT 4841 , SR FH il Bk 4 92 XL
RS 0o P AT 2 A I I 5 5 2R R X% L
& BT FE 0T 4 1038 CST4 F 4G I /K - B o 5
Tl AR B S A (1) AF 1S R 3 AL R B L TNM
3 H0) FAR S I 5 5 9 (CEA L CA19-9 ,CA242 |
CA125 .CA7T2-4) I X F .
1.3 Hiilepabs

JT A5 RO ¥4 5% SSPS 22.0 # 44 A k47 48 it
ST s BT IS A TR R (R +s) Fm, 4
i) L AR S AR AR ¢ R B0 sl B DR 28 5 25 0 s 4

AFFAIESA AR, WL M (P25, P75) For , % H B
ML, THECER (%) T, RARITKRE;
K23 TAERAE (ROC) ith £k 43 #7 1L 78 CST4
X B R B2 WAL RE s P<0.05 M2 A Biit2+E X,
2 H#R
2.1 SIS S X HRAH AR K 1LY CST4 /K He gk
B MY CSTA R P B & TH R
PR AZ AN BREH , HOE B PR AR 4H & T X BR 2,
=, ERAGITFE L (P<0.05), WE1,

x®1 ZHBEMERR [M(P25,P75),n(%) ]
Table 1 Table of general information of the three groups of patients [ M(P25,P75) ,n(%) ]
5
WA n (L) CST4(U/mL)
! ] I3
R 204 56.50(45.00,65.75) 109(53.40) 95(46.57) 93.89(68.19,129.84)
Bl 104 61.00(54.00,68.00) 77(74.00) 27(26.00) 106.87(68.60,168.76 )
B AR 44 57.00(48.25,63.75) 15(34.10) 29(65.90) 85.79(70.23,111.50)
X R LH 56 37.00(32.00,51.75) 17(30.40) 39(69.60) 82.79(54.74.,113.46)
Zly 64.642 36.346 9.052
P{E <0.001 <0.001 0.011

2.2 ¥ CSTA K5 B G AR EESEN R

B CSTA WREINZKT, B S Lotk g, 2=
SIG R L (P>0.05) 4Rk <61 2 5=61 % 1
HILE, ZRAGE X (P<0.05) ; B LR B
IS v o AR v/ ) R U, 2 A G T
X (P<0.05) ; TNM 43318 17115 TNM 43034 11/IV
PR A, 2R A G F i L (P<0.05) . WL 2,
2.3 HWAIMLTE CST4.CA72-4 .CA19-9 .CA125,
CA242 .CEA R 7K 3

CST4 1 BH M A5 %2 B 2 =5 T CEA .CA19-9,
CA242 . CA125 . CAT2-4 FAIFUAG M 0 B A K
CST4 5 1 A H ¢ it 968 s 72 40 10 5 A 00 PH 2 2% A
L ERA G FE L (P<0.05), L3 3, CST4 4}
%5 CEA .CA19-9 ,CA242 .CA125 ,CAT2-4 [1#%,

K2 CSTAMRESHARESHAIXR [M(P25,P75) ]
Table 2 Relationship between the concentration of CST4
and clinicopathological parameters [ M(P25,P75) |

WiH n CST4 ¥ ¥ (U/mL) Zi  Pii
53 77 108.34(67.84,183.98
e % ( ) -0.382  0.703
27 94.21(69.61,225.13)
A <61 46  84.46(66.94,120.52
iR (2) B ( ) -2.559  0.010
=61 58 124.48(73.86,219.91)
70 93.58(66.94,151.19
Jibied 434k 1E.E+ ( ) 509 0036
R/ 34 135.20(83.83,236.73)
TNM M T/ 61 80.40(64.41,125.12
e ( 512) ) 580 <0.001
M/IV 43 109.99(94.21,237.75)

Z 5 A 40T B L (P<0.05) , WL 4, CST4,
CA125+CA19-9+CA242+CA72-4+CEA . CST4+
CA125+CA19-9+CA242+CA72-4+CEA — 41 H %%,
ERAGITFE L (P<0.05), W5,

%3 BEAME CST4.CA125.CA19-9,CEACA242,CAT2-4 KPR H 2
Table 4 Positive detection rates of serum CST4, CA125, CA19-9, CEA, CA242 and CA72-4 in the gastric cancer group

JiH n P a1 B 1 % FRPEAS T R (%)
CST4 104 56 48 53.80
CA125 104 11 93 10.60
CA19-9 104 16 83 15.40
CEA 104 38 66 36.50
CA242 104 17 87 16.30
CAT72-4 104 16 88 15.40
CA125+CA19-9+CA242+CAT72-4+CEA 104 53 51 50.96
CST4+CA125+CA19-9+CA242+CAT2-4+CEA 104 76 28 73.08

T« L3RR bR 25 A 5 A D PR AR 1 15577 0 5 A MR a5

ARSI g B B8R LB B, R AR A
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F®4 CST45CA125,CA19-9,CEA,CA242,CAT2-4 b5
Table 4 Comparison of CST4 with CA125, CA19-9,CEA,
CA242, and CA72-4, respectively

g FHPE [SE1ES P! PH
CST4 56 48
44.586 <0.001
CA125 11 93
CST4 56 48
33.987 <0.001
CA19-9 16 38
CST4 56 48
6.289 0.012
CEA 38 66
CST4 56 48
32.102 <0.001
CA242 17 87
CST4 56 48
33.987 <0.001
CA72-4 16 38

%5 CST4.CA125+CA19-9+CA242+CAT72-4+CEA .
CST4+CA125+CA19-9+CA242+CAT2-4+CEA = AL 3%
Table 5 Comparison of three groups of CST4, CA125+
CA19-9+CA242+CA72-4+CEA, CST4+CA125+CA19-9+
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Table 6 Efficacy of CST4 in diagnosing gastric cancer
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PR CTIMP-2 T ik U 28 B 7 IL-8 7K SF- ' S RE L I 38 LEF (SCr) L 1M JR 2 A (BUN) | 24 /N JREE 1

FENE(24hUTP) ] R RV . R WEYLIAITY R B RCR & HoN 96.36% , I8 5 X R 4114 82.67%,
ZEFAGIFE X (P<0.05) . MELEITJE B E RV £33 H P E KX IR, 2R G SR E L
(P<0.05) . JRY7 %4 CD8' \ TIMP-2 . IL-8 /K V-3 Ik FXF 41 , CD3* .CD4" , CD4'/CD8" 7K - M| i T Xt
WEH | 22 B G4 L (P<0.05) . WEZ4 SCr BUN ,24hUTP {HIMK T XF B4 , 22 A G it X (P<
0.05); W?HTE&ftt&fzﬁﬁéﬁﬁMiX(Pm%% it RPN A AT B R LR ARG
PRIT R, AT A SRS RS TIMP-2 T ik EL 41 S B A TL-8 7K, SR jR A I R IR, Ze ki al
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Effect of adjuvant therapy of Yiqi Yangyin Huoxue Decoction on TIMP-2, T lymphocyte
subsets and IL-8 in children with nephrotic syndrome

LIANG Shangyan', HUANG Shuli', WU Jingjing', WANG Jiyun', LIU Yuanyuan', CHAI Shuwei', WEI
Mingjie', LI Cancan®*

(1. The Sixth District Department of Pediatrics, the First Affiliated Hospital of Henan University of Traditional
Chinese Medicine, Zhengzhou, Henan, China, 450000; 2. Department of Pediatrics, the First Affiliated
Hospital of Henan University of Traditional Chinese Medicine , Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To analyze the effects of Yigi Yangyin Huoxue Decoction adjuvant therapy
on serum tissue inhibitor of metalloproteinase-2 (TIMP-2), T lymphocyte subsets and interleukin-8 (IL-8)
levels in children with nephrotic syndrome. Methods The clinical data of 102 children with nephrotic
syndrome admitted to our hospital from January 2019 to January 2021 were selected, and according to different
treatment methods, the patients were divided into the control group (western medicine treatment) of 47 cases
and the observation group (Traditional Western Medicine Combined with Yiqi Yangyin Huoxue Decoction) of
55 cases. The two groups received 4 courses of treatment. The clinical curative effect, TCM symptom score,
TIMP-2, T lymphocyte subsets, IL-8 level, renal function [serum creatinine (SCr) , blood urea nitrogen
(BUN), 24-hour urinary protein (24hUTP) ] and adverse reactions were compared between the two groups

after treatment. Results The total effective rate in the observation group after treatment was 96.36% , which
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was significantly higher than that in the control group (82.67% ) , and the difference is statistically significant
(P<0.05). After treatment, the scores of TCM symptom scores in the observation group were lower than those
in the control group, and the difference is statistically significant (P<0.05). After treatment, the levels of
CD8+, TIMP-2, IL-8 in the observation group were lower than those in the control group, while the levels of
CD3+, CD4+, CD4+/CD8+ in the observation group were higher than those in the control group, and the
difference is statistically significant (P<0.05). The values of SCR, BUN and 24h UTP in the observation group
were lower than those in the control group, and the difference is statistically significant (P<0.05). There was no
significant difference in adverse reactions between the two groups (P>0.05). Conclusion Yigi Yangyin
Huoxue Decoction has a significant clinical curative effect in the adjuvant treatment of nephrotic syndrome, can

effectively improve the levels of TIMP-2, T lymphocyte subsets and IL-8 in patients, and relieve the clinical

symptoms of patients, with acceptable safety.

[KEY WORDS] Yiqi Yangyin Huoxue Decoction; Nephrotic syndrome; Tissue inhibitor of metallopro-

teinase-2; T lymphocyte subsets; Interleukin-8
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Table 1 Comparison of clinical efficacy between the two

groups [n(%) ]
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XHR4] 47 17(36.17)  22(46.81) 8(17.02) 39(82.97)
WL 55 38(69.09) 15(27.27)  2(3.64)  53(96.36)

VAL -2.255

P 0.024

2.2 AP BRI LR
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B 22 R TR G R L(P>0.05) 1R TT R SR 4
CD8" \ TIMP-2 IL-8 /K fik T XF B8 4, CD3 ",
CD4" .CD4"/CD8' 7KV W T X B4 , 22 S A Ge it 7
= X(P<0.05), W3,
2.4 WHBE IR

JRITFRITMIZH SCr . BUN . 24hUTP i A 2% S 58
T 22 5 X (P>0.05) , iR 97 5 WL %€ 4 SCr. BUN,

24hUTP {E K T ¥R 4H , 22 A G it X (P<
0.05), W4,
25 ARE

PIALIRY T i R PR B A ROV, R &
AAFIIRE OB . WA 2 R R AR B
TE B GBI ), Xof BRZH 1451 £ 2 H 308 i 1

x2 MAPFEERRIELE (x=5)

Table 2 Comparison of TCM symptom scores between the two groups (x +s)
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Table 3 Comparison of TIMP-2, T-lymphocyte subsets and

IL-8 levels between the two groups (x+s)
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WWITIE  35.29+4.21° 39.8544.56"  5.214 <0.001
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Table 4 Comparison of renal function between the two groups (x =s)
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) YRIT I BIT A VRITHT BT IRIT T RIT R
X i 2H 42 0.23+1.45 7.36+0.18"° 96.18+7.25 83.62+6.15" 3.62+0.82 1.74+0.29°
pUESA) 58 9.18+1.57 5.69+0.37° 95.69+7.88 71.58+5.44° 3.71+0.77 0.79+0.40°

A 0.166 28.207 0.324 10.491 0.571 13.522

PAH 0.868 <0.001 0.746 <0.001 0.569 <0.001

T R IR 1 )5 e, *P<0.05,

B g BE RO OE, R T DA R,
AT ) PR b 8 28355 1l , B4 24 32 I 52 4 B o
AT A S0 S LA SO 28, s AT AR P AT i P 5
B FH B A G IO 3 I AR T [T B 24 B
SR TR FIR PUEE  BETS A BbE
EZ 1 2 U Ao 1 7 ST = N o 5 e ey e
YHA BENRIRICR . FELR PS5 JHE .
BORG LLLZ AR LA, A A g BN
T RIS (1 N 11115 Il = e W 11 N oy A
PUH SR AE 24, 22 16 AR 28 SR 280
EAERFREARIE , B 2R IR A A DR 4 A
20 L D] 25 L AR VR S BE D B R R A R B, X
AR RS E B RNWEZERER , TIMP-2
SRR SRR A 4 R A 1 A B B AR B
ZEA R b s ARk, AT 5] i MMP-2/TIMP-2
I A, A2 SE VR T AN A A 3 5 A A R, in FE ) R
BB 4 . T ik 40 S B (CD3* . CD4” |
CD8" .CD4"/CD8" ) Wl AT Jiz W AILAA B 28 185 0. , LAAE:
W B, B RS AR R B AR R T RE ALY
M4, CDA" ik 2 40 ffw 9 />, CD4./CD8 L {E

Rl g WS SR, CDAY | CD8" 2 j I ¥ L 5]
IRV B I 25 A TR 1Y & B0 i A b i 2 EE Y
ER™ . IL-8 N EZ M RER T, B8 gk
R 22 BAR B 4 s H] 2 1 2 5 /B LAY e 5 D) g
ZAL, TN B AN 3, B /N ER T A i A A
HE L) RE e A5 S5 O, I A B R IR B AL L R
(= AR DAAERIFSEIE S, Hose I 465 114 2R Al 25 i
BIUAAR TR 2205 M A A T 24 P 2 i 2 g B
RS ARBFIE LS R BOR  23RYT R P4 TIMP-2 |
T 90k O 200 0 3\ TL-8 7K B T RE 48 A 2 W 4 ek
3, HOULEE 40 o3t e B A T % IR AL, 48R DA 25 R
I BF I 137 50 B A TT 1T 535 28 fiff FR 3 1 R E L
4005, AT ZE 2% £85I HE R L R ALK e T
AE. [ PHAAS RN Fh R 22 R G248 X,
PR 25 3R B I L7 B Bh IR T A Ak g AT, R
TS B S B o

g5 TR, 25 SR B M7 Ba T B R 4R A
TR AT 85 3, AT A 30 % R 3 TIMP-2 . T ik
20 L % TL-8 7K T, 22 A B A I DR AR, 8 4tk
IS (FH#%S2R)
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AR AR IR A ZUR F AL 5 R ER E (R R R
JUIM R AR

AT WY afa LEE

¥

(¥ E] BM SWrksi A 2R RS R ERER LAY A LI 5 1308 B 1 s
C W (CRP) A K -8(IL-8) R IR AL F - (TNF-o) BUREM . 3% 2B 2020 4F 5 H £ 2022
AE10 A3k DT A g A e isiA i A LI 46 FUL 201 01 R BIFSE X 42, 1 IER [RE 97 5 5840 M R 21
98 1 (38 K 5 A EF+ZIRE ) ML I 2 (K 58 A AP+ IR R AN RN EREE 1) 103 9 . X LE 2R IR T8O L 48
£ F (404E CRP IL-8 .\ TNF-a) .U WILEGE [ 4 55 AILRR A (CKO) 7L 1B %07 (LDH ) K2 JILIR 534 i 1] T/
(CK-MB) ] Bk 1 [ BR B 1-A(IgA) EERE -G (1gG) | RN R RN kAR, R R4
ST L 79.59% , S A T AL T L 96.11% , SEER AL BT ALY s TR, 2R B g E X
(P<0.05) . PHLLIAIT G CRP IL-8  TNF-o ZK-F 3 B B, L SC B 4R T R4, 2R A %8 L
(P<0.05), PHZLIRYT 7 CK.LDH,CK-MB /K- 3R, B2 i AR X B4, 2R A S ih2=m X
(P<0.05) . BALIAYT G IgA JgG /K3 LTb, Bacsdl & X R4, 25 A G242 L (P<0.05) . Xf IR
PR KA 6.12% , LA BN & A 2.91% , AN RSN K AR R 22 v g i
BY(P>0.05), it WAL AEHAQARRFEMSNFERE QIRIT I LI RIGITSCR R4, v 7E
— AR PR LR RN, R LB, 48 S e D RE , HA2 el T B AR I R R

[kgER] EoRwwAEF; ZIREKF; WAERE M Fi4 LR ; CRP; IL-8; TNF-a

Effect of pulmicresol combined with ambroxol aerosol and gamma globulin in the
treatment of neonatal pneumonia

CHEN Hua*, XIE Ying, BAI Yanhong, MA Bingbing

(Zhangjiakou Maternal and Child Health Hospital, Zhangjiakou, Hebei, China, 075000)

[ABSTRACT] Objective To analyze the effects of Pulmicort Lingshu combined with ambroxol
nebulization and gamma globulin in the treatment of neonatal pneumonia and its influence on serum C-reactive
protein (CRP) , interleukin-8 (IL- 8) , the tumor necrosis factor-alpha (TNF-«). Methods A total of 201
children with neonatal pneumonia admitted to Zhangjiakou Maternal and Child Health Care Hospital from May
2020 to October 2022 were selected as the research objects. According to different treatment regimens, they
were divided into the control group (98 cases) (prmicrysol + ambroxol) and the experimental group (103
cases) (prmicrysol + ambroxol + gamma globulin). The therapeutic effect, inflammatory factors (including
CRP, IL-8, TNF-«a), myocardial enzyme profiles (including creatine kinase (CK) , lactate dehydrogenase
(LDH) and creatine kinase isoenzyme (CK-MB) ), immunoglobulin [IgA), immunoglobulin -G (IgG) ] and
incidence of adverse reactions were compared between the two groups. Results The total curative effect of the
control group accounted for 79.59% , and the total curative effect of the experimental group accounted for
96.11% . The total curative effect of the experimental group was higher than that of the control group, the
difference was statistically significant (P<0.05). After treatment, the levels of CRP, IL-8, and TNF-« in the
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two groups decreased, and the levels of CRP, IL-8, and TNF-a in the experimental group were significantly
lower than those in the control group, and the difference was statistically significant (P<0.05). After treatment,
the levels of CK, LDH, and CK-MB in the two groups decreased, and the levels of CK, LDH, and CK-MB in
the experimental group were significantly lower than those in the control group (P<0.05). After treatment, the
levels of IgA and IgG in the two groups increased, and the levels of IgA and IgG in the experimental group were
significantly higher than those in the control group, the difference was statistically significant (P<0.05). The
incidence of adverse reactions in the control group was 6.12% , and the incidence of adverse reactions in the
experimental group was 2.91%, there was no significant difference in the incidence of adverse reactions between
the two groups (P>0.05). Conclusion Pulmicort Lingshu combined with ambroxol nebulization and gamma
globulin has a good therapeutic effect in the treatment of neonatal pneumonia, which can reduce the

inflammatory reaction to a certain extent, improve myocardial enzyme spectrum, and improve immune

function. It is safe and worthy of clinical application.

[KEY WORDS] Pulmicort Rescue; Ambroxol atomization; Gamma globulin; Neonatal pneumonia;

CRP; IL-8; TNF-a

B A DU AR 2 35 587 A= L 8 98 i 1 s 28 e
A5 SR AR LB IR DL | 2 3 OB A LSBT
1y =R A B A L A RE R TC B R RR AT 3
BOLIFTC Mk B S e R T o S At B
SRR R ALK R AGERE R 18— AN R A
A5 AR, WK SE g . B R LI R AETRITAS
W, Ty U A R AR LR T VA T o i 1
Mol o E RIS X8 A LI 2 3= 2RI YIGYT
K T A ET S — B RS ARAE FH R K T
R IR R FH 254, X Ry 1 e 2] Jed 2 Y
HARVEHY . ZIRFE M R %25,
i T 55 A ACE#ET T IR AR IR 2 L T I
BRI, ATl 2R R S5 A B B, A TR
ST, I RREAR o SRIMIm R A B — 254
IBITIF RO AT, 55 5 H AL W AT S . AT
GEHR A E 1T RN AR LI 98 1) & 0 I I 2
—, WO SR T A IEPUARBE AR S A
BREE U — R B K e Bk A ny A ailon] , i)
W R Re, HEAYORTE DURE BIOERE S
PUAVER™ . ASCETE TS K RIS JIR R
ZA6 S PR ER AR PR BT AR U A B A5CR BRI,
15 C J2 v 25 1 (C-reactive protein, CRP) , 1/ % -8
(Interleukin-8,1L-8) , [ PR FE K F-a(Tumor necro-
sis factor-o, TNF-o ) 5200, BRARGE AT &

1 ERSTS
11 —pER

FEHL 2020 4F 5 F & 2022 4F 10 A 3k K LR iH4)
PREEBEGARHT A LI R 8L 201 B ARG 4, 4%

WA YT 7 2843 ) IR 4H 98 191] (K 75 & 47+
TRE) FIEE2H (K 58 A+ 2R R+ AR 1)
103 5l , ot B 2H 55 57 4], 2z 41 1) 5 744 1 #
(18.05+3.27)d, IR FE (6.63+1.08) d, JE YL Pk fiti 4
39 ], 2K WK At 9 26 191, B2 A % 22 61, LT
WA 11 1], SEEZH S 61 6], £ 42 6], SF-X H ik
(18.66+3.36)d, FHIG 2 (6.12+1.01)d, YL fii 46
A2 51, KW AT 5 28 5], B S Al 98 23 491, FLit
WA 106, P — ekt i 2s R RS HE
X (P>0.05), HA Tt AT 4 Be R 20 1 22
AeAtEE T, Z g L N B F RS R A5 .

P ARRE : OF A LEILZ BT A (B
JL2F ) i g A LN R 32 Wi br o 5 @ 28 i 35 X
2R U TE B IR SR A 12 R AR LI R 5 DI IR
B 4A . HEBRAR I : OWFIGE R & R84 Q24
i AR SRS S HE;OfA O T VB IRE A2
H s @O MR G B X e 7 SRR
OA B IHE I ZIEARRSE MR -
12 Fik

HEA T RILR A WA A I BLIR K
FL i SO B T a2 A IR 0 S R RIR YT IR IR IR A R
VB LA B I B SR, AR DAL S B FR
i, DRREE I E E A

X RRLLBR T 84T DL W M RE IR YT AN, A T
AL K 5 A S (a7 1] B i 25 A B wl A2 77
25 UEF H20140475) B A5 2R R CH N 0 2 il 254
FRZS T AR 72 5 [ 251 7 H2003134) #EA7I697 . R4
PRER K HOIA 1 mL 52K e A EF F1 7.5 mg IR R,
Fic % 2 mL T, 46 T Il 9B 2B LT % Ak iR
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57, DAL Ry — 7R R 2K

S 20 £8 LR X REZH (%) Al L 38 oy Fh sk 2R
FIVR YT CLL PG B 2R i o e A A BR 2 w1 [ 24
S19994004 ) , LA BE A 5 % 1) 71 250 Wl 25 VA o 1~2
5 JE AR DK 1, R 1 gk, AT R 14
JTRR  ESHRTT 1 DIF R JE ME R . 1Ay I Al
PIZH B LI A K SR AN RO Y & AR
BUFEAT ™5 W, — B SR I O 3, D) S R 45
FHFRA 259 312K UK 240 BTt
1.3 WEHEIR
1.3.1 M4BT RCRRT I

1697 5 AR BRI ARE IR L REAE A 2 IT AL
A% Il 2 X Ot B R A T B L IR T R IR TR K
SEAEH I I 2K 5 AR I 4 X Ot A4
WIoRKEAFBIFEWJE IRIT R AR B R, B
IR % Wi 75 B 22 ; TCARL: BRI YR
oL E R IUEA . BT RACRHARORE
1.3.2 MHRVERN TR

IRITHIG 53 3R B L2 RS 3 mL # ik
I, 55 FF VR B AR BE A, A8 B0 HLES O, el
3 500 r/min, 15 min, & .02 4% 10 cm, 43 &5 ML -
SR FH Tt 3K £ 5 WA 66 325 A W00 1 37 CRP (I 71 5K ) i
TLZ AR R A A (IL-8 Gk [ P
B R A R A ) TNF-a K F GRGRR B
TR SV e A BR A R o
1.3.3  W4LOIUBGE X

SRAML 2 U SR R) 1.3.2, R FH it B B 922 WA ofF v
Aoz ICs LB 3 AH OCFE A , A0 46 WLAR U [ (Creatine
kinase , CK) , ik B L IR AE B AT BR 2
A ] FLBR i B [ (Lactate dehydrogenase, LDH) ,
AR A LS EYPRHCA R A\ ] LR
fif [7] T_1¥ [ ( Creatine kinase isoenzyme , CK-MB ) , i
FE A A6 SR AR AE W H AR A BR S | J7KF- o
1.3.4 P GPERRE FUKEXT L

R BSOS 1.3.2, R R Y 7L

4o % BR 5 H - A (Immunoglobulin A, IgA) | %2 2 Bk
£ F1-G (Immunoglobulin G, IgG ) 7K,
1.3.5  PHALA R BT

AN R RN ARG K RS A
1.4 Giiteehbam

K1 SPSS 22.0 et AT S0 A, i
TORLRF (=) A, P (RIS ¢ G2 56 5 118508
KM n(%) R, IR A5 L) P<0.05 22
SHEASEE L,

2 HFHR

2.1 MEHIRYTRCR R

X PR TR T 79.59% , 526 AH BT R
It 96.11% , SEH02H ST 8800 s AT IR, 2 7 2
HE 5L (P<0.05), WFE1,

R1 MABTHRLEE [(n(%)]
Table 1 Comparison of treatment effects between the two

groups [n(%) ]

25 n AL LR Toxk SITRL
XHHRZ] 98 23(23.46) 55(56.13) 20(20.41) 78(79.59)
SEHYYH 103 36(34.95) 63(61.16)  4(3.89)  99(96.11)

i 13.041

P1a <0.001
2.2 HRMENT LI

Wi 413497 )5 CRP . IL-8 . TNF-a 7K -2 30 F
M, HSL A T X R, 2R HA R %42 X
(P<0.05), W2,

2.3 UL LR L5

W 407497 J5 CK .LDH .CK-MB /K -3 3 F
B, HSL AU XTI, 2R HA S48 X
(P<0.05), W% 3,

2.4 HGRPERRE K LR

WG T7 )5 1gA 1gG K F2 FJF, H S ae
TR RR AL, 25 R B St 2E 5 L (P<0.05) .
L3R4,

F2 MARTHERMEERFKFLE (x+5)

Table 2 Comparison of the levels of inflammatory factors between the two groups before and after treatment (x +s)

o . CRP(mg/L) IL-8(ng/L) TNF-a(pg/L)
=pgif] RITE =P} AT R TRYT T RITIE
PUPLEE| 98 4.83%1.66 3.58+1.21° 105.11%26.57 78.93+10.25* 4.26%1.53 3.81+1.02"
SR 103 5.061.74 1.39+0.54° 106.88+26.89 63.21%5.83" 4.68+1.62 1.16+0.68*
i 0.957 16.704 0.469 13.446 1.887 21.769
P 0.339 <0.001 0.639 <0.001 0.060 <0.001

H: FAHIRIT RIS LR, *P<0.05,
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x3 WARTHEOCNEBIEILE (x+5)
Table 3 Comparison of myocardial zymogram between the two groups before and after treatment (x +s)
- CK(U/L) LDH(U/L) CK-MB(U/L)
2H n T ; VA, YA T e
A7 Hi TR TR IR HRITH I IA
X HE A 98 368.93+31.55 232.11+25.83" 482.63+48.59 292.34+25.88" 71.36x10.25 38.65£5.47"
S 103 369.57+31.83 178.26x10.26" 483.02+48.76 209.13+11.38" 72.03x£10.37 29.58+3.04"
i 0.143 19.597 0.079 29.750 0.460 14.622
P 0.886 <0.001 0.936 <0.001 0.645 <0.001

LE - [RJ 24 3R)7 Hi A LA, *P<0.05.

x4 MARTHEREKXREQKTELE (x+5)
Table 4 Comparison of immunoglobulin levels between the

two groups before and after treatment (x +s)

e T e mas
NERAR] NEEAR ST BITHI NEpAE]
SHHRZH 98 0.6120.26  0.83+0.38° 6.21+2.09 7.12+2.86"
SEEGYH 103 0.68+0.30  0.99+0.46°  6.74+2.18  8.34+3.54°
A 1.763 2.681 1.757 2.679
P14 0.079 0.008 0.080 0.008

H: [FW4URIT TG HE, P<0.05,

2.5 WA R A

X HRZHAN B AR 6.12% , B AN R
S AR 2.91% , B [ RO & A2 R LR
SLG I X (P>0.05), WS,

x5 MAFRRREEERIE (2(%)]
Table 5 Comparison of adverse reactions between the two

groups [n(%) ]

215 n ST MK 1 3G BR R
YR 98 3(3.06)  2(2.04) 1(1.02)  6(6.12)
S 103 2(1.94)  1(097)  0(0.00)  3(291)

pal:! 1.209

P1E 0.271

3 it

A LN 5% 1) S 2SR IR 1 bR U 23 W
Yy AL, AW ATGIT AT G HAR T IR, AR Bl
TR F ARG 251 78 iS5 AR 2 IR Y
I RERE 25 RN e B A TR G R L 2
Yy AW, WLACER , BT Bt RO AR R HE PR 3
RAEZAFEA T WK AT IR R I R
FI25% , SR 00 B — 367 J7 2 A ROR 18 45 it
M AREIRE B LA R 5 PR A 1 T SRR L, e
EIRT B 2 25 A T IR E O K =
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ABETERG TR L5 A LA AN (L5590
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ol B 22 5550, T2 T A B R L T 1 SRR
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i, DT T JUL R 5 EL A 58 2 H B 22 b 5 E S
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U FILGE 25 T 15 s 2 T ) W s 2 2 5 o s Lo AL i
B, B2 W L e W . AT IS
i e AT IR IR R 55 1 S N EREE FA
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AU BE 7 e e 4R I 65 BBE BE 2020 4F 1 H 2= 2022 4F 1 H WG Y 98 191 F 5T R 8 SR B A M iFoE % 4, $ie iR
BE LA T 221553 S AR AT CR IRt B gl KB A5 2 w4t T34 Y7 ) 49 il R B2 CR A% w1t TR YT )49
il WREE G AL R IR J5 I PRYT 8K AR AE A K L IBE RAR A | S e Tk LA AN B R K AE 1
B &R IBITIE MERALEAROE R 95.92% , 5 T X B 83.67% , 22 574 Giit2# 2 X (P<0.05) . i
J7 )5, WL%E 4 IL-6 ,hs-CRP . TNF-a IR FXF IR A, 22 537 Geit 22 L (P<0.05) o 07 )5, WLEE 4 I K b
FE AR YA R OKOT AR AR R A A AR YT A B V) IR TR R, 2R A Gt L
(P<0.05) ., 1AYTJ5, W24 CD4 +5 CD4 + /CD8 +i= T X4 R4, CD8HIL F X IR, 2 R A Gt 8 L
(P<0.05) o JGIT)R LIS KON & ARG B 5 % IR A HL 3%, 22 R B4 T4 L (P>0.05) . 4518 K
S B KR A5 1 )t T AR $RE v FRE J R % BB A R 288, AR AR AR P A i A S 7K S, B3 1 Y A 1 34
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[EEIA] RIENTE; OEFFRE; Bllik; SRk T

Feasibility study of high-dose octreotide combined with ulinastatin in the treatment of
severe pancreatitis

HAO Yongxia'*, NIU Xuerui', ZHANG Hui*, HU Xiaona®

(1. Department of General Surgery, Xingtai General Hospital of North China Medical and Health Group,
Xingtai, Hebei, China, 054000; 2. Department of Gastroenterology, Xingtai General Hospital of North China
Medical and Health Group, Xingtai, Hebei, China, 054000; 3. Department of Respiratory and Nephrology,
Xingtai General Hospital of North China Medical and Health Group, Xingtai, Hebei, China, 054000)

[ABSTRACT] Objective To explore the feasibility of high-dose octreotide combined with ulinastatin
in the treatment of patients with severe pancreatitis based on inflammatory mediators and microcirculation
improvement. Methods A total of 98 patients with severe pancreatitis admitted to Xingtai General Hospital of
North China Medical and Health Group from January 2020 to January 2022 were selected as the study subjects,
and 49 patients were divided into the observation group (treated with high - dose octreotide combined with
ulinastatin) and 49 cases in the control group (treated with ulinastatin) according to the random number table
method. The clinical efficacy, inflammatory mediator level, blood microcirculation status, immune function
and adverse reactions of the two groups were observed. Results  After treatment, the total effective rate of the
observation group was 95.92% , which was higher than that of the control group of 83.67% , and the difference
was statistically significant (P<0.05). After treatment, the values of IL -6, hs- CRP and TNF - « in the
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observation group were lower than those in the control group, and the differences were statistically significant

(P<0.05). After treatment, plasma viscosity, fibrinogen level, platelet aggregation rate, low whole blood

viscosity and high whole blood viscosity in the observation group were lower than those in the control group,
and the differences were statistically significant (P<0.05). After treatment, CD4+ and CD4+/CD8+ in the

observation group were higher than those in the control group, and CD8+ were lower than those in the control

group, with a statistically significant difference (P<0.05). After treatment, the occurrence of adverse reactions

in the observation group was not statistically significant compared with the control group (P>0.05).

Conclusion High-dose octreotide combined with ulinastatin can improve the clinical efficacy of patients with

severe pancreatitis, reduce the level of inflammatory mediators in vivo, improve blood microcirculation status,

and improve immune function.

[KEY WORDS] Inflammatory mediators ; Improved microcirculation ; Octreotide ; Uinastatin

JBEHR 2 7 o S MR BRIR A A A BB P,
PRI R 5 L BRIIRZH 2L F B AL BT
B MR S I IR S T M 1k SAE , JE R AR 1Y
S RN SRS RAE , 1T 5 A R R BE A BRI A
SN UIBTIREAN R o IR AE— R Y7 B LAl R i
T R JAE R 1, PR 47 1 86 S 5 ., B0 248 45 T L)
WUIRERIRRE " o SR T R H AT ARG YT B
REVH LG, i 25 ] i o R B B 1R A T
i s BARAR T R H A, HI P e A3 8 207 oF
FEUESE™ o BRI T 4525 1B B BRI AE L P9 0 i
R B B R TT, FAE A BRI I KA
T 5 A B AR DAL R 25 ) E
R B AT R 80, BAT AR — 5 1Y 25 ) R
P, R A B AR o RIS BIF 52 B 37 1
K B K5 2w AT A &5 S A T A e R
R, VI A G I R ST S (AR 58, BRARGE AF .

1 AHSHE

1.1 — gk

BEHCAE AL PR Y7 {2 4 TR &5 6L B2 B 2020 4F 1
H % 2022 4 1 HUIA IY 98 1) 8 A IR R 4 1
FWETEXS G o AAANRIE : OFF G €2019 48 fi [ 2
PEIE AR R 21648 ) A DG AE IR IR 48 112 b
HE'T Q% CT MRI A5 525 2445 1] UL Ji A B 48 e
K H GRS A H 0 S50 A AR AE o HEBR R 1fE

ORYT W E IR BT I6 T T5 58 5 @)X A 5 18 F 11
i PIAL R E O RR L A, 22 R RS
X (P>0.05), W3 1, ARWFTE L B R 40 B 2%
St E A, 2 KR O E I R = 1.
1.2 RIT Ik

XFRRAL : T LA wlfh T (4R R A Ak e 2 1%
A BRA F A7, B 251 H19990134, A% - 10 77
U) 10 J3 U+5%#i % W 500 mL #2212 5 11
YIS TR 2 h WSS, 3 IR/, FRAEARUF 5% )
AL/ A 1~2 /A, RRELIRYT 14 d S5 RETTRL

WFFE2H < A6 0T REZH T | LB Ik (4ol B
W 250 A R 7 A2 7, B 2 5 H20051570, FL
% :0.1 mg) 0.6 mg 0.9% A LA W 500 mL # fik
R, R WA 25 pg/h, 1R, FRERIRIT
14 d JEWEIT R
1.3 WEAER

WA B F AT IR G RIT R . A
R =R ROR+A R, QS BEIRIT IR I
RAEA KT, FBE AR, ARG 253 HUFR kil
5 mL, B0 (B 0248 13.5 em, 7 %03 000 rpm/
min , I /8] 30 min) J& BUALTEHAF . 6 21+
A ) TR PR 2N AR = 1 o o i IO ARG 0] 3 741
6K I A% R ) I Y BB B C- S 1 ] I (Hyper-
sensitive C-reactive protein, hs-CRP) . H 4l i /3% -6
(Interleukin-6, IL-6) K i 9% 3£ 7€ K F - o ( Tumor

x1 MABFEARBLER [Gzs),n(%) ]

Table 1 Comparison of routine data of two groups of patients [ (x+s),n(%) ]
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Table 3 Comparison of levels of inflammatory mediators between the two groups after treatment (x +s)
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Correlation between serum PCT, hs-CRP, IFN-vy, IL-10 levels and maternal puerperal
infection

GAO Shanshan, ZHANG Ke, ZHANG Yuling, XU Ting, ZHANG Qing*

(Department of Obstetrics, the Second Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To study the correlation between maternal puerperal infection and serum
procalcitonin (PCT), hypersensitive C-reactive protein (hs-CRP), interferon-y (IFN-v), interleukin-10 (IL-
10) levels. Methods 108 puerperal women with puerperal infection and 95 puerperal women without puerperal
infection admitted to the Second Affiliated Hospital of Zhengzhou University from May 2018 to October 2022
were selected and divided into the infection group and non-infection group. Comparison of clinical data of
pregnant women, serum PCT, hs-CRP, IFN-vy and IL-10 levels before and after delivery between the two were
compared, the composition ratio of puerperal infection site was calculated, and the correlation between the
above factors and puerperal infection was calculated by Spearman method. Results There was no significant
difference between the two groups in terms of gestational age, parity, hypertension, and diabetes and other data
(P>0.05). Compared with before treatment, the levels of PCT, hs-CRP, and IL-10 in the two groups increased
24 hours after delivery, while the levels of IFN-+y decreased, and the levels of each factor in the infection group
changed most significantly, and the difference was statistically significant (P<0.05). The Spearman method
analysis showed that serum PCT, hs-CRP, IL-10 levels were positively correlated with puerperal infection,
while serum IFN -y was positively correlated with puerperal infection (P<0.05). Among the 108 cases of

puerperal infection, endometrium, pelvic peritoneum, vulva and vaginal infection were the majority.
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Conclusion Serum PCT, hs-CRP, IFN-vy, IL-10 are correlated with puerperal infection, and can be used as

important indicators for the evaluation of puerperal infection.
[KEY WORDS]
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BRI (3£ ) BB R, 4 00] HLBER T ¢ 46 505 11
BOGRLR I n (%) #4110 FLBR 2 46056 5 SR
Spearman 243 H7 IfiL i PCT . hs-CRP . IFN-v  IL-10
I PP R B G B AH JC 1 5 A P<0.05 S 25 57 HAy
GiiteEE o

2 R

2.1 PHAIERTR g
WL 22 P2 A T L O PR 9 A5 R
S G IT2FE L (P>0.05), &1,

F1 WMARKEBLLE [(x£s5),n(%) ]

Table 1 Comparison of clinical data between the two groups [ (x+s),n(%) ]

SRR () " R
ap o EReH) RHOD ot P TR e e e e
Y2 108 33.89%2.42 39.14+3.77  65(60.19) 43(39.81) 24.13+3.22 2.54+0.21 52(48.15) 47(43.52)
ARG 95 34.05+2.51 38.57+3.62  55(57.89) 40(42.11) 24.57+3.08 2.63+0.51 43(45.26) 35(36.84)
i 0.462 1.095 0.110 0.991 1.680 0.169 0.936
P 0.645 0.275 0.740 0.323 0.095 0.681 0.333
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2.2 PSS I35 PCT .hs-CRP IFN-y . IL-10
KA B b3
AT HLER , 43416 24 h J5 W4 PCT . hs-CRP .

IL-10 7K F b T, IEN-y 7K - [, Hip gk e 4 4%
N F K2R b e B i, 22 58 48T 22 8 L (P<
0.05), WFE2,

xR2 BWASBEBIEME PCT hs-CRPIFN-v,IL-10 7K FIERELE (x+s)
Table 2 Comparison of serum PCT, hs-CRP, IFN-vy and IL-10 levels between the two groups before and after delivery (x+s)

a1l . PCT(pg/mL) hs-CRP(mg/mL) IFN-y(pg/mL) IL-10 (pg/mL)
SPWRET AME24h)E ARG 3 24 h 5 I3 W 43Uk 24 h 5 I3 W 3 24 h 5
YY) 108 0442014 1.73x0.29°  3.71x0.64 11.64+3.60°  10.59+3.62  5.44%2.48" 11.9442.53  20.64+4.37°
KRG 95 0432016 1.18+0.17°  3.58+0.70 4.33+2.54° 11.04+3.51 9.37+3.06" 12.07+2.41  14.98+3.62°
tH 0.475 16.196 1.382 16.503 0.896 10.099 0.373 9.968
Pl 0.635 <0.001 0.169 <0.001 0.371 <0.001 0.709 <0.001

T G RATILEL, 'P<0.05,
2.3 IfiLi# PCT .hs-CRP . IFN-y . IL-10 7K F 5 p= 4%
RYIE EPS e
K H Spearman 7438 Al A1, 1L PCT .hs-CRP |

IL-10 7K P55 7 #8 R e 5L TE AR ¢, T LT TFN-y 7K
- R R B U R (P<0.05) o LA 3.

%3 & PCT . hs-CRP.IFN-y,IL-10 K F 5= B K

(PSS
Table 3 Correlation between serum levels of PCT, hs-CRP,
IFN-v, IL-10 and puerperal infection

LD r i PH

PCT 0.572 <0.001
hs-CRP 0.396 <0.001
IFN-y -0.487 <0.001
IL-10 0.614 <0.001

2.4 PRI
108 {51l 7 #5 Sk e J 5 rp e I I R
HMITIE B BRI G SR R 2, RO i A I
giaR GRS WAk 4.
R4 EBEREEMIAA L

Table 4 Composition ratio of puerperal infection sites

YR L n PR L (% )
FEMNE 29 26.85
S 2 13 12.04
Ll Ik 17 15.74
7 i R 21 19.44
SN913E K BHiE 19 17.59
TR A B 9 8.34
At 108 100.00
3 itig

SVATIN A R TR R S A R
GEAFIGN, 2857 00 ke A e R IR G o AN AT A L
P, D225 We AR Bl AR G A S R LIRS A
SRR R AR T TR T RAER I R

XT3 AT TIRA B, DE R 45 R s R M
PR X6 = MR SRR e A — S PEAG AN (AL, T o i — 25 4R
1R BRI (I R A2 T R 7 R TR X 48 1
DK 50 & A AR DG PE A TP 5 0
IR T, 7= PRI B 5 BB N 2R S IR
FLE J% AR B0 B A R SR i B v 4l Bl R & IR
AU TR S 4 B0 7 BR TR S TR R, S B I
E— LN, PCT 2 B TR 4 P B G (1 R X 5 5
TEbR , A3 0m T M H B R RGEPIR B2, fiE
RO WEATLAAR 5 M 5 R 7% BRE o hs-CRP J& — i
H TF I ZH 2R3 0 i R S AR AR ) 1 i 2E FIDIR
AR hs-CRP & 58/, Y HLA B0
NS5 1L H hs-CRP 7K P23 PRl F i , 5 hs-CRP #
VM S A B A bR . TEN-y S 7K V801 40 i IR -
W Bk iy 24 S I 4 T 1 DR, R R 43 48 A A
SRS T 40 M 45 HoA W 8 i W& AR AR D g e F
I 240 B 7 R T, X BILAR A — 1Y g5 R 50 AR
o IL-10 & —Fh 220t g0 i -+ , BA B B 5k
S B SR e I VR o AR SO 108 91 & A= 7 45 1%
Py 10 K 95 B OR S A 7 4 L 1 5 B R A T A 30
KRR TR VIS, &5 50 ws e, 7 i
24 h J5 W 2H PCT . hs-CRP . IL-10 /K ¥ [ F}, IFN-y
KOETR B, Horpg e a4 I 7K B i B, 5
RS AR R A e — B N RS o ik
BRI B RME L2 O, R 43 W s R v R MR
3 WK A B B B, 15 S LA e iR 2 2L B A
HETTHE B0 53 W6 00 e A=, 8003 Bk 288 o 0 2 7 A ALK
PCT .hs-CRP . IL-10 %5 K 7K F- T 5 L A e 8 55 A
TR REA ;10 Bl 2% 1) 2 9 DR A G LA ™
A3, S — 25 A S AR e LA TR
PH 1T 2R G TL-10 A5 2 P4 ) R 1 T
HE— 20X bR 45 TR - 5 7 A I L R A 1 OG R
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FFRAMWFSE A A, 3% PCT . hs-CRP . IL-10 /K 7 5
FERRIER YL 5L IEAH O, T LI TFN-y 5 7= #g sk e 5t 1
A, V6B PCT . hs-CRP.IL-10 . IEN-vy 7K X} 7
PRI A — 3 W ITFAG A (8, 5 8 S 5 S
B o HEMILEE Ry, 22 AR A S i fe 2%
FALAALL T R ECIR A, Bl PCT . hs-CRP . IL-10 7K
- R A s AL SR 1 JRURSS 5 177 TRN-y 7K P B AR
Ja , 2 X i R i 3 E A SV AR AR
SRR, B0fel L 2R R R AIG , 1 1T 1 55 X MILAAS 7 o i
WELAVE R, S BOMLAR & A 7 45 B e 1y L8 38
3 —J7 M, AR SCHE ST R P R IR A TR e N
JE | ZE s RS AN GE BRI E R 2 S
M AL, T RE S RIEN FAE
DAY R vy 30 3 PR WSO — e ORI o A5 SR X 7 1%
YL IRYT TP — T E X

Z& b, 13 PCT .hs-CRP . IFN-v . IL-10 5771
PR B AF AR AR S, VAR Ry 7= MR IR L A 1
BLRR

Sk
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CT &% B 1% 45 & AFP. GP73 }2 GPC-3 ¥} /MIF
A ([

IRM A= AEE*

(¥ ZE] HW 5% CTREISHUE L & FIRE T (AFP) & /R EERE 11 73 (GP73) (M i 1ok e 2
H 05 3(GPC-3) KX /MR (SHCC) B WHNE o 7% HERR e B TR =HHE 25 7S BE B 2021 4F 2
H % 2022 45 7 A A K 105 0/ SR 0 SHCC 20, 55 16 94 91 T BP0 S g JITJUE R e
S 2H , 82 44 T ARG 35 R A % R, % HE =4 AFP .GP73 . GPC-3 /K- LA K2 B354, 314347 CT fiE
JE L% . AFP GP73 \GPC-3 f& I %F SHCC i Wit . 5% =4l AFP.GP73 .GPC-3 /K- : X R4 <JIT
JIfE B PRI A <SHCC 41, 22 S 47 S5 i1 8 X (P<0.05) ; =4 AFP .GP73 .GPC-3 [ 23k % . Xf IR 4 < AT
JIE R AL<SHCC 4, 22 54 G124 5 L (P<0.05) ; CT fig i (5 45 & AFP .GP73 ,GPC-3 K& illl %} SHCC
132 W R AU (94.53% ) 5 5 E (96.38% ) HET FEE (93.26% ) W i 755 4% PAIGUAS U &% AFP+GP73+GPC-3
AR, %518 CT e %45 & AFP .GP73 2 GPC-3 K&l % SHCC HIIE Wi B i , (EASIG RHE)

[K$EIA] CTHREIGMUE ; AFP; GP73; GPC-3; /M

Diagnostic value of CT spectral imaging combined with detection of AFP, GP73 and
GPC-3 in small hepatocellular carcinoma

GUO Dapeng, LONG Zhongyun, HU Haijing*

(Department of Radiology, the Sixth Affiliated Hospital of South China University of Technology, Foshan,
Guangdong, China, 528200 )

[ABSTRACT] Objective To explore the diagnostic value of CT spectral imaging combined with the
detection of alpha - fetoprotein (AFP) , Golgi protein 73 (GP73) , and glypican 3 (GPC - 3) in small
hepatocellular carcinoma (SHCC). Methods 105 patients with small liver cancer admitted to the Sixth
Affiliated Hospital of South China University of Technology from February 2021 to July 2022 were selected as
the SHCC group, another 94 patients with benign liver diseases were selected as the benign liver disease group,
and 82 healthy volunteers were selected as the control group, the levels of AFP, GP73, and GPC-3 and positive
expression rates were compared among the three groups, and the diagnostic results of CT spectral imaging,
AFP, GP73, and GPC-3 detection for SHCC were analyzed. Results The levels of AFP, GP73, and GPC-3
in the three groups: control group <benign liver disease group <SHCC group, the difference was statistically
significant (P<0.05). The positive expression rates of AFP, GP73, and GPC-3 in the three groups: control
group <benign liver disease group <SHCC group, the difference was statistically significant (P<0.05). The
diagnostic sensitivity (94.53% ) , specificity (96.38% ) and accuracy (93.26% ) of CT energy spectrum imaging
combined with AFP, GP73 and GPC-3 detection for SHCC were significantly higher than those of the single
detection and AFP+GP73+GPC-3 combined detection. Conclusion CT energy spectrum imaging combined
with AFP, GP73 and GPC-3 detection has a high diagnostic value for SHCC and is worthy of clinical promotion.

[KEY WORDS] CT spectral imaging; AFP; GP73; GPC-3; Small liver cancer
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T SEAE SR I N BOE R B W T =, RS
ERBCR = AR EOR . R I
i N2 THE SRR, R EWUAIRAS A2 B, R
VT BT 7 T R A 7 P e i R O A K
B AL E S, /T (Small Hepatocellular
Carcinoma, SHCC) 1 4y i i —Ffr , R 4010 BRARA AT
ANBH S FLWE YR YT ARG R 2% TR IR NI 5
MELMR R R WA A e 4™ BT, WREE 1 (Alpha
- fetoprotein, AFP) J& JFF 4 & UL (912 Wi 45 o , (2
SHCC F- Wk kb4 /)N , AFP K00 i 55 H B i 12 r0 31
%o Bt R TR A5, Z2 0 e b i 0 328
B F 505 1912 W, 0w 2R JE K B 73 (Golgi
membrane Protein 73, GP73) | i 5 ik 3 i £ (1 2R bk
3 (Recombinant Glypican 3, GPC-3) %%, H &M 57 iE
SERP A — R RZ T . (A RMZ e R
AR, G FEOSWIRCRAME . PRV, CT R
T AR B K R SHCC 2 Wi it 14 =i Bl oo
XTI, A SO CT RERE U8 25 & AFP .GP73 J GPC-3
G I T /)N JHF-988 832 W {8 Je - AF 9, AID R 4
SHCC R WHSWiRE i B S22 2% BB AT

1 AHESHE

1.1 —Bgek

PEPE AL R B TR g 28 7S BE B 2021 4F- 2 H
2022 4 7 H WA B9 105 67N T R R E A N
SHCC 41, P AP : OFF & SHCC 2 Wil If- 412
i SHCC'™; @B & B 45717 H AR <3 em; @424
PRGN Az g R A DL 38 b B8 K i A5 4R 28 — 2 HE
BrAn i : DG I A ibogd & @R BE ™ & B 1)
REA2H ; OMAABHTFRIAI & Irf 8
FRIEBHMEREIFEBMERES. AHRe
I B e EZE 51 2 L

Ty i A B IR R PR B E AR N ITF IR Rk
Ll , PEHR 82 A (R ARG AR A VR ) e, Horp
SHCC H 5 70 %, L 35 ], - 344 4% (51.34+3.19)
5 T HE B 40 5B 63 1, 2z 31 9], - 44 4F 1
(51.26+3.43) % ; PIpg AL ST ik 42 451] T e ek 28
) IE AR M AR 244915 X BREL 55 56 44, 22 26 44,
AR (51.57+3.33) % . AR S
TG4 X (P>0.05) 47 o] He
1.2 ik
1.2 FHL G R

DA 21 27 28 i) 16 KV SR i2 W SHCC (5 1 4

Frifie, 22 B # % 7 J5 XF SHCC 44 I IE B 1 9 9
BT P SV RIS R, TR TR
1.2.2 AFP.GP73.GPC-3 &l

e = 4178 BT ki 5 mL, 45 HL 0 E
b, 2850 15 min (3 600 r/min, B5.02F42 12 cm)
Ja il 4 A ShlEbR I (5 9602G , It 50 BT H;
ARA PR w] ) AT IR A g2 W B e, A6 0 1l 355 v
GP73 (M A YR H A IR |, HiA% 1 96T) .GPC-3
(FERAYBHEA TR F], HAE : 906T) K- ffi
b2 K AL (RS . XFG-32, b 508 A S I EE )7 7
WA FRA R A= & OB A AFP (LR
A H A BRA R, BUAS - 96T ) K-

ZEEHE Y. GP73 PP : GP73=150 pg/L; GPC-3
FHM: : GPC-3=10 wg/L; AFP [H%: : AFP=20 pg/L.
1.2.3 CTREIE UG

K H 2 )2 18T CT HH#§ Y (B4-5- . 750HD, 22 [H
STIDEEEERSW/ANEI DDA B8 v 4wl N AN [T =R S &
FALHEATRE A, JeAT CT 4 (220~600 mA , % 3k -
0.8 s/, JZ)% :4.5 mm) , B BB QA T AU 3G 58 45
(600 mA, 7 # 0.7 s/r, JZ2JE : 4.5 mm) , [A] i X 37
K FE ST 300 mg/mL (X HER, R A shiig
RAL (L5 : SmartPrep, 36 838 H HL <2 w)D B IA$
O TSN, JFFET TS IKEHE 30 s HEATT TRk
I, IS R4 GSTE A TAbHE . LA 1,

A B Cc
T A-B Jy 65Kev HAAELE IR, g R INE s COMEE(HhZ: 1 A2 2y
BRI AL CIRAL , R MOE WAL, AT HOA R L
Bl CTaeER G EE g
Figure 1 Image evaluation of CT energy spectrum imaging
1.3 Gtk
KT SPSS 27.0 Git 4K A s, T Bk
FH ) IEAER , 2R FAES , P AL
KT e K50 s TR T n (%) #7218 FUBER T
RIS LA P<0.05 2 R HA G X

2 R
2.1 —4 AFP .GP73 .GPC-3 /K V- [t &%
— 2 AFP .GP73.GPC-3 /K 5 B %f Be 4H < JIT

HIE B PR 4 <SHCC 41, Z R A G i %2 X (P<
0.05), WFE1,
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%1 =48 AFP.GP73.GPC-3 /KFLLE (x+s)
Table 1 Comparision of AFP, GP73, GPC-3 levels among the

three groups (x£s)

20 n  AFP(pg/L) GP73(pg/lL) GPC-3(ug/L)
SHCC4l  105423.67+132.95" 196.32+27.54* 42.98+12.43*
JFE RAPESGA] 94 421322157 41.23£13.48°  13.57+2.62°
X 2 82 3.26+1.04 18.73£5.62 6.18+1.41
F{H 780.84 2579.78 604.63
P <0.001 <0.001 <0.001

T S AL, P<0.05 , 55 FFAE KA SORT AL LE 4K, °P<0.05.

2.2 =% AFP.GP73.GPC-3 [HIHFi5FX 1L
4 AFP .GP73 .GPC-3 PH: 35 3k 3 2 7 % R

2.4 CT fEi% 1% . AFP . GP73. GPC-3 #& Il X}
SHCC & & 12 Wik GE 4 #r

CT AE1E 1% . AFP .GP73 . GPC-3 154 K6 I %
SHCC 4 1Y R 8% (94.53% ) 47 55 % (96.38% )
{E W B (93.26% ) W1 W 5y T 4% BR300 A ) S AFP +
GP73+GPC-3 Bk &l . W3R 4.

&4 CT R AFP.GP73.GPC-3 #& Il 3f SHCC
BEMISHRBES T
Table 4 Analysis of diagnostic efficacy of CT spectral
imaging, AFP, GP73, GPC-3 detection in patients with SHCC

4151 REE(%)  FeREE(%)  MEFE (%)
ZH<HTFIE BB H<SHCC 4, Z R A4t E X AFP 81.90 71.28 76.88
(P<0.05). W2 GP73 91.43 72.34 82.41
e ’ GPC-3 82.86 90.43 86.43
Bl
%2 =48 AFP.GP73.GPC-3 FRIEFRIKAZLLE [n(%)] CT iR b7.02 6085 8142
) o i AFP+GP73+GPC-3 92.31 92.40 90.55
Table 2 Comparison of the positive expression rates of CT HE 1 %+ AFP+ o o056 .
AFP, GP73 and GPC-3 among the three groups [1n(%) ] GP73+GPC-3 ’ " .
AFP GP73 GPC-3
20 n ey g g
SHCC 41 105 86(81.90)"  96(91.43)° 87(82.86)" ke
JEIE R EEBRA. 04 27(28.72)*  26(27.66)*  9(9.57)" M L R 9 s = .
S & 0(000) 0(000)  0(0.00) R W R RRE IR T 5 S PEAG A G 8 (H
P 51.163 85.024 106.675 SHCC K A 451 5/, e K EAR AR 3 3 em, i
P{H <0.001 <0.001 <0.001

T SRR LE A, "P<0.05, S5 P R AMEPR 4 i "P<0.05,

2.3 CTfgils % . AFP .GP73 . GPC-3 H6: iill X:F % 21
SPASHIFAT VS

22 JFJUE 36 A6 45 105 5] SHCC 2 2, 94 191 i
JE B ME 9 BB 5 T CT RE % 1% . AFP . GP73 .
GPC-3 #& il 15 t SHCC & . 9 JIFIE B 95 s AR
F 098 2 B kg 113/86 . 122/77 . 96/103 . 110/89.,
W2 3,

%3 CTHEEMR.AFP.GP73,GPC-3 % ilI3t F A H & 5l
BHER
Table 3 Differential diagnosis results of CT spectral
imaging, AFP, GP73, GPC-3 detection in the two groups

IRAIRER T

A N, 04
h | ﬁ{j& —[KH ‘Hi | $ﬂ ‘lﬁ:‘ Jgh ﬁ“
AFP 5 [HAE 86 27 113
FH 4 19 67 86
GP73 f& [HM: 96 26 122
[ERES 9 68 77
GPC-3 &l [AE: 87 9 96
A 18 85 103
CT BEIS L% BHAE 92 18 110
[iRES 13 76 89
Bt 105 94 199

KT SWngMER . B T2 80 o br 2 s
ML L SHCC W2 Wi 2Lk o Xk, 2838 Ha 4
AR HEAT 255 RGN T 7 330k B IR I 1% B it
HEMHE 2 W RS

AFP J2 R JiG B 31 ey Ok 20 06 1) — B B 1, 7
AU 45 oI JFFIE 43 W AFP 85/ | TE % A FIDIR S R
AN AFP KR, GP73 5 AFP ML, 878
JV 6 BT 300 R 0, HE A e S i AR RO B R
Hh s /D AR A T B HOIRAS TS HUA N GP73
AR K 2235, i GP73 J& HCC 12 Wi 38
B 34 GPC-3 J&— ot R A 5 A Y
BEEE [, 2 2 I FEAR A9 32 W 2R )36 97 14 o
AR S S5 A A A TR R I 12 WA DG
FE T A S AT o A BT R R AT BB Sk < T ZH 21
K RVE VR AR AR, 23R R A Ak Y
JEF JUE 240 it 4326 AP, 17 P I 24 20 % A e AR i, S 4l
J Hh IR AR AH B G2 E I A W K i AFP, B AL AR
AFP 5 LS 7K V-3 5 0 o JHF 40 e e 2% e Al g
BE 2 B GPT3 /NI BE Y T R B A
J& GP73 KM BE T i , ml BB g R F AR &5 ) i 25 s
B GP73 1) 4 M o7 OB A DG GPC-3 fig fie i T
Ia 20 L R B A, 42 E IR0 1 & A, SHCC JR
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&N GPC-3 /K V-1 B 8 7 & , vl RS Wt 5518
B BB PR S A . S —
1], A< SC 45 Al 7R, AFP .GP73 .GPC-3 B4 46
() R AR R SR A B R R A R IAG
Wi aE, 5 RS WA . i EE ,
IR 7 Z2 R0 R R AT, R R R
% ; AFP B 0]y SHCC 12 Wi iy T B 38 b, {H HAF
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Level changes of TK1, TPS and LDH before and after treatment in non-Hodgkin’s
lymphoma and their correlation with prognostic survival

LI Xianglei'™, XU Yingjun', ZHANG Mengwei', LIU Can', ZHAI Yachao®

(1. Department of Oncology , Huaihe Hospital, Henan University , Kaifeng, Henan, China, 475000 ;
2. Department of Oncology , Huaihe Hospital , Henan University , Kaifeng, Henan, China, 475000 )

[ABSTRACT] Objective To explore the changes of cytoplasmic thymidine kinase (TK1) , tissue
polypeptide specific antigen (TPS) and lactate dehydrogenase (LDH) levels before and after treatment in
patients with non-Hodgkin lymphoma (NHL) and their correlation with prognostic survival. Methods 113
NHL patients treated with chemotherapy in Huaihe Hospital of Henan University from June 2016 to June 2019
were selected as the observation group, and 118 patients who had a physical examination in our hospital during
the same period were selected as the control group. The patient was followed up for 2 years to understand the
prognosis of the patient in the observation group. The levels of TK1, TPS, and LDH among the groups were
compared, and the value of the combined detection of the three indicators in predicting the prognostic death of
NHL patients was analyzed. Results  Analysis of TK1, TPS, LDH levels: control group <observation group
after chemotherapy <observation group before chemotherapy, the difference was statistically significant (F=
763.670, P<0.05; F=109.030, P<0.05; F=1175.280, P<0.05). The levels of TK1, TPS and LDH in the
remission group were lower than those in the non - remission group, and the difference was statistically
significant (r=8.466, P<0.05; t=4.567, P<0.05; t=14.182, P<0.05). The TK1, TPS and LDH levels of NHL

patients in the survival group were lower than those in the death group, and the difference was statistically
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significant (r=8.301, P<0.05; 1=4.239, P<0.05; t=11.086, P<0.05). The combined detection sensitivity
(0.968) , specificity (0.952), and AUC (0.988) of TK1, TPS, and LDH were higher than those of the single

detection of each indicator (P<0.05). Conclusion

In clinic, the combined detection of TK1, TPS, and LDH

can improve the early diagnosis rate of NHL. The three can be used as serum markers to evaluate the effect of

chemotherapy and judge the prognosis of patients.
[KEY WORDS] TKI1; TPS; LDH; NHL
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Table 1 Comparison of general data between the two groups [ (x+s),n(%) ]
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1 I I v
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PAH 0.960 0.265
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B H MNA 155 2 7 OC (r=-0.488, P<0.001) ; /& 75 & 2E MACE B AF#E A7 JCIR 00 58 R s AR sl |
1M B 5% 92 \LVEF . [fil 5 RBP4 NT-proBNP /K- & MNA 343 [ 55 22 55 HAT S22 8 L (P<0.05) ;%
% logistic [M1H 73 BT 45 2 W7, WK A AR B A v sl il B 5% 2 M2 LVEF RBP4 . NT-proBNP /K - il
MNA 758435 CHF 3% % 4= MACE Jih 37 %0 [ 2% (P<0.05) ; IfiL i RBP4 . NT-proBNP 7K *FHI MNA 143 %}
CHF 4 % MACE 2 Wi i) ROC T £8 45 5 W , = I0HE b B0 I2 W 24 AT R 192 WL fiE (P<0.05)
IR A 2 WL TR TS Wi . 518 BB NYHA 43293, H 34 1155 RBP4 \NT-proBNP 7K
V- W R OMNA 1550 T B 3 Wids bR X AT O DB EA — & B PEM AR, Ho il RBP4 \NT-proBNP 7K
SR MNA P43 88 T W U5 HAT A2 i (e
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Association of serum RBP4 and NT - proBNP measured by combined MNA score with
severity of illness and recent outcome in patients with chronic heart failure

SHI Guifang*, LI Yanfang, SUN Xiuquan, HU Juanjuan

(Department of Cardiovascular Medicine, Fengfeng General Hospital of North China Medical and Health
Group, Handan, Hebei, China, 056200)

[ABSTRACT] Objective To investigate the relationship between serum retinol binding protein 4
(RBP4) , N -terminal pro brain natriuretic peptide (NT - proBNP) testing combined with Mininutritional
assessment (MNA) score and the severity of illness and recent prognosis of patients with chronic heart failure
(CHF). Methods A total of 102 patients with chronic heart failure from Fengfeng General Hospital of North
China Medical Health Group from May 2019 to April 2022 were enrolled, and serum RBP4 and NT proBNP
levels and MNA scores of assessed patients were detected at the time of enrollment. Patients were classified

according to their new functional class (NYHA) classification as follows: class T (15 patients) , class II (34
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patients) , classIll (28 patients), and class IV (25 patients). The serum RBP4 and NT-proBNP levels and MNA
score were compared between patients with each NYHA class, and Spearman correlation was used to analyze the
correlation between the different classes. To observe the occurrence of major adverse cardiac events (MACE)
during the patients’ hospital stay or within 6 months after discharge, we analyzed the influencing factors for the
occurrence of MACE, and plotted the ROC curve to analyze the diagnostic efficacy of serum RBP4, NT-proBNP
levels, and MNA scores on whether patients experienced a recent MACE. Results The differences in serum
RBP4, NT-proBNP levels, and MNA scores among patients with different NYHA classes were statistically
significant (#=8.940, 290.464, 71.460, P<0.05). Spearman’s correlation analysis revealed that NYHA class was
positively correlated with serum RBP4 and NT-proBNP levels in patients (r=0.622, 0.549, P<0.001) and that
NYHA class was negatively correlated with MNA score in patients (r=—0.488, P<0.001). The differences in
age, presence or absence of smoking, drinking, stroke, dyslipidemia, LVEF, serum RBP4, NT-proBNP levels
and MNA scores between patients with and without MACE were statistically significant (P<0.05). Multivariate
logistic regression analysis showed that smoking history, drinking history, stroke history, dyslipidemia history
and LVEF, RBP4, NT-proBNP levels and MNA scores were independent factors for the occurrence of MACE in
CHF patients (P<0.05). The ROC curve results of serum RBP4, NT-proBNP levels and MNA scores for the
diagnosis of incident MACE in CHF patients showed that all three indicators alone had good diagnostic efficacy
(P<0.05) , and the combined diagnostic efficacy of the three indicators was better than single diagnosis.
Conclusion  With the increase of NYHA classification, the serum RBP4 and NT - proBNP levels gradually
increased, and the MNA score decreased. The three indicators have a certain evaluation effect on the patient’s
cardiac function, and the serum RBP4, NT-proBNP level combined with the MNA score has an important effect
on the patient’s heart function. Short-term prognosis has good diagnostic value.

[KEY WORDS ]

rating; Chronic heart failure

Retinol binding protein 4; N-terminal pro brain natriuretic peptide; Micronutrient
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RBP4 \NT-proBNP >R il 1 6 12 W B2 4G
R & % 2 W s A R A E
tnt05092728190 . bbp04842464190 ; K .0 JIE % (1,4
A A T AR A O D BB IO, 20 2 A S 1l A 4R
(Left ventricular ejection fraction, LVEF)=%F{#HE
T (SV)/E L EEFIRARBIZE R (EDV)X100%

MNA PR b R BT H 454 BMI,
A R AR B SRR B A R 5
A, AT R 1~3 57, B0 15 43, i =
12 43 08 FF R 8~11 43 A AF7E — 58 1Y 8 37 K
K <8 r WEFAR

R — R A BR e LT DT RS HEAT IR
A PR PE R AR I S BMI A OGN 5
IR AFGORE; S8 B Ja R4 T 6 A BBET , BET
A AUHE G A BERET LT TBEDTSE  iIC R
B RA D MAESET O WA SE A H 2 MACE.
1.3 Gtk

K HH SPSS 21.0 A #4784 e it o3 b . it
R (xxs) Fon, W K5, Z 485 H
FAGH ;s BB n (%) TR, A 2 K56 5 2%
JH logistic [l 5443 #r i 47 22 A 2= 43 #1 , ROC {4 A
B2 Wi RE ; P<0.05 22 5 A G222 .

2 H#HR

2.1 R[] NYHA 53 4¢8 35 i3 RBP4 NT-proBNP
JKF-H MNA 1843 oA

ARl NYHA 432 3 1l 7 RBP4 NT-proBNP
JKF F MNA 43 53 b8 22 3¢ 8 Se 3 27 7 L (P<
0.05). W1,

£1 AENYHA 5% &£ % RBP4 NT-proBNP 7K - F0
MNA B3 (x+5)

Table 1 Comparison of serum RBP4 and NT proBNP levels

and MNA scores among patients with different NYHA classes

(x%s)

/y9% n  RBP4(ug/mL) NT-proBNP(ng/L) MNA 1543 (43)
19 15 40.22+7.46 323.43+48.11 10.45+1.13
%% 34 43.71+7.83 549.28+82.33 9.44+1.22
m 28 48.56+8.58 894.74%134.66 7.69£1.11
V& 25 52.58+9.43 1301.12+159.67 6.05+0.77
F14 8.940 290.464 71.460
P1E <0.001 <0.001 <0.001

22 H#F A[FE NYHA 7> %% 5 Ifil 7§ RBP4, NT -
proBNP 7K~F-F1 MNA 1573
% spearman AH &0 AT 45 R 878 , NYHA 77

¢ 5 B IMLIE RBP4, NT-proBNP 7K °F- & 1F A ¢
(r=0.622. 0.549, P<0.001) , NYHA /% 2% 5 & %
MNA #5535 fAH 5 (r=-0.488 , P<0.001 ) .
2.3 CHF 4 %&£ MACE H¥.[H 40t

6 ™~ H W& ® &4 MACE A 4F Iy A o
P RN S K= 1A = N S N | = o N
LVEF | Ifil % RBP4 , NT-proBNP /K ¥ & MNA 75/}
b5 HA ST #E X (P<0.05), W2,

®2 CHFEHEZEMACERBREENH [(v2s),n(%)]
Table 2  Univariate analysis of occurrence of mace in CHF

patients [ (x+s),n(%) |

R &4 MACE £ %4 MACE

A i (n=31) (n=71) il P{E
(L) 74.75+6.73 69.05£5.26  4.621 <0.001
PR

% 17(54.84) 45(63.38)  0.660 0.416
4 14(45.16) 26(36.62)

BMI (kg/m?)

<24.00 25(80.65) 55(77.46) 0129 0.719
>24.00 6(19.35) 16(22.54)

2 S 5

el 22(70.97) 32(45.07)  5.809 0.016
Ja 9(29.03) 39(54.93)

PRI S

H 24(77.42) 33(46.48) 8379 0.004
T 7(22.58) 38(53.52)

o I P s

&l 26(83.87) 33(46.48) 12.373 <0.001
7o 5(16.13) 38(53.58)

T PR A 2

el 19(61.29) 20(40.85)  3.621 0.057
7o 12(38.71) 42(59.15)

A

H 17(54.84) 18(25.35) 8324 0.004
o 14(45.16) 53(74.65)

I 575 s

H 20(64.52) 30(42.25)  4.280 0.039
X 11(35.48) 41(57.75)

W4 i (mmHg ) 146.12+22.47  140.52+31.69 0.890 0.376
#F 7KK (mmHg ) 96.33+21.53  91.94+23.65 0.885 0.378
LVEF(%) 50.46+2.95 59.23+7.90 5.987 <0.001
RBP4 (pg/mL) 51.69+8.42 44.52+7.59 4244 <0.001

NT-proBNP(ng/L) 852.43+137.43 770.17+101.08 3.375 0.001

MNA 1543 (53) 7.49+1.42 8.62+1.55 3471 0.001
NYHA /%%

1% 4(12.90) 11(1549) 5137 0.162
1§23 6(19.35) 28(39.44)

I % 12(38.71) 16(22.54)

V& 9(29.03) 16(22.54)

2.4 CHF ¥ %/t MACE Z [H &4

et STV @I SN @ T SN Sl SN 1[5
1 &% LVEF . RBP4, NT-proBNP 7K 3F- #1 MNA 7543
J CHF & & & £ MACE i 57 % Wi [R % (P<
0.05), W33,
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%3 CHF £2#% % MACE & [FE % logistic [E)3 247
Table 3 Multivariate logistic regression analysis of occurrence of mace in CHF patients
A i R ERUEL] BIH S.Ef& Wald OR(95% CI) PAE
AR SEPREUA 0.214 0.133 2.589 1.239(0.700~1.894.) 0.108
W2 S s J=1,4=2 0.166 0.066 6.366 1.181(1.038~1.343) 0.012
PRI Jo=1,F=2 2.483 0.700 12.588 11.975(3.038~47.196) 0.000
e I Jo=1,4=2 0.141 0.254 0.308 1.151(0.700~1.894) 0.579
A Jo=1,4=2 1.618 0.613 6.976 5.045(1.518~16.768) 0.008
I g 578 5 JFo=1,H=2 1.660 0.639 6.757 5.261(1.505~18.399) 0.009
LVEF 2o B -0.322 0.075 18.282 0.725(0.626~0.840) 0.000
RBP4 SCPRIUA 2.136 0.658 10.547 0.207(0.054~0.793 ) 0.001
NT-proBNP SEBREUE 1.840 0.624 8.688 6.295(1.852~21.395) 0.003
MNA 543 SPREUA -1.574 0.685 5.284 8.466(2.333~30.726) 0.022
gy 4.517 1.652 7.476 0.006

2.5 [fil 7 RBP4 NT-proBNP /K- Fil MNA 1543 %}
CHF H# % 'E MACE 2 i fE

1.7 RBP4 . NT-proBNP 7K - F1 MNA 15 43 %
CHF 3 % 4 MACE 2 W) ROC 425 R s,
=TS bR 2 W B B B B2 W REE (P<
0.05) , —HHEFR IR G2 Wi AL RE DL T R ITi2 W . UL
E XN

%4 IMiE RBP4, NT-proBNP 7k £ #1 MNA 5 4 %t CHF
BERE MACEZHHI ROC HiZ& 45 R

Table 4 ROC curve results of serum RBP4, NT proBNP

levels and MNA scores for the diagnosis of incident mace in

CHF patients

AR AUC #HRifEiR URE $25%  95%cl PlE

RBP4 0.886 0.034 0.868 0.809
NT-proBNP 0.868 0.034  0.891  0.660
MNA 343 0.700  0.052  0.655 0.681
BAEW 0952 0020 0909 0915

0.839~0.973 0.000
0.801~0.935 0.000
0.599~0.801 0.001
0.913~0.992 0.000

1.0

NT-proBN
RBP4
0.8
MNA 1743
AL
= 0.6 4
& LEL
=

0.2
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B 1 ROC iz
Figure 1 ROC curves
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CRP.ESR .CKMB F1 BNP X A4 I PF Aty ) 105 955 52 )L
& 31k ks 2SI i

Z8F HKAK K

(¥ E] H#® 5% C RN EE (CRP) L 40 M1 i BE 2 (ESR) | HLIR # #f [7] T (CKMB )
i 1] JR ( BNP ) 56 G Az I 76 12 W )1 06 995 (KD ) 5 9168 ko 48 (CAL ) Je Ho ™ Rl . ik 1k
2018 4F 1 & 2022 4F 5 A T E T AR E B2 1 KD G CAL & JL 68 il {3 CAL 41, #% HX
il 1 K & 9 CAL 4 KD L 60 9 ff s NCAL 41, H 4 i 41 CRP \ESR . CKMB . BNP 7K F-, & H] ROC
it £& 43 Hr VU I5 48 B8 % CAL 1912 Wi (6 . AR 408 7R 30 ks 28 7™ R B % CAL 40 M R B A (n=
25) . RE AL (n=23) | &R B DK JRE W2 (n=20) , HL %8¢ = 41 CRP ,ESR . CKMB , BNP 7K -, 43 #f7 Y4
WIEAR SRR A R E R, &R CAL Ay i/t . & 4 e 4L A 5] .CRP \ESR .CKMB ,
BNP /K - ¥ B i & F NCAL 41 , 25 7 41T % 3 X (1=2.948 . 3.690 , 9.155 . 4.733 , 26.423 . 8.133 , P<
0.05) ; Logistic [ 43 8T .75, L /N 50 A #4485 22 85F /] L CRP L ESR . CKMB . BNP /& KD 4 Jf CAL
B M ST fG B P& (OR=2.790 , 2.354 . 2.052 . 1.960 ., 3.080 . 2.565 , P<0.05) ; ROC [t £ 4> #r i 7% , DU 35 4%
PRI A 12 Wi CAL () AUC 4 0.983, ¥ i T ¥ — iy CRP .ESR . CKMB } BNP [ 0.816 . 0.783 . 0.864
0.843 ; Fiti 58 Jik 95 22 72 BE il 82, CRP \ESR . CKMB #il BNP /K- 1% #i 7+ 51 , 45 4 1) [ 4 22 7 34 Gi 112
& Y (F=259.977.10.934 . 178.849 . 79.599 , P<0.05) ; CAL #H # JL#J CRP .ESR . CKMB #1 BNP /K - 5
52 ik o 7 A5 BE 141 5L TF A O (r=0.712,0.618 . 0.659 . 0.634, P<0.05) ., #51& CAL 4 & JL ) CRP .ESR .
CKMB ., BNP /K -3 & F NCAL 41 , VU 30 48 #5156 A 4 0 7] 4 Bl 12 B KD & 9 CAL , I 1T 45 7 6 bk %
A ERE

[SEIAm]  NE; RSPk s C RN R 5 2UANM TR R LR it () T i

The value of combined detection of CRP, ESR, CKMB and BNP in evaluating children
with Kawasaki disease complicated with coronary artery lesions

WU Rui*, XIAO Changshui, CHEN Shan

(Department of Pediatrics, Ningguo People’s Hospital, Ningguo, Anhui, China, 242300)

[ABSTRACT] Objective To explore the diagnostic value of combined detection of C-reactive protein
(CRP) , erythrocyte sedimentation rate (ESR) , creatine kinase MB (CKMB) and brain natriuretic peptide
(BNP) in coronary artery lesions (CAL) and its severity in children with Kawasaki disease (KD). Methods
A total of 68 children with KD and CAL treated in Ningguo People’s Hospital were enrolled as the CAL group
from January 2018 to May 2022, while 60 KD children without CAL during the same period were enrolled as
the NCAL group. The levels of CRP, ESR, CKMB and BNP were compared between the two groups. And their
diagnostic value for CAL was analyzed by ROC curves. According to the severity of CAL, children in the CAL
group were divided into the mild group (n=25), the moderate group (n=23) and the coronary aneurysm group
(n=20), and levels of CRP, ESR, CKMB and BNP were compared among the three groups. The relationship

between the four indicators and the severity of CAL was analyzed. Results The platelet count, duration of
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fever, levels of CRP, ESR, CKMB and BNP in the CAL group were significantly higher than those in the
NCAL group (£=2.948, 3.690, 9.155, 4.733, 26.423, 8.133, P<0.05). Logistic regression analysis showed
that platelet count, duration of fever, CRP, ESR, CKMB and BNP were independent risk factors for KD
combined with CAL (OR=2.790, 2.354, 2.052, 1.960, 3.080, 2.565, P<0.05). ROC curves analysis showed
that the AUC of the four indicators combined to diagnose CAL was 0.983, which was higher than that of CRP,
ESR, CKMB and BNP alone (0.816, 0.783, 0.864, 0.843). With the aggravation of CAL, the levels of CRP,
ESR, CKMB and BNP were gradually increased, and differences among different groups were statistically
significant (F=259.977, 10.934, 178.849, 79.599, P<0.05). The levels of CRP, ESR, CKMB and BNP were
positively correlated with the severity of CAL (r=0.712, 0.618, 0.659, 0.634, P<0.05). Conclusion The
levels of CRP, ESR, CKMB and BNP in the CAL group were higher than those in the NCAL group. The

combined detection of the four indicators can assist in the auxiliary diagnosis of KD combined with CAL, and

can indicate the severity of CAL.

[KEY WORDS] Kawasaki disease; Coronary artery lesion; C - reactive protein; Erythrocyte

sedimentation rate ; Creatine kinase MB

J1| 085 975 (Kawasaki disease , KD) J&— i A& #4up4:
MR 9 PR R 58 A B, 2 I T 27 I i L 2,
BAR LAY, 2R 2 R, LR 3h ik 4
(coronary artery lesions, CAL ) fiz /™ # ,CAL 7] &
BOE MRSk A A= 5Kk B AE BRI R W, XL
i J5 3 R T e IR Bl Tk s kAR LA
P O, RN #7 RE A I 5 CAL AH OC 1Y 1ML ¥ 27 45
e, A BB W AR S KA AT R T
J5 . WEFRERIA KD & Jf CAL SHLIAR R f g R
i S5 N I s BEARAS AR G . C W 4 ] (Core-
active protein, CRP) f& Ilfi IR & FH % i 48 # , 11 24
BUAA P2 A K 4 M TR 7 BsF 20 40 i TR R (eryth-
rocyte sedimentation rate, ESR ) 7K ¥ 2% g & F &7 ,
A FH NI PR BR 5 O WL IE KA OE
JUL I 3% 1 7] T (creatine kinase MB , CK-MB ) J&
LG WUEEFE AR, KD &L 3 CAL J&5 2 32 i L
WL fE , 5 %0 CK-MB F+ & o i A 49 K (brain
natriuretic peptide , BNP ) 14 & bl Sz 43 Wb 3 i A e
AR S I A8 95 A8 B A AR bR . AR BESR B TE
4y Mr CRP ,ESR . CKMB . BNP /K V-7 KD £ JL &
Jf CAL KP4k, $8 58 Ho X CAL #Y 4 B 12 1K
UIRIEES=u I

1 AHESHE

1.1 st 4

PEPE 2018 4F 1 H % 20224 5 A TP HETT AR
BEBEsti2 1 KD & 9 CAL L 68 fil{E &l CAL 4 ,
VU [FIIA AR 5 JF CAL 19 KD & JL 60 f11/E 4 NCAL
4, P AR O AHHFF A KD 127 Wb o

@CAL 455 & CAL 2 WibrifE | FF 4R =112,
[7] Fof AR 90 e R 3 Joks 28 7 R B 40 Sl A I A
(n=25) B 41 (n=23) | e IR 3 bk 9 41 (n=
20) ; @B IJLIEF A I FES 5 A58, HE
BRAR e : OFEA B MR UL QA R bl B A 2R
L s @FFAE S KA O ESs B L s @G IR B B L
AR Gt B A B By 2t v 5
12 Fik

CRP . ESR . CKMB F1 BNP 7K 3 £ il » Bt 7 32k,
Fzs W&k 3 mL, 3 500 t/min &0 10 min (B0
42 13.5 cm) , B BCEJZ LT , R SR B L
ML I 1L %5 CRP; i FH CS-1200 4= A s A1k #r
ORI CKMB 5 2R BT 2 20 He 92 il 25 T 5 1 3
BNP /K ; il H Microsed-Syatem 4= H s .U (F
FRIFEFEA AR )ESR .
1.3 GEileFhik

K HI SPSS 20.0 Ge it 2 A AT 5140 b, 1t
IR, (x+s) R, R e K5, Z A A IR
KB R Ty 2250 0 (F) 3 BOE R L n (% ) 3
LR R, 2 2 43 B ok H 20T Logistic 7]
943 #7, 1fiL3E CRP .ESR ,CKMB BNP /K -4k 55
CAL L 5 ok s 728 72 B (1) A1 ¢ 1 2R i Spesrman
FH M2 B 5 R I ROC fH 2843 #7 1ML 7% CRP \ESR .
CKMB . BNP %I CAL [ 2 Wi th i, Lk P<0.05 Jy 22
SASIEE X
21 W AY— ¥kl B2 CRP ESR .CKMB £ BNP
K Hegg

P2 B LA PR AR BMI ., A 40 A4 i
A, 2R Y IEG R L (P>0.05) .
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CAL 4/ I /B 5% & #EE22S (3] . CRP \ESR |
CKMB .BNP 7K F-#75 T NCAL 4 , 2% 3/ 4t i2F
B (P<0.05), WFE1,

®1 WHEK—MEERR CRP.ESR.CKMB #1 BNP 7k
EE#E (wxs)
Table 1 Comparison of general data, CRP, ESR, CKMB

and BNP levels between the two groups (x+s)

£2 KD&H CAL HSN0E =5
Table 2  Influencing factors of KD combined with CAL

PSS B S.EH Wald i OR1{H
%N R
(x10°’L)
e FF LI 1]
(d)
CRP(mg/L) 0.719 0.135 28.365 2.052 1.575~2.674 <0.001
ESR(mm/h) 0.673 0248 7.364 1.960 1.206~3.187 0.007
CKMB(U/L) 1.125 0.423 7.073 3.080 1.344~7.057 0.008

95% CI PiE

1.026 0.421 5.939 2.790 1.222~6.367 0.015

0.856 0.317 7.292 2.354 1.265~4.381 0.007

) CAL 4 NCAL 41 .
EES (n=68) (n=60) xifH P BNP(ng/mL) 0.942 0.361 6.809 2.565 1.264~5.205 0.009
TR (B4, ) 41/27 34/26 0.173  0.678

%3 CRP.ESR.CKMB #1 BNP 7k F3F KD & F CAL i

A (%) 2.83+0.57 2724041  1.238 0.218
BMI (kg/m®) 18.24+2.06  18.57+2.33  0.851 0.397
HZ0MH 50 (x10°L)  14.12+2.35  13.97+2.08  0.380  0.705
/ML (X10°L) 415.03291.54  368.72+85.36  2.948  0.004
L& (g/L) 9.23+2.08 8.91+2.34  0.819 0.414
KR (d)  9.65+2.47 8.13£2.15  3.690 <0.001
CRP(mg/L) 86.82£10.74  70.63%9.05  9.155 <0.001
ESR (mm/h) 67.0249.86  60.34x8.01  4.733 <0.001
CKMB (U/L) 76.93+10.25  38.27+5.14  26.423 <0.001
BNP(ng/mL)  451.97+50.13 382.56x45.87 8.133 <0.001

2.2 KD &I CAL RS20 R R /4t

LI KD & 15 & I CAL (f&=1, %5 =0)/F Ay A 28
&R HERE P E RS U (i)
Wit % . & 45 2E6T A . CRP.ESR .CKMB ,BNP)
Vil B 78 8 H 4l A Logistic [l #5558 v | [a] 19
J7 24 LogitP=1.026x [fiL. /Mg 1 %0 +0.856 % £ 4K
27 [} [3] +0.719x CRP+0.673 X ESR+1.125X CKMB +
0.942xBNP+0.043, 45 5 {2 7R 1L /NB 115 & 4
4 [} [A] . CRP . ESR ., CKMB . BNP J& KD J& & & Jf:
CAL 57 fE B [ 2 (P<0.05) . L3 2,
2.3 CRP.ESR.,CKMB A BNP /K /- X} KD A& Jf
CAL [ T 41

K H ROC i1 £k 43 Hr , PO 30 45 45 X 512 W KD
4 3 CAL [ AUC 4 0.983, 1 5 T8 — k6 ] (P<
0.05), WFE3 K1,
2.4 CAL 5 Jik s 28 A~ [5] #2 B £ )L CRP . ESR |
CKMB #1 BNP /K- 4%

— 24 CRP.ESR.CKMB #il BNP /K - [L 45 , 2%

&
Table 3 Predictive value of CRP, ESR, CKMB and BNP
for KD combined with CAL
AUC  Cutoffffi  #URfE #e5¥: 9% cr PlE
CRP 0.816° 79.14mg/L  0.779  0.783 0.741~0.891 <0.001
ESR 0.783' 66.34 mm/h  0.647 0.883 0.703~0.863 <0.001
CKMB 0.864° 51.35U/L  0.853 0.850 0.797~0.931 <0.001
BNP 0.843" 436.66 ng/mL  0.677  0.883 0.777~0.909 <0.001
B4 0983 0912  0.983 0.964~1.000 <0.001

1 S5HA A, *P<0.05,

1.0

HEERU
0.8 CRP
ESR

06 CKMB
& BNP
E 04 o

0.2

0 02 04 06 08 10
15

1 ROC g%k
Figure 1 ROC curves

S GE i L (P<0.05) , LI 5 ko 28 2 52
# ,CRP.ESR .CKMB #l BNP /K F-3& i Fi i , 4% 20
[B] Lb s 22 B geit22 2 L (P<0.05) . W3 4,
2.5 CAL & JLJ CRP.ESR.CKMB £l BNP 7K -
55 5 Ikl A8 T BE 1) AH 1

CAL 4 & JLI¥) CRP .ESR .CKMB £l BNP /K-
5 5 ok 9 A8 R R ¥ 2 IE A G (r.=0.712, 0.618,
0.659,0.634., P<0.05) ,

F4 CALHPBEBRFEEARREZEEILCRP.ESR,CKMB #1 BNP 7K E L& (v +5)
Table 4 Comparison of CRP, ESR, CKMB and BNP levels in children with different severity of CAL (x+s)

215 n CRP(mg/L) ESR(mm/h) CKMB (U/L) BNP(ng/mL)
WA 25 53.21+8.00 61.25+9.36 51.05+6.27 382.43+31.26
o RE 4 23 89.74+10.03° 68.43+10.62" 82.18+9.31* 436.17+48.52*
SEEHR Bl R W20 20 125.46+13.58" 75.68+11.05% 103.24+12.19" 557.08+59.24"
FAi 259.977 10.934 178.849 79.599
P <0.001 <0.001 <0.001 <0.001

IR AL, *P<0.05 5 5 BE A LB, P<0.05



NTWiERIrl 20234E4 4 %5154 4544 T Mol Diagn Ther, April 2023, Vol. 15 No. 4 - 597 -

3 g

VAR A2 PRBE TS g 4 R T R L S5 I K
KD KB 5 , CAL S WIE R 5E , B8 &%
BAST BB LC S RGE A AN R, 7 i
Al LA e 4 TR Bk R B2 CAL
AR B AER X LB AR, R ek A
BT A= )~ AR I KD 5 91 CAL A9 & A= 3k
FFEFX AT W B B e U LTE ™

CRP 2 2P B AH 8 11, 78 RE M998 R 9 1
BUNGT N T, REBSIOE AMA R S8, IFRE S 1/ R
WO T 45 A, SR 5 5E . ESR SCHEFR I
UL, HAKF 5 52 46 i e v 21 20 R A 56, 78 KD
BILHANA T 58 KF, 2 58 LamE",
CKMB 7£.0 L% 488, 25 LA 4t B 473 )5 o)
WGHEA ML . BNP & G 20 LG Lo W, BE
i O B R - I 9K R - [ (RASS) R 48 50 3
XL I 25 K K A B R | AR O = D RE A
BT gy B AT — e AR,
CAL 2 (il 45 & I A 22 5[] . CRP \ESR .
CKMB ,BNP /K37 F NCAL 4 , R H £ N £ 4>
B s, i/ B, K RS2 ) [R] . CRPVESR |
CKMB . BNP & KD J& 1 5 Jf- CAL )7 37 15 5 A
Fo oA 2R H T KD &4 PR
iE , /U JULJRS T 14 98 i /0N A5 R 50w 3500 JUL eI
A 91 CAL BB LIR30 bk i 48 5 5K, M 06 38 2
F| 50 , 530 BNP . CKMB 7K - F 75 5 S B b ; [+
MUK 9 0 2 B 3 80, 3 RGN 1L,
RERRER 11 S S0E A Jit K B, CRP L ESR 7KF- B
IEH i KD 49 CAL s LA LA P9 B e 5
AR, 5 B0 NI S FE A )
M AR N, 5 R N Il /MR R 51 22 | 45 RAE
2 07 3, L & R S i TR] 8¢ NCAL 26 K
BT 45 BF 58 26 W] CRP ESR 2 CAL 1 2t 57 15
BN E, SAR A -85, 2k HROC
i £k > #r , CRP . ESR .CKMB }2 BNP PU I 45 f5
AL W KD 49 CAL (19 AUC 4 0.983, Y47 T DU I3

BAR L — I o BN IX PUIHE AR ] 1 A2 W CAL
MU bR , HERS 2 W IME T &

CAL ek ik 28 A [a] 72 B2 #8 JL Y CRP \ESR |
CKMB F1 BNP 7K V- [0 45 22 5 A ge it i ), H b
56 Jok 9% 7% 7% BE i ¥, CRP . ESR , CKMB F1 BNP /K
B R . PR R L, CAL A LY

CRP .ESR ,CKMB Fl BNP 7K -5 76 fik i 25 2 & )
SEIEAHSC, e i R - B KD 45 Jf CAL % 1
1, 543 FUL AT REAE AR 20 ik 45 o i i, 4k
T B AE PR BEEAG, w220 D Rg R 52,
21 CKMB H1 BNP 7K -, [R] B LA T NK 41 i S
00 00 386 O 8 A o A4 PR, AR 0 T 4
A CRP /K- 38 38 T . i & He A 1 21 4 2 1
Jirt 2 R LT A0 L E ARG BT ol 240 L SR AR, 14 I T
FUEE R | fff ESR F+ & , A It CRP,ESR , CKMB Al
BNP 7KV AR fh fig S WeplL i s i A

zi |, CAL H JLIJ CRP .ESR ,CKMB ,BNP 7K
- #4715 F NCAL 41, Ui 5 502 KD & 3 CAL 1
WS FERS P 2R, DU AR I A I AT 4 Bl 2 W KD
43 CAL , H nI 7R e kg 28 > R

5% 3Lk

(1] sk3EHe, T, 22H, 55 . )1 LS AR 3 homs 22 /Y it
PR AIF B FC ARG T 00 48 b 040 (0], T R 2, 2020, 15
(12):1831-1835.

[2]  Noval RM, Arditi M. Kawasaki disease: pathophysiology
and insights from mouse models [J]. Nat Rev Rheumatol,
2020 ,16(7) :391-405.

(3] PEmlg, i, 2B000E, 5% . 222 O U AR YA ml 72 55 CRP
K ESR PFAl 1 i g 2 01 86 Lo UL 5 B AIF 9 [ ] 1 IR
JLRHER, 2018, 36(10) :748-751.

[4]  E%E . NF-«B PAI-1 (L T7E )1 06955 JF: & s AR 3 Ik 5t 412
W7 R 5 VA T g R P ELLT ] TR R 2, 2022, 28(4)
594-599.

(5]  #AoR%%, ELH0 . 7 .00 2l PR AL 27 DU A £ L)1 g
g5 IR B ko A2 12 W b R T[T ]. BV BE 2 2
2020, 49(10) : 1259-1261+1265.

(6] BAMRHL - Bl A ohe i, A2 G ATFEA - A2 A2 4, SRR - Bl A 5 A
AR 5 L If3E BNP ¢ Tnl 5 ACS B PCIAR G ™. DA H
FARSGIELD . PP B2 B2 24, 2022,50(6) :845-848.

(7] skEA, IR, FEZEGR . XG0 A IS8 B )1 i 2% B
23, RO 2 K S LR 2 RS 12 7 R YT
B KIABE VI PR s N A1 (0], SSDLRHIR IR 24 &, 2012, 27
(13): 1049-1056.

[8] Newburger JW, Takahashi M, Gerber MA, et al. Diagnosis,
treatment, and long-term management of Kawasaki disease :
a statement for health professionals from the Committee on
Rheumatic Fever, Endocarditis, and Kawasaki Disease, Coun-
cil on Cardiovascular Disease in the Young, American Heart
Association [ J]. Pediatrics, 2004, 114(6):1708-1733.

[90]  Ohashi R, Fukazawa R, Shimizu A, et al. M1 macrophage is
the predominant phenotype in coronary artery lesions follow-
ing Kawasaki disease[J]. Vasc Med, 2019, 24(6) :484-492.

(FT#% 601 I)



- 598 - NTEWi SR TE 20234E4 45154 45445 T Mol Diagn Ther, April 2023, Vol. 15 No. 4

. a
.’I,/a 3 e

[l 40 22 1 22 e L h e bei it B8 s FA st 3 H2 . LN Al
Fibulin-5 284k fe & X

EZF* Tk OHWAA

[ ZE] BH FITHELLWEIC NIRRT Mg AT (H2) 2R 1 (LN) 4 s 3L 5
B 1 (Fibulin-5) 2816 K 3% L. A3k P 2020 4F 1 3 2022 4F 1 F 7 m A B B2 B liois i Bl 26 2 391 4
JE T BERR 8 80 B R 5T X 42, 8 RS AL, 5 e AR g [ S04 A (4 PRl 46 28 01 2 IS DO B LE 5 I 18 £
80 £ E Ty W HR A, He e I 4 1L T35 #A 3t 25 H2 LN Fibulin-5 FIA5JE WL 448, 40 FT VS FA T 25 H2 LN Bk &
Fibulin-5 %} Fl 46 Z A AR NID) BERE AT I TN AL BE ., Z55R SRR 1Y H2 LN 375 X4 41, Fibulin-5 7K
SEARTFXF IR, 22 528 Bt L (P<0.05) o WA TS L AP AR Ge 1127 25 S R kAT Logistic ZH %
3 M JE A5 2], H2 LN F1 Fibulin-5 A25% M ] 265 28 11 23S L) R R i A8 2 A AH DG fa i TR 3R (P<0.05) o ZIE AL
T3 5 VERA T ZE H2 ZKEF1 LN ZKSE2 54056 , 5 Fibulin-5 7K F2 IEAHXE (P<0.05) . MLIEFATZE H2 LN FI
Fibulin-5 12 Wi 25 i< WL Zh B B 5 58 34 SR ¢ 5 , H. Fibulin-5 2 W 2 S L 3D RE B 15 FR o 1O 3% RE B s (P<
0.05), IMEFGLE H2 LN B4 Fibulin-5 2 Wi 2K LT RE 1S B & AUC K 0.937, HUBREE R 52 430 0
79.73%.93.33%., #5it FSIA AL AR AT B M EAA S0 E (LN KF- T+, Fibulin-5 AP REAIT, =3
Y15 GR WL REAF A — g SCIe: , I A T A0S LT R B A 0 AL RB AT , (EARIfE PRAET

[X82iE] B2l ZURNIThAERRS; Mg ; JZRE M N SNE & A

Changes and significance of serum relaxin H2, LN and fibulin-5 in perimenopausal
patients with pelvic floor muscle dysfunction

LI Yunfang*, WANG Xiaoyan, GOU Mingyue

Department of Gynecology, Langfang People’s Hospital, Langfang, Hebei, China, 065000

[ABSTRACT] Objective To investigate the changes of serum relaxin (H2) , laminin (LN) and
extracellular matrix glycoprotein (Fibulin-5) in perimenopausal patients with pelvic floor muscle dysfunction.
Methods Eighty cases of perimenopausal patients with pelvic floor muscle dysfunction admitted to Langfang
People’s Hospital from January 2020 to January 2022 were selected as the observation group, and 80 cases of
perimenopausal women with normal pelvic floor function admitted to our hospital during the same period were
selected as the control group. Serum relaxin H2, LN, Fibulin-5 and pelvic floor muscle strength levels of the
two groups were compared, and the predictive efficacy of serum relaxin H2 and LN combined with Fibulin-5 on
perimenopausal pelvic floor muscle dysfunction was analyzed. Results The levels of H2 and LN in the
observation group were higher than those in the control group, but Fibulin-5 was lower, the difference was
statistically significant (P<0.05). Logistic multivariate analysis of the factors with statistical difference between
different prognostic groups showed that H2, LN and Fibulin-5 were the risk factors affecting perimenopausal
patients with pelvic floor muscle dysfunction (P<0.05). Pelvic floor muscle strength was negatively correlated
with serum relaxin H2 level and LN level, and positively correlated with Fibulin-5 level (P<0.05). Serum

relaxin H2, LN and Fibulin- 5 showed high efficacy in the diagnosis of patients with pelvic floor muscle

KARE Ry TASRE AR S LR (5 =) 8 £2 %5 B (2020013110)
Ve A By AR E R 4aA, 7 4, R, 065000
*EAEEHE Z %2, E-mail : Liulil081@163.com
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dysfunction, and Fibulin - 5 had the highest efficacy in the diagnosis of patients with pelvic floor muscle

dysfunction (P<0.05). The AUC of patients with pelvic floor muscle dysfunction diagnosed by serum relaxin
H2 and LN combined with Fibulin-5 was 0.937, and the sensitivity and specificity were 79.73% and 93.33% ,

respectively. Conclusion The levels of serum relaxin and LN were increased and the levels of Fibulin-5 were

decreased in perimenopausal patients with pelvic floor muscle dysfunction. There is a certain correlation

between the three levels and pelvic floor muscle function. The combined prediction of pelvic floor muscle

dysfunction is better.

[KEY WORDS | Perimenopause ; Pelvic floor muscle dysfunction; Serum relaxin; Laminin; Extracellu-

lar matrix glycoprotein

FE R T B B AP 0 RO R 8 15%~30%
I PR 75 AU R BRUA R Y7 16 it L LA B3t 1 ik
A E MR R MR AR SRR . BRI IR 2T
TR A AR b, LAUER PR o R R L)
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TFE MG, KR EAE R R W S
FBHAE 3k 15 2000 AL e A5 A 4L
KRN, 2R EE 1 (Laminin, LN) 5% 7}/ ]
5 B0FL I I M 25 R AR ) IS SRR AL 2L )
YER, S 3EIRTIRE =8 ™, 4 o0 58 500 &
(Fibulin-5) & 384 5 1 357 PN BZ 200 it 5 40 it &b 356 Jo 1]
AR BT, A — AR 2 I A5 P B A 1 R, i
I i o B 5 K R R, R AR 2 R E Y . H2.
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Jo5 I TR AE R A2 0, SR T L PN 1 TG A O I s it 3R
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B BRIE AT .

1 ARSI
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B IS T8 1 L 4 22 10 0 RS UL T e s i 26 80 I 1y
WLEE L, Ty 38 HOA B [m] 00 A4 A 1y il s & 30 2 S )
AEIE 5 10t & 80 4 /E Xt A2 . 4 AFpifiE . DR
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Pl o HEBRBRIE : O 517758 A F AL OF
FERG SR NN DD RE AT . A4 BB 1 3
EE O (64.61£5.33) %, 142l (3.22+£1.39)
W PE R (2.13+1.02) TR 3 6 BB L SE X AR 4
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>k FH SPSS 21.0 e i3 A4 #E 47 5040 73 A, 114K
PR n (%) 2R, AL HLF 2 R 58, T
b T IR KT 22 F R I Bk H (R +s) £
7N, HEAT e K5, SR FH 32 303 TAESRAE (Receiver
Operating Characteristic, ROC) i £& i 1 H2 LN,
Fibulin-5 &1k % [ 2 28 B 40 IC L2 R B A A & 1)
2 Wi th 18, &k H Spearman #k #1 5 43 1 H2 | LN |
Fibulin-5 5 @I LY BE 70 M OC Z& |, DL P<0.05 R
ERAGIFE X,

2 #R

2.1 Pi4LimiEAs s E H2 LN il Fibulin-5 7K Ho 48

WAL B A H2 LN ¥ 5 T4 IR 3,
Fibulin-5 7K I T X B4, 22 30 e it 242 L (P<
0.05), WLFE1,

*®1 WWHEE H2. LN Fibulin-5 K FEXFLE [ (x+s),pg/mL]
Table 1 Comparison of H2, LN and Fibulin-5 levels
between the two groups [ (x+s),pg/mL ]

2H 51 n H2 LN Fibulin-5
WELH 80 58.22+8.39 135.25+13.63  0.59+0.32
X4l 80 47.31+4.47 115.34+16.55 1.10+0.46

tHH 10.295 8.306 8.140

P 0.000 0.000 0.000

2.2 S FE g2 AT R N2 R
ik

XA R 15 A AE Ge it 2 22 S i IR R il A7
Logistic Z A % 43 #1515 %], H2 \LN Fl Fibulin-5 /&
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Table 2 Multi factor analysis of patients with

perimenopausal pelvic floor muscle dysfunction

Wz Wald 95% CI 95% CI
japp  PHLOSEML “ope ORMH 7y “pp” P

H2 0.721 0.342 4444 2.056 1.052  4.020 0.035
LN 0.654 0.314 4.338 1923 1.039 3.559 0.038
Fibulin-5 —0.635 0.304 4.363 0.530 0.292  0.962 0.037

2.3 [fiL i #A 5t 2 H2 . LN Al Fibulin-5 i 73 Ji€ L
ek ROC /> #r
ML A4 5 % H2 | LN F Fibulin-5 12 Wi 4 L)

AE PR fig £8 25 1Y AL BE 42 = , HL Fibulin-5 12 7 25 IS 1L
Ty e B A 82 2 A AL BE B 51 (P<0.05) o Fibulin-5 2
B8 Bt KB XT R cut-off 24 0.73 pg/mL, AUC A
0.919, BUBEE R 5 B2 43002 0.907,0.932 5 I35 F
i 2% H2 LN B4 4 Fibulin-5 12 W7 20 UL S0 BE R 5
# AUC i 0.937, BB FE R 7 B 3 51l ol 0.797 .
0.933, WE3 . E1,

%3 MiE#E H2, LN Bt & Fibulin-5 Il 2 AL I 88

FERFRIR M E
Table 3 The value of serum relaxin H2 and LN combined

with Fibulin-5 in predicting pelvic floor muscle dysfunction

L R 2%

b - /ﬁj&n\\ L E‘JESZ**:"E'H

*H */T (pg/mL) AUC 95% CI }E‘ﬁ iﬁ@x)l ST fi Pﬁ
H2 52.33  0.884 0.793~0.945 0.811 0.811 0.923 <0.001

LN 120.28  0.867 0.773~0.933 0.739 0.905 0.833 <0.001
Fibulin-5 0.73  0.919 0.918~0.968 0.905 0.907 0.932 <0.001

jiF s 0.937 0.859~0.979 0.797 0.797 0.933 <0.001
10
[ ES R
0.8 H2
LN
06 Fibulin-5
hi] Bh
F g4 Es

0.2

0 02 04 06 08 10
1-Hp 5k

B 1 mFMRME H2. LN B4 Fibulin-5 Tl £ JE AL
INBERE RS A ROC Bk
Figure 1 ROC curve of serum relaxin H2, LN combined

with Fibulin-5 in predicting pelvic floor muscle dysfunction
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The value of serum complement 1q, homocysteine and adiponectin levels in the risk
assessment of elderly patients with essential hypertension with cardiovascular disease
TANG Xiangrui', CHENG Dejun', WANG Kecheng', GUO Hongyi', ZHANG Yong**

(1. Department of Cardiovascular Medicine, 3201 Affiliated Hospital of Xi’an Jiaotong University, Hanzhong,
Shaanxi, China, 723000; 2. Department of Cardiology, Shaanxi Provincial People ’ s Hospital, Xi’ an,
Shaanxi, China, 710068)

[ABSTRACT] Objective To explore the value of these indicators in the risk assessment of elderly
patients with essential hypertension complicated with cardiovascular disease by analyzing the levels of serum
complement 1q (Clq) , homocysteine (Hcy) and adiponectin (APN). Methods From March 2020 to March
2022, 154 patients with essential hypertension complicated with cardiovascular disease admitted to the 3201
Hospital Affiliated to Xi ’ an Jiaotong University were selected as the hypertension complicated with
cardiovascular disease group. 151 cases of hypertensive patients belonged to the simple hypertension group, and
152 cases of healthy people who underwent physical examination during the same period were used as the
control group. The levels of serum Hcy, APN, and Clq in the three groups and the high-risk and low -risk

groups of patients with essential hypertension complicated by cardiovascular disease were observed. The related
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factors affecting the risk of elderly primary hypertension and cardiovascular disease were analyzed. Results
APN, Clq level: hypertension with cardiovascular disease group <simple hypertension group <control group
pg/mL, Hcy level: hypertension with cardiovascular disease group > simple hypertension group > control
group, the difference was statistically significant (P<0.05). The serum APN and Clq levels in the high-risk
group were (12.34+2.87) mg/L and (164.47+8.65) pg/mL, respectively, which were lower than those in the
low-risk group (25.69+1.25) mg/L and (171.39+9.26) pg /mL, the Hey level was (24.78+4.74) mg/L, which
was higher than that in the low-risk group (17.54+2.85) mg/L, and the difference was statistically significant
(P<0.05). The baseline data and biochemical indicators of all the researchers were collected and analyzed by
unconditional multivariate logistic regression model. The results showed that smoking history, diabetes history,
hypertension history, body mass index, pathological grade, risk stratification, Hcy, APN, Clq were
independent risk factors for essential hypertension complicated with cardiovascular disease (P<0.05).
Conclusion Serum Hcy, APN, Clq levels have high value in assessing the risk of elderly essential

hypertension with cardiovascular disease, and are expected to be used as biomarkers in elderly essential

hypertension with cardiovascular disease.

[KEY WORDS] Serum complement 1Q; Homocysteine; Adiponectin; Essential hypertension

complicated with cardiovascular disease
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Table 1 Comparison of serum Hcy, APN and Clq levels

between two groups (x+s)

251 n  Hey(mmol/L) APN(mg/L) Clq(pg/mL)
Xof HE 4 152 16.17#3.85  28.39+5.25  184.3526.47
BN R4 151 18.93+3.66°  25.07+4.61°  176.32+6.59*
E%E%é 154 22.34%£3.20"  16.85%3.76° 166.74+6.89"
FAl 112.44 258.02 268.72
P <0.001 <0.001 <0.001

e X IR L4, P<0.05 ; S Bl i R 4 [ 4K, P<0.05,

2.2 U SIRXERL NG Hey APN C1q 7K F-HeAsE
e AU 26 1 I 3 APN , Clq 7K PRI AU
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Table 2 Comparison of serum Hcy, APN, Clq levels

between high-risk and low-risk groups (x +s)

415 n  Hey(mmol/L) APN(mg/L) Clq(pg/mL)
RS2 52 17.54+2.85  25.69.#1.25  171.39+9.26
B4 102 24.78+4.74 12.34+2.87 164.37+8.65

1l 10.112 31.992 4.650

P1E <0.001 <0.001 <0.001
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Table 3 Single factor analysis on the risk of essential

hypertension with cardiovascular disease [ (x+s),n(%) ]

L
R g WML (o) AP
(n=154) ’
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5 72(46.75)  86(56.95) 73(48.03) 3.752 0.153
L 82(53.25) 65(43.05) 79(51.97)
AEIE (%) 43.98+6.24 43.57+6.01 43.96x6.19 021 0.807
2 A sl
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Wl b 2 42.830 <0.001
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T 51(33.12)  90(48.03) 105(69.08)
e L 35.212 <0.001
i 106(68.83) 63(41.72) 58(38.16)
Jc 48(29.22) 88(58.28) 94(61.84)
PN 22.348 <0.001
14 35(22.73) 52(34.44) 71(46.71)
2% 56(36.36)  48(31.78) 48(31.58)
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APN(mg/L)  16.85£3.76 25.07+4.61 28.39+5.25 258.02 <0.001
Clq(pg/mL) 166.74+6.89 176.32+6.59 184.35+£6.47 268.72 <0.001
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Table 4 Factors influencing the risk of essential hypertension complicated with cardiovascular disease

PSS [EVEES FrifiEiR wald/ {8 OR(95% CI){& P4
Wz M s (0=TG, 1=TC) 0.631 0.347 7.154 2.013(1.461~2.762) <0.001
BERSG H (0=T8,1=T0) 0.694 0.297 7.028 1.948(1.167~2.631) <0.001

B IE(0=TC,1=70) 0.632 0.263 7.467 1.783(1.067~2.176) <0.001
RH D H(0=<2 %% ,1=3 %) 0.732 0.394 7.849 1.647(1.076~2.539) <0.001
G BE B 43 2 (0= B 1= B Herm) 0.714 0.375 8.302 1.934(1.352~2.771) <0.001
AR P KR (SE ) 0.685 0.315 7.924 1.829(1.069~2.388) <0.001

Hey (0=5-15 pmol/L, 1=>15 wmol/L) 0.687 0.219 7.234 1.736(1.156~2.169) <0.001
APN(0=5-30 p.g/mL,1=<5 pg/mL) 0.576 0.185 7.335 1.896(1.387~2.348) <0.001
Cl1q(0=0.80~1.20 g/L, 1=<0.80 g/L) 0.693 0.173 7.697 1.873(1.105~3.491) <0.001

gy — 7, WD R B, APN 5
IR 7™ R L M G . APN ZE IR 0055 A9 1Y) Asf
i 18 2 AV, A PRI D0 3 o s 2 ) £ o
15, ZUESE APN AT BE Ay i I He s I 22 18] A —
RN AE BRI & . APN ELA 4 B3 28 Bz i
BORPTPIVE T, BENZ 7T 2 5 W5 40 i Y00 TR 20 LR 1
PRI, T AR A 148 98 RE RN S bk ks A s 1 22 ] B
RIGFEAHLA] , APN FEAS T BB 24 = i & M = Il
IO ML 1) 2 AR RS . A, Clg X 4EREAL
PR TE B S DI RE 045 N B D Re S5 A AR, #b
PR L T b ELAG 2R SR T, XSPRK B it /M A
R IARL B RE T, T A AL W A i 1a) B SR R T
LS RE P 406, 5 | i A e R P 2 i, S AL A
BERI o o I 2 PR A S g, AT 5 |5 Clq
FE THAE S0 B, 1 Clq A o i #E T
5 R B DK R A A Ak A5 — R BB , 2 T fin e K 3 ik
A R, FBUR &M SRR &

A5 i — 20 X AT i M e il R T O I
P KRS 1 fa 6 R HEAT 4007, 25 SR R, Hey
APN | Clq A J5 & 1 e I 5 & 0 L4550 XSS 1)
M7 ER P E . FIHTE LR LA : OHey RERS
T IR PN R AR, a2 A Bz 4 e — Ak R B Bl
B, DT (5 P4 B2 20 M i e SR RE T T R, S B B
YA RN REREAG , 5| 2 1 78 S0 48 R0 I I o 2 1, b
T 106 L & A= 1 J LR . APN AT REAIG v 4 i
XoF i J5E P WG VA, I AT B 200 A P 2 400 S P A
3 AR U i = Y £ i e 1 = S i N T
S ORI 55 PN R A R B el I A5 P R A4
YEH . BClq TE4ERF H B e if 32 Ko 8 #7821
IO A5 7 T R AE S EEAE ], 2 Clq Wi/ 300 FE T
FENT 5 R B D REAS 4 LA K Sl Kok R AL

28 RT3 Hey . APN . Clq /K EAE VAL &
A 5 e v IR 3 s ML A g IR T T LA

5 B EL, 349 TR S S AR IR A e O R O O 1l
PR B RS .
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F 2 SAHTIRYY L VT i £ AR Tk 2 4 Y
KPS

BR' AFr R KA

(# ZE] BB HI5EAZERY(RTX)IAYT LI B 25 A AE % 0k T 20 S B 7K S Y 52 ) o
FiE EH20204F 5 H 2 2022 4F 5 7 Z#E ) LE BB EIERHIGA Y 163 1 2e S ERLVEADFTRAT 4,
HRAFIATT I A ALK B Lo S Xt HR 2 83 (9 RIS 4H 80 3] , %) RELH 45T e IR R IR T, W4 A LRI E 45
TR ERBUARYT o X LEPTZE R LI AR5 A RS A LAk U 20 B A /KT B 2 A8 LA R SUn;
KA. &R IR IITHCN 84.34% WA B LITHCN 96.25% , WA B LT A0 TX Il , 257
G2 L (=6.530,P<0.05) . 1GIT)G , MELL ) CD3+ .CD3+CD4+T 41t ,CD3-CD 19+ i -4 T4}
W, 22 5 G2 X (1=2.075,2.106,2.051, P<0.05) ; WEZZL Y CD19+ HEIC T X IR, 24 S Gei 27
SL(1=2.094, P<0.05) ; M 4241 i L CD3+CD8+T 4l i 1455 X B AL b, 22 5 B 124 3 L (1.=0.214, P>
0.05), FIZHHIAR RN &RV, 2R TG #E X (=2.045,P>0.05) . £5it  FIZEAyixd )L B n
CRENERYATT AR i, AT 5E b i R UL bk A B A A KPR BEI T RCR , B et .

[X8EiR] FZERYr; JLE; BRLEEIE; J7RL I 20 R

Effect of rituximab on lymphocyte subsets in children with nephrotic syndrome
PENG Yin', DENG Fang'*, WU Lin', ZHU Ying'
(Department of Pediatric Nephrology, Anhui Children’s Hospital, Hefei, Anhui, China, 230051)

[ABSTRACT] Objective To explore the effect of rituximab (RTX) on the level of lymphocyte subsets
in children with nephrotic syndrome. Methods A total of 163 children with nephrotic syndrome admitted to
Anhui Children’s Hospital from May 2020 to May 2022 were selected as the study objects. According to different
treatment methods, the children were divided into the control group (83 cases) and the observation group (80
cases). The control group was given glucocorticoid therapy, and the observation group was given rituximab
therapy on the basis of the control group. The clinical efficacy, the level of lymphocyte subsets before and after
treatment and the occurrence of adverse reactions in the two groups were compared. Results The curative effect
of the children in the control group was 84.34% , and the curative effect of the children in the observation group
was 96.25%. The curative effect in the observation group was higher than that in the control group, the difference
was significant (3°=6.530, P<0.05). After treatment, the counts of CD3+, CD3+CD4+T cells and CD3-CD19+
cells in the observation group was higher than those in the control group, and the difference was significant (=
2.075, 2.106, 2.051, P<0.05). The CD19+ count in the observation group was lower than that in the control
group, the difference was significant (1=2.094, P<0.05). There was no significant difference in CD3+CD8+T
cell count between the observation group and the control group (#=0.214, P>0.05). There was no significant
difference in the incidence of adverse reactions between the two groups (x°=2.045, P>0.05). Conclusion
Rituximab has an obvious therapeutic effect on children with nephrotic syndrome. It can achieve the therapeutic
effect by regulating the level of lymphocyte subsets in the body of children, and it has high safety.

[KEY WORDS] Rituximab; Children; Nephrotic syndrome; Curative effect; Lymphocyte subsets
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JL 5 9% 2% A 1iF (Nephroticsyndrome , NS) J&
e DR B UL %) B /N BR 9 g , JHE 32 R R 2 ol it [
SR A B /N G B3 A T A R A B R
NI E Y SN TS 8 RN & = I T [2
A =2 AR, BAT B IFE 2 ST ITAE |
55 SRR IR R RIME I RAR R
BRI T O, 53R D P RNk e PR R 2K o R B
% 2 (glucocorticoid , GC ) J& I PR AT NS Y F 2
25 B oy A 2 IR RO 7R s
WG R SO, S B TS o IR ERR
R EL A T g S w2 51 & NS W E ZAE LS, 1
i HH i GE 3R 8 CD20 FR v B BT AR R F o BBt
(rituximab , RTX) W]/ F 7 T 40 it 1 B 40 Jfd , %) 2
L DAL 2R A 0 R BG 9T NS IR . H R
ZARGE " WESE T R BT T A R SR Y
NS EA B W Im PRACR . ASBFR IR 5 A 2 8

BT (RTX) 697 L 25 G ik 19 I PR 7 2,
L T R L 2 40 i S AR AP PR B2

1 AHSHE

1.1 —fwER

Ve 2020 4F 5 H 2 2022 4F 5 %848 LEE
b B IERHICIA 1Y 163 B W 255 AiE B8 LA Mo
X4, WANRIE : O RER 2 R I Pk B a2 G Ak
(L Q<18 2 5 QDI RS 55 2 KAy ok} 2
BT FOREE R L @R A W3 NS 125 & TR
A HEBR bR ME : OXF A 28 e SO UL
Q™I E D REAS 2 1Y L ; QI I N AF FH i A 6
G eI 0 L. AR AT T IE PR [RDRE UL
53 R IR A (n=83) AL EE 2 (n=80) , P2 & L 1Y
— PR A, 2 R G I R L (P>0.05) , L
1, AR CHESARBERIEZE RS,

®1 FMABILH—BEBLE (2(%), (x+s) ]

Table 1 Comparison of general data between the two groups [n(%), (x+s) ]

PE5 (41

205 n i % AL (%) it () PREE I HEM 3 (mg/24 h)
XF HR 4 83 46(55.42) 37(44.58) 10.26+3.29 5.66x1.65 285.21+20.61
pUE 4| 80 44.(55.00) 36(45.00) 9.84+3.02 5.43%1.39 280.36+23.21
PalkiE 0.003 0.848 0.961 1.703

P 0.957 0.398 0.338 0.091

1.2 JRIT ik
1.2.1 XJHE4H

BT MM ERIRIT . REM (KRR,
] 25 i 7 H12020689) , 7l 174 (1.5~2)mg/ (kg - d),
B iRt e N A .
1.2.2 W

FEXT BE 4 1) SE Rl b 25 7 R 2 8 BRATIR T o
F 28 o ht (& R 25 R A
[ 25 MESE S20201002 ) # ki 13 551 & 4 375 mg/m”,
6 IR, 324 Ao HEEME B ILINZE, 45 2511
25 BBOL TR S T R N BRI R 24, 2 o
H32022104) (0.25~0.5) mg/kg FlHh ZE K44 (11 4R =
JR 25 b ey A7 BR 23 w6 245 #E - H37021968) 0.1~
0.3 mg/kg B 1k b 8 5 15 45 37 52 0 ik i FP O
e (L AT AR 24, 251 5 H37020649) 18 mg/kg
H iz 3 A4~ 7 - DGt % HUsk g
1.3 WEAE bR
1.3.1 575

JHF B D BRI 52 TE H, IR ER 1 M B D )

FE R B 24 h IREEF E 2 57R
ST LEEE T =509 MK 5 Ry &8 43 92 itk 5 24 h JR R
A2 it 5367 HTH T BE<50% M0 7 R 22 %
7 R0 = (58 4= 5% il ) 35+ 3 o3 2% ik 491 20 ) 1 5 1)
BIx100% o
1.3.2 Jh L 40 A A AP A

FIRIT AT E , B L2 BORES T 1 A1 A
K 1. 5 mL, 3 000 r/min ( 2424 10 cm) , &0 15
min Ji5 , i A A A (S5 1 DL 5 2 R R ) il
# LY CD3+ . CD3+CD4+T il i . CD3+CD8+T
i ffd .CD3-CD19+4f fifi 1144 .CD19+1 14k
1.3.3 AR ALEE

WS 8 LA 25 Saa T I RDE O K |
fo) S | Bz R BT AR AR R RO R A T o
1.4 GiteFrik

K G278 SPSS 22.0 X5 #4740 3,
T TR (x +5) Feon , L IE] FUASAT ¢ 4G50 5 THE05%
B n(%) RN AT YRR . P<0.05 M2 5 A 501

RUYRECSN
e s
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x2 FWAHBILOTREEE (2(%)]
Table 2 Comparison of curative effect between two groups
2.1 PHLALIILAGIT A e of children [n(%)]
A HRALEILITRON 84.34% WA AL Ly sk A n SeROIR HOMORR KGR T
S 96.25% | TLEELL LIPS TR IR4L L Lk 2 5 XTHRZH 83 46(55.42) 24(28.92) 13(15.66) (70/83)84.34

2 #HR

WELL] 80 64(80.00) 13(16.25) 3(3.75)  (77/80)96.25
HGit#E L (P<0.05), W#E2, PR 6.530
02 P B ILIAF RIS M L A g e Ak P 0011
Ho 8 CDS+T 4t il %5 5 %t BB 4H 48 22 R LS i #m X

YT G, WS4 () CD3+ .CD3+CDA4+T 4 Jfd |
CD3-CD19+4i i iH41 T X M4, 25 5 1 G it
X (P<0.05) s WELLL 1 CD19+i 1 BUIK T X AR 4
ZRH G FE X (P<0.05) ; B4 # )L CD3+

(P>0.05), W3,
2.3 WA BILIA BN & A TR O T

WAL AN R & A R L, 22 R L g it
EX(P>0.05), WF4,

x3 FWAHBILATIEHNMHEAETEKFLILE (v+5)

Table 3 Comparison of lymphocyte subsets before and after treatment (x+s)

131 CD3*(x107/L) CD3'CD4" (x107/L) CD3'CD8" (x107/L) CD3-CD19*(x107/L) CD19+(4™/pL)
Aol n — = o P o = A = R =
TRYTH wITIE IRYT R BITIE JRIT R T IE IRIT R WY R RIT R wITIE

Xt HR4H 83240.20+£70.26 272.03+50.90° 120.88+40.21 151.33+35.64" 100.82+30.66 98.50+26.88 52.21+15.65 80.32+24.77°311.60£98.55 100.39+22.31°
WL 80235.59+60.83 288.21+£48.55°118.65+42.56 162.86234.20°101.91£32.2598.32+21.64.53.65+15.11 88.41+25.60* 305.40£96.42 93.56+18.54*

tE 0.447 2.075 0.344 2.106
P 0.655 0.040 0.731 0.037

0.214 0.597 2.051 0.406 2.094
0.831 0.551 0.042 0.685 0.038

e 5 FABIT LR, P<0.05,

x4 MABIWARRMREBRER [2(%) ]
Table 4 Comparison of the occurrence of adverse reactions

between the two groups [n(%) ]

XTHRZ]L 83 0(0.00) 1(1.20) 4(4.80) 000.00)  5(6.02)
W4 80 1(1.25) 1(1.25) 6(7.50) 2(2.50) 10(12.25)
21 2.045
P1E 0.153

3 itig

B 95 25 5 R AE R SR e e , L R R M
I 27 & 1iF (primary nephrotic syndrome , PNS) K 2
590%™, WFFEIAN' PNS iU R 41 i R 743
WS N R EEL A0 ST R B L 30 2 R T S BUR L
M /NERSZ 400 o Bl R G IR T 32 1 T NS
YT H R BIHAAN SRR EIILEZ RS E A
WY ) RERIVE T, HA 25O B 2 A 1 45
5 00, D] ok B fift ) AE I R v T i 3 A 2 1 Tl
R B TOBE B BT R A, S e ] I E IR K NS
MG IT Th R Th B AR, R 2 5 B S
Bl R, BT 2GR T B & fe e M gn
SO= BByl 8

B Bz B IR TR IR IR YT NS 1) E 222y
Yy, Flfs RT3 FEAS T A I A 1S, H A5 3 5630
AR IT AR AR 25 5, W e B 3 X 10% PNS
BILTERL, BRI i B 25 5 5 R AR | 3R (A4
AN R o Syl G 4 03 (8 PR B2 B 2, I
IR e AN W AR BT IR IT % . FIZ Bl
LR T S & 1Y CD20 BH AR 2% 51 bk 2 98
RTT (B 25 BT AEIRTT NS i, nf A 3
BILIER A IRIKE , SE K RS G2 fig sl 8], fRLIAR
RSO B, HOJG B ERE I, R iz oG
AT PO L AT DB R B3R R T R X R 2 R AE
X B2 LAt b R 22 8 BB IR T YAk, A AR
TR RELH B LIT RN 85.54% , WLEZ4H B LI A h
96.25% , MELLH S8 )LY7 A W] b v TR RRAH W] LA
FHA 2 S50 n] A A0 SR YT NS IR IRY Y3, 5
FUKE IR R — 2 BRSO R
AL L THFENLIAR R B 408 . ] Th17 2046 A3 in
PETT M T 20 B 958 BRI R A IR RO
AHIF 5 38 3% LA AR 22 5 BRI R R AR L
{14 IR B 0 ST KO, S5 3R R TR YT TR SR ALY
CD3+ .CD3+CD4+T 4l Jifd .CD3-CD19+4 Jitg i1 45 B
B T X IRA , CD19+ 50 B AR T X fE 4, =
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CD3+CD8+T 4l il 1454 5 %} FR 4 b 5 T o Tk
EXL 240 16 SV A % 40 L R R s ke R S AL AR g AL
fiE, PNS Y HU L33 7776 T 40 i S Be 2560, B IR EL
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vy A1 JE I H ) B AN, (A5 O U RRAIC, M5
W 2> A8 K 25 1E 5 /KT, NI AT NS B4 1 23R
JTHIRCR . CD3-CD19+24 & B bk EL4H i, A5 iR 97
6 ™ H G T FIFE B S bi 2 8 4 1 CD3+ .CD3+
CDA+T 4iifffl .CD3-CD19+4i il i 14 £ &8k &2 & 1F
HOK o AHM I LR S R R TR A 2
M 6 G B CD19+4 B Wik & (B % &
FIRJEAL T 58 R4S . B AT CD19+41 314
B H5E RGBS, FXTEEA
f) CD3+ .CD3+CD4+T 4 /ity .CD3-CD19+41 it 1%k
T R ZH (A5 0, CD3+ 41 it & 4> T 20 il ds ik
CDA+ZH A 4B T 4TI REVE T o A2 Bidt
AT BT AILAA Y 6 i 48 e B AT — 2 IR TS VR,
PR T 4R T 240 0 IR ) 24 % 5 4 L AT
LR G 77, 38 BIGHR 75 I IR

AT, N B AL R OLAS B N Kk A N
6.02% , WAL L N 11.25% , 4 58 LY I & 0E & A=
R R ES . Hh 7R 28 g4l £ L
W BT R R M 4 A HEDN T BB AN NS BB LR
RE VAR, B AR e g A G o (B A /B L
TEZ T XPREIR YT I RE R B i, B AR R AN
R B I RE

ZE Lk, M 28 syt JLE B R sE AR
YA T R IR e, AT 3 A A R LALLM A ik B 41
W AE R KR BRAYTROR , HAZ 5 .
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o 1o SR A I Cx43 . Ang2 ik Je B X

Kehk F
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&
*

(¥ E] BHE B0 MR B SR M B4 3 8 1 43 (Cx43) AR M8 A2 i 2(Ang2) £k
SmEEHIA R Ak eI R 2 5 R 52 BH R B 210 401755 i R AR E S IR 2, R HA AL 1%
BT 2 g 300 47 fat B ARG A A1 5 R AR 240 44 45 R % REZH A 41 JE] 1t Cx43 . Ang2 7K 4341 Cx43
Ang2 K S5 HALIE AR R KR LR . SR HFIT A4 K (SBP) (&7 5K K (DBP) | 260 2 Jfi i F5 4K
(LVMI) ki 2T 2 11 (HbAle) | I -6 (IL-6) .C [ i 2 1 (CRP) Ik %% & i #& 11 iR [# % (LDL-C) |
Ang2 K- TRHRAL, 2 5 A G225 L (P<0.05) , 5 % FE HE 3 11 IH [ B2 (HDL-C ) |, Cx43 /KPR T X 7
A, 22 F GG L (P<0.05) o IGITE 3.6 4 H B, i B A E L Cx43 7K-F & #i w2 T
NG K-, 22 %4 80575 L (P<0.05) , Ang2 LVMI S JH[E EE(TC) H =8 (TG) K F | R K )
J 24 h e H (dSBP .nSBP .24 hSBP) , [ K \7&[11] J 24 h #F 5K F£ (dDBP ,nDBP , 24 hDBP )£ #i K4 AI% , ZI%
FAM KT, 22548 5123 X (P<0.05) ; AL FNEYT R 6 4~ A B, 1L 1R IE % A8 e ] 45 1l s
122 903 G N0 25 A Gt 25 7 X (P<0.05) o 5 Il 5 99 41 8 Il Ang2 7K °F- 15 IL-6 .CRP |
LVMI K iR A6 bR B IEAT I (P<0.05) . #8518  Cx43 Fl Ang2 7K1 1] [z e ifi 5 US40 &7 5 ThBE , HL 75 1R
HE MRS B 5 288 1 Cx4a3 KEFRAIG , Ang2 K THE A 6.

[EgER] Sl s BB E R 43 MM A4 R R 2

Expression and significance of Cx43 and Ang2 in peripheral blood of patients with
hypertension

ZHANG Jinchun, LI Zhihua*

(Chongming Hospital Affiliated to Shanghai University of Medicine and Health Sciences, Shanghai, China,
202150)

[ABSTRACT] Objective To explore the relationship between the expressions of connexin 43 (Cx43)
and angiopoietin 2 (Ang2) and blood pressure control in patients with hypertension. Methods 210 patients
with hypertension were selected as the study group, and 240 non-hypertensive patients who underwent physical
examination in our hospital were randomly selected as the control group during the same period. The level of
Cx43 and Ang2 in peripheral blood were detected. The relationship between Cx43, Ang2 levels and other
indexes and blood pressure were compared. Results The levels of systolic blood pressure (SBP) , diastolic
blood pressure (DBP), Left ventricular mass index (LVMI), glycosylated hemoglobin (HbAlc), interleukin-6
(IL-6), C-reactive protein (CRP), low-density lipoprotein cholesterol (LDL-C) and Ang2 in the study group
were higher than those in the control group (P<0.05). The level of high-density lipoprotein cholesterol (HDL-
C) and Cx43 were lower than those in the control group (P<0.05). At 3 and 6 months after treatment, the level
of peripheral blood Cx43 in hypertensive patients gradually increased, all of which were higher than those at
enrollment, and the difference was statistically significant (P<0.05). The levels of Ang2, LVMI, total
cholesterol (TC) , triglycerides (TG) , dSBP, nSBP, 24 hSBP, dDBP, nDBP and 24 hDBP gradually

KRB LT R R T H LR AR A F 4735007 A (CKY2019-11)
Ve ds . LR E F IR SR E R, L 202150
*iAEHE L 2 A4 E-mail : 18916599009@189.cn
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decreased, all lower than those at enrollment (P<0.05). At enrollment and 6 months after treatment, there were

statistically significant differences in the proportion of people with normal blood pressure and the proportion of

people with blood pressure grade 1, 2 and 3 (P<0.05). Peripheral blood Ang2 levels in patients with

hypertension were positively correlated with IL - 6, CRP, LVMI and blood pressure indicators (P<0.05).

Conclusion The levels of Cx43 and Ang2 can reflect the vasoconstriction and relaxation function, and the

poor control of blood pressure in patients with hypertension is related to the decrease of peripheral blood Cx43

level and the increase of Ang2 level.
[KEY WORDS]

e ML = R B R AR A B Ik R 3 v L 7R
ey 1L B TP A L) v 3k 95% DL b S S B I
MBI T F B R 2 [ BEH 1
43 (connexin 43, Cx43) #2& — Ff 85 22 1.0 L HL {3k
B, H I Re 2 W R AL 45, 52 0O LS B A%
(gap junction, GJ) , 0> JUL457 £ e IfiL 5 46, ] 3 3 G
KPR W 5 51 O T IR 2
OERREHEEFENZ - RS ARE 2
(angiopoietin 2, Ang2 ) 42 A& 5 M 0 L 48 A= 1 A 2
M RAEAERY . TR & B, & IR 3 Ang2
JKET v AT RE 5 e U BB G AR Sz iAo (H
BRSNS E AT SE N SR P R (@1
I, A 5 3 2k W5 1 I 35 BB 5 TR T R e A A
I Cx43 . Ang2 KKKV, 73 By HoKF 246 5 8
I 4 i R AR AR A OC & L B LI R A 1A

1 #BRE5AHZE

1.1 — gk

PEHL 2019 4F 4 H % 2020 4E 6 A T bR X
2 B B 52 W S B 112 A4S 1Y) v i A8 3 210 451)
KR . AR : QIIFF G & IR 1 A ¢
W KA BARET QAR =18 % 5 B 2 /D 9 JE
P A IR FH B2 R 24 5 (DI R % RS2 28 o HERR B off
OEIF M ARG  HIE RGP ; QG I
QB IFRIR BT T S R, Jo Tk 58 A
RH ;@R iigablivi 8 &% . [FIIAREHL
VBT A B A 70 B A4S 1) A o5 1t e A JFF 240 44
VESR T IR, HERR R G — A H R A R ol 3=
2525 A FH s 25 52w A0 A i Cx43 . Ang2 KF-35 .
AT R G B0 O A A 0 IRl A5 Ao
FRAGARBEAS HZE 51 AL
12 Kk
1.2 AR KA

FIT A AN G TR 2 B S R R RS I i
Jk A1 E ML 8 mL, 43 R W A7y, — 43 FH A6 0 245 G I AR

Hypertension; Connexin 43; Angiopoietin 2

(fasting blood glucose, FPG) | ¥ 1k IfiL 21 £ 1 (gly-
cated hemoglobin, HbAlc) . & AH [# i (total choles-
terol, TC) . H ¥l =g (triglyceride , TG) . /5 % /% JIg
£ [ BH [# B (high - density lipoprotein cholesterol ,
HDL-C) . ik % B A5 &5 11 I [#] i (low - density lipo-
protein cholesterol, LDL-C) , ¥ M #% & 4> A 3l A=
A3 AL 3 55— 43 T 2 000 r/min A4 B0 HLH B O
10 min, B.0248 R 10 em, 4355 LIS, >R FH B
e P52 W B 35 G 00 A1 ] 1L 10 ¥ T Cx43 . Ang2 ., (A A
% -6 (interleukin-6, IL-6) . C [z i 25 4 (C-reactive
protein, CRP) 7K, 150 & 0 3 b 5608 A= Yy Bt
Fe A BRA A 45 4E 20 R 1y 4 e R0 6 10 W 45 20 B
HEAT o AR O A ARG A 25 SRR 20 3 o
H 540 (left ventricular mass index , LVMI) .
1.2.2 i6y7 LBEV

o I S 3 1 B R RO O A iz Bl
S5, [) i e PR i R 2 A P e (1 24 0
H20093727 , B 50 i = 25 1 B0y A7 BR 2 7], LA
5 mg)IAIT, 1 KK, 2 /A, &4 BT —RIT2
524, 45 1 Hs =140/90 mmHg , W% %% [ s 24 49 74
ot ECDR A 07 P I A5 5 T 2R T A il 00 o ) B 0l A
Bk RZEPRNRIT . A AERIT R 3.6 A
AT A
1.2.3  IiES

48 b [ i B VA4S RS (2018 AR B 3T
RSO )T R B AR DG SRS, BIFE AT FH B He
A O, 12 F WG R (systolic blood pressure,
SBP) =140 mmHg F1 ( 5% ) &F 7k & (diastolic blood
pressure , DBP) =90 mmHg & ¥ A /& Il & , I 2
5 1 T v 7K P8 v LR 4 R 1 4% ;140 mmHg
<SBP<160 mmHg #I ( & ) 90 mmHg<DBP<100
mmHg; 2 2% : 160 mmHg<SBP<180 mmHg £ ( &% )
100 mmHg<DBP<110 mmHg;3 %% : SBP=180 mmHg
f1 () DBP=110 mmHg. #& SBP Fl DBP 43 J& I
(RIS, LR e o o o
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1.2.4 S W

SR A5 1 WA (5455 . ACF-D1, g
TKEEYT 20 PR 7)) e SF o 1 s AL R
JPIE 3097 e 6 S H H K (6:00~22:00) 1% [A]
(22: 00~ H /2 6:00) J 24 h B4 1 1 50 -
FH KB 30 min W5 1 U, & EIEE 1 h P 1k,
HAME=80% KA. Siit AR K IE] .24 h L
% i (ASBP . nSBP .24 hSBP) , X 4K ¥ [H] .24 h
75K i (dDBP .nDBP .24 hDBP) ,
1.3 Gtk

JH SPSS 25.0 73 Hr 84 o THECFE B n (%)
TR, RH KRS, 2R HU (x+s) %
AN, PALR] SR FH ¢ K 56, 22 4 [A) b ok PR R 2R
J5 2250 M, i — 2 P HL AR D LSD-1 K 56
S 9 Rk (Il e 43 9%) b %R H Kruskal-Wallis H
K 85, 9 LA Nemenyi 7 i 17 2 5 L % . Pearson
5 53 B R LR AR A1 I Cx43 | Ang2 7K F
5l g i K AR BRI K R . P<0.05 8 2= 5
BoitE .

2 HR

2.1 PHLIEAGORL SO A AR KT oA

P AF IS 1 ) 5 25 R e g2 B (P>
0.05) , B 5% 41 SBP. DBP. LVMI . HbAlc.IL-6.
CRP LDL-C 7K i T %t B 4 (P<0.05) , HDL-C 7K
SEAR TR IEZH (P<0.05), WL 1,

Rl PMAEARBREMBIRKFERE [(x£5),n(%) ]
Table 1 Comparison of basic data and other indicators

between the two groups [ (x+s),1n(%) ]

AR (%) 52.74+1530  51.49£14.02  0.904 0.366
B 118/92 128/112 0.369 0.544
IR (kg/m®)  24.51£2.16 24.18+2.23 1589 0.113
SBP(mmHg) 143.42£13.01  118.41x10.07 22.946 0.000
DBP(mmHg) 90.62+8.56 85.99+4.28  7.391 0.000
WA B 39(18.57) 33(13.75)  1.937 0.164
AR 25(11.90) 23(9.58) 0.633 0.426
FPG (mmol/L) 5.24+1.03 5.13£0.90  1.209 0.227
LVMI(g/m?) 117.85+21.22  74.02+12.36  27.165 0.000
HbAlc(%) 5.69£0.62 5.05£0.78  9.542 0.000
TC (mmol/L) 4.480.76 4.40£0.61 1238 0217
TG (mmol/L) 1.59+0.28 1.54+0.30  1.819 0.070
HDL-C (mmol/L ) 1.27+0.24 1.34+0.41 2170 0.031
LDL-C(mmol/L) 3.10+0.47 2.99+0.52 2341 0.020
IL-6(ng/L) 53.49+9.23 40.66+5.70  17.972 0.000
CRP(mg/L) 5.41+1.87 3512092  13.932 0.000

2.2 IS B VAT ET S AP A I Cx43 . Ang2
KR

5 xF WA He R, B ST 4L R B A AL AR A I
Cx43 KF-FEA% , Ang2 /KT 5 (P<0.05) 5 3697 )5
3.6 B, 5 I S8 AN I Cx43 7K P32 i
Thi5 , B8 T ALK (P<0.05) , Ang2 7K 14
TR, YR T AL K (P<0.05) 51697 5 6 4 A
A1 JE I Cx43 . Ang2 /K5 %] FAL KT 25 57 B 5811
L (P>0.05), P2,

x2 BNERBERTHEINEMCx43,Ang2 KEEWL
Table 2 Changes of peripheral blood Cx43 and Ang2 levels

in patients with hypertension before and after treatment

215 n Cx43(pg/mL) Ang2(ng/L)
X 2 240 7.48+2.53 107.25+13.42
oIkl 210
N 5.24+2.07" 126.04+26.43"
RITIE 3 H 6.09+2.64° 117.63+18.36"
HIT)E 6 H 6.93+2.57% 110.59£12.49%
F18 34.958 45.004
PiE 0.000 0.000

s 50 B LA, 'P<0.05; 5 A ZH I L%, 'P<0.05; 5IAY7 5 34
H I, P<0.05,

2.3 e IS R A IR T IS I A T 10 S At
FEbRAE 1k

5 AGLR He#, iR FE bR \LVMI TC . TG /K-
FEIRIT I 3.6 4 H KRR (P<0.05) 5 5 A 4L
IR 34 697 )5 6 1~ H HDL-C /KF-F+
& (P<0.05) ,LVMILDL-C 7K FER&{% (P<0.05) . 5
AL LEHE i R 5T 5 AN IR IR IS 3.6
A H TR (P<0.05) , HIGY7F G 6 B 1 9l A
B AL 22 38 it 22 8 L (P<0.05) . A
A FIIGIT S 6 AN H B, iU I & AL ] 5 1
19,290 .3 P NBH ] 25 S A B it 22 i L (P<
0.05), W33,
2.4 LR R E AR A L Cx43 . Ang2 7K 5 4%
FE bR B 22 B] Y OC 2R

v IR 9P R AN A I Cx43 5 TL-6 . CRPLV-
MI K Ifit F& 4§ b1 2 51 AH 56 (r=-0.439 | —0.397 |
—0.504 , —0.390 , —0.429 | —0.548 , -0.534 . —0.470 .
—0.455, P<0.05) , Ang2 5 IL-6 .CRP . LVMI } Ifil J&
FEAR S IEA 26 (7.=0.455.0.423 .0.511,0.412 ,0.511 .
0.399.0.483.0.406 .0.574, P<0.05) , 5 HbAlc . TC .
TG HDL-C 7K F-TeAHEE (r=-0.230,-0.214.,-0.215
0.197.0.239.0.226 .0.213 .—0.201, P>0.05) .



NTWiERIrl 20234E4 4 %5154 4544 T Mol Diagn Ther, April 2023, Vol. 15 No. 4 - 613 -
x3 BNERBEETHELEEHERLRELMIERTK

Table 3 Changes of blood pressure control and other indicators in patients with hypertension before and after treatment

FEAR AL WITE 3 H wrE 6~ H F{H P{a
dSBP(mmHg) 138.25+14.01 126.30+13.54° 124.19+13.88" 63.290 0.000
nSBP(mmHg) 130.46+12.99 122.05+13.62" 121.37+12.43 31.746 0.000

24 hSBP(mmHg) 139.10+13.05 124.86+12.53" 123.18+13.49° 99.173 0.000
dDBP(mmHg) 88.24+6.97 83.15+7.03" 82.06+7.14" 46.014 0.000
nDBP(mmHg) 83.90+7.12 80.04+7.26° 79.39+6.88" 24.842 0.000

24 hDBP(mmHg) 90.11+6.84 85.27+6.95° 83.76+7.33" 46.587 0.000
FPG (mmol/L) 5.24+1.03 5.21+0.87 5.18+0.74 0.240 0.787

LVMI(g/m?) 117.85+21.22 103.81+23.52" 09.20+23.27" 38.197 0.000
HbAlc(%) 5.69+0.62 5.6620.59 5.59+0.47 1.740 0.176
TC (mmol/L) 4.98+0.76 4.62+0.64° 4.54+0.60° 25.689 0.000
TG (mmol/L) 1.67+0.28 1.600.23" 1.57+0.26" 8.341 0.000
HDL-C (mmol/L) 1.17+0.24 1.22+0.27 1.26+0.23" 6.985 0.001
LDL-C (mmol/L) 3.10+0.47 3.03+0.51 2.91+0.42° 8.848 0.000
ML 532% 77.421 0.000

EH 0 40 67

14 98° 79 62°

2% 65 56 48

3% 47 35% 33«

T 5 AR, P<0.055 5675 3 D H H#L, 'P<0.05, ML, SIEH ABLBIELEL, <P<0.05; ST 1 R ABLHLAIELEL, *P<0.05,

3 itig

Cx43 SRR P T A i) Bl i
Z W, HAEACE B rh 0V 3 Aok Ok B
Z R A A I H R B I A
sk BR A A8 D A1) 0] B KR TR Cxd3 B RGA
RARR , e 0 75 % 0 I A T BE RS, AR 5T
e LR R 2 A1 JE I Cx3 7K AR T3 IR 4, 22
TRIT IR KA BT BT, B I RS A 5 A
XK, FEWMIKAK T Cx43 AT 585 5 1l F 9 A8 35 A 0l
T A 5. Cx43 KL a ] REE 3 5 145 o
WA 5 5 A% 55 A bR )R I 45 7 ok, iF
AR 5 00 R IR PR A2 T

Ang2 W] It 55 PN Rz 20 R S 1 G R R T A2
TRES G AR A IS AR AR, S B0 A P B 1
e AEFFE R Rl H R AN I Ang2 7KF- 5
TXF AL, 296975 , Ang2 KA BT FRAR , 2R w5 7K
V- Ang2 W RES 5 i R A R R . JF A
AR I Cx43 . Ang2 7K -5 TIL-6 .CPR /K F- 345 #H 56
PEo BFFE B, v I ARl TL-6 .CRP 7K
Y T IR, R R R LA L T R IR T
ARAS, Cx43 . Ang2 AT RES SHUAR S B AE M . BF
R, Cx43  Ang2 /K F-MIRE S B A D EEMWA
—ERFR,Cx43  Ang2 T GEIEH 1252 MOy JILAH BfL 07 1=
SRR R O BE R A S R 2 Bk, 23R
Y7 ) e L £ I FE AR 2 R Rk I IE

HNEE 22, 2 9% 3 PR EL LIRS, 2B
AR ERIRTT T8 R T R RS A SR, PR g
B e 1 £ 5 SR AT e A B I B ™, &
SRR RATE I S B SR Z 5™ 5, 290087 i
JEPERRARAE . s FR A Il Cx43 . Ang2 7K F-
5 EiR e bR BA — A OeE , —FH KA AT
FE—E PR b S R A W s T K D fig , 1T e
T AR P S 0 L e 2 5 5 AR T &
Ji& , BARME DL it — PR

ZE LT HR i e iR A AN I Cxa3 7K B
%, Ang2 KT, &R 97 J5 Cx43 KT,
Ang2 KFREAR, HIHKF 5 B IR AR DCTE bR B
A A, HE 8 Cx43 , Ang2 R 7E— e R [ f ik
FEE IS U4 BT K DI RE L 1T REAE 48 7 = IR
B R AR E 4R r

5% 3k

(1] FE4t. P E & RO AT, A i 44
i, 2019, 47(9):718-721.

(2] ", BRIGEN . e L BT O A B0 e 1 40 T Y
WRR R T ], shAem 245, 2019, 27(5) :483-488.

[3] Totland MZ, Rasmussen NL, Knudsen LM, et al. Regula-
tion of gap junction intercellular communication by connexin
ubiquitination: physiological and pathophysiological implica-
tions[ J ]. Cell Mol Life Sci, 2020, 77(4):573-591.

(4] Hik, BER, Fimm . 5w s S5 O RE Z R
MEOCHERRRT [T ], BE A RE, 2020, 6(24) :58-59.

(T#%617R)



- 614 - NTEWi SR TE 20234E4 45154 45445 T Mol Diagn Ther, April 2023, Vol. 15 No. 4

. a
.’I,/a 3 e

I BDNF . GLP-1 7K *I-28 A0} Bl SR 7 1 2k 9 S A
IS RERERS T &

2Hm'

P=q

FEA ODARBE IR

[ ZE]1 HE HIS MR E 28 57 K T (BDNF) B 2 ALK -1 (GLP-1) 2K S48 £k %t B
IR DI B R F NI BT A 2 S, ik BEE 2020 4F 1 A % 2022 4F 7 A WA S — R 2# Bt g o
O BE BE I HY 104 191 B 2R 9% 5 BR9E HR B 1R AD 4LF 98 % 42, s5e BUR) 3) 99 44 i i 7 S 1 Sl %o R4,
21 ¥ E4T 113 BDNF K GLP-1 K il , ] ik 51 FH 4 2800 FROIR 25 01 4 B 6 PG AD 21 9 S BE , % e HoAG:
W PFA% 25 5, SR Spearman 23 #F AD £ # MMSE 14315 [l 3§ BDNF \GLP-1 /K F- [ &: ., &R AD
ZH 1L 7% BDNF GLP-1 K- T X B4, 25 8 e ih2# 38 X (1=13.702.21.395, P<0.05) ; A [RIA A DI g
B i AR B2 A ST 1LV BDNF L GLP-1 /K 7 5 BE < <R B | 22 55 Ge it 2% i L (F=32.983 . 13.646, P<
0.05) ; Spearman 1% 4> 7 45 5 5. 7R , AD 5 3% 1l 7% BDNF . GLP-1 /K 5 MMSE 343 5 1E A 5 (rumse s =
0.616 . rymse #4=0.742, P<0.05) . £5i& B /R UG B A2 35 13 BDNF . GLP-1 /K P25 4k ] A5 4% s e £ 3
INFI DI RE RS FE L, rT BB IR R EA T AD FLHAKG A

[3£$3A] BDNF; GLP-1; F/R PR 5 TAI ) BE P

Significance of changes in serum BDNF and GLP-1 levels on cognitive dysfunction in

patients with Alzheimer’s disease

LV Mengyuan', LI Qingqing', WANG Chenlin', LIU Shuang**

(1. Weifang Medical University, Weifang, Shandong, China, 261053; 2. Department of Neurology, Central
Hospital Affiliated to Shandong First Medical University , Jinan, Shandong, China, 261053)

[ABSTRACT] Objective To explore the significance of serum brain - derived neurotrophic factor
(BDNF) and glucagon like peptide-1(GLP-1) levels in patients with Alzheimer’s disease of cognitive function.
Methods 104 patients with Alzheimer’s disease admitted to the Central Hospital Affiliated to Shandong First
Medical University from January 2020 to July 2022 were selected as the research objects in the AD group, and
99 healthy volunteers were selected as the research objects in the control group, the serum BDNF was detected
in the two groups, at the same time, the neuropsychological state rating scale was used to evaluate the cognitive
function of the AD groups, and the detection, evaluation results and correlation were compared, Spearman was
used to analyze the correlation between MMSE score and serum BDNF and GLP-1 levels in AD patients.
Results The levels of serum BDNF and GLP-1 in the AD group were lower than those in the control group,
the difference was statistically significant (1=13.702, r=21.395, P<0.05). Serum BDNF and GLP-1 levels in
patients with different degrees of cognitive dysfunction were severe <moderate <mild, the difference was
statistically significant (=32.983, t=13.646, P<0.05). Spearman analysis showed that serum BDNF and GLP-1
levels in AD patients were positively correlated with MMSE score (s «oe=0.616, Fuise «oe=0.742, P<0.05).

KA A LA E B AFF A2 (ZR2017HMO003)
W i1 23 B ES, L &, #E55 261053

2L ASH—ERKFRETCERMZNAH, LA, FE 250014
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Conclusion

The changes of serum BDNF and GLP -1 levels in patients with Alzheimer ’ s disease can

effectively reflect the degree of cognitive dysfunction in patients, and can assist in the early detection of AD in

clinic.

[KEY WIRDS] BDNF; GLP-1; Alzheimer’s disease; Cognitive dysfunction

B 2 o 16 2R 955 (Alzheimer’ s disease, AD) +&
P P 284 S Pk WA T 3 A B Y SO0 S 2 A e P
PREEERIC IR R T2 NBE RS s
RIEZEINM, BURH A IRAETERE I TR, AD
FEIG IRBERI 730 = AP B, e B AR 2t B 23 i)
TS5, TCAZ AR 5 A RE AR DU S SR A a1
PCERA B BE DR S B A IR B R 3 IR B
WA AU I R 0 B S 2 Bk o 6 AD WA TA
FIRN, RERIEE N AD B ZiHAFIU T A,
P E AR N A e 2 TS ik AT
B AD 995 R, HEDN AD AT BB 35 4% T8 S A
RAEREABERVICHD s &2 BT
AD BN REN ST I B 1Y, 13 A s v pl 228
7% [Hl ¥ (brain-derived neurotrophic factor, BDNF) 7K
V-5 AD BE WM ReEEAR M . A sE i
7 i R R JIR-1 (glucagon-like peptide-1, GLP-1)
KT AD A —E IR M A o P, A SC 2 2R
FE ML BDNF  GLP- 1 7K V- 28 {5k BT 7K 2 1 385 A6
BN Re AT i & X, #H AT N iTie .

1 RS

1.1 — R

VeI 2020 4F 1 H & 2022 4E 7 H IR — B
BFRC 2 B o B2 BE IR 1 104 61 BT 21K 2 36 385
BEAVEN AD 41, B R 1 99 44 fd B 7 JB H RN
X R4 .

AD HAH A bR : OFF A (2018 Hr EHR 54
HIBERFIZIR 45 M6 ) 2 W7 bs o FL Y5 22016 IR
12 R Bl R P BR 5 @)1 IR 9% kL 52 3 B 2 >6
A A5 B AT 5T 0 G HEBR An 1 - O™ 3RS pi
I RB s QPR EE M B B 3 H N IR A i
P 5 @ f B A TS 3 0B PR 55 25 il 1 50

XHEZH . 5B 32 44, L 67 44 5 F AR (75.20+
6.57) % ; AD 4 : % 35 ] , & 69 ] ; F ¥ 4F i
(75.47£7.86) % , F- ¥ e (1.1720.52) 4. PI4LER
FARWY T — TR R 2= R RS I R L
(P>0.05) , HLA Ttk o ASHIF 9% 48 IR Be 46 B 2% B
SE. a2 E R B AERE .

12 Hik

JI A BRGNS S 2430547 1ML BDNF Kl % GLP-1
LI, Ve 58 AE AZ KT — RO IR AR B, IR H AR RS
SRAE A BEARAS T A K Il 5 mL, A5 Bh s 2 O bl
(FEER CHR (g ) AU A A BRA R, 3 133735) 4%
HE0)E (B0 10 em, 80538 B 2 2 500 1/
min, FFEEI2 % 12 min) , 73 85 100355 IF B AR AR
PRAT, FRIAE AR AR 5 o — AN o 1 F T EBC #7738
W B8 2k BDNF i EC G 28 i a7 6 (il [l 5 A
A2 WA R 53 AT 2 A\, JQY1900658) X L T
BDNF #1745 GLP-1 il B¢ G0 73 A6 04 5] £ (1
A 2 A= L2 Wi BR 54T 7], ZDI1800244 ) X il
1 GLP-1 /KA
1.3 WELIE R

@ [ P 41 1L i BDNF . GLP-1 7K -, @ %t
e AD 41 [R) 2 B2 A %0 ) B B % & 1l 7 BDNF .,
GLP-1 7K SR AT T BEPEAS 17 55 K peiR S TEMN
H 267 (Mini Mental State Examination, MMSE ) ,
Horb B4 M 30 43, 27~30 2r F RN T fig
W, 21~26 43 N R L 10~20 43 I 3R OR
JEE R LY R A =<0 43 AR 2 TR R, MR
MMSE ¥ 73 ¥ AD 4 i # 43 0 5% 4 (n=47) |
W4 (n=37) , A (n=20), @AD 4 MMSE
JE43 5 1li3%% BDNF . GLP-1 7K “F- (1 AH Gk - )G & %%
(BRI F 1 8-1, 378 FLAH OC M B, A, 27
HOA o6 R B AR BRI T oo, AR 3 AR oG B
55 o
1.4 Geitsorik

K H SPSS 21.0 Ge it B AT 5811400, i i
TEORLR A (2 ) ik, BIPIRI A FH ¢ 4G 56, Z24110] L
B F RS 5 >R FH Spearman 7 43 B () & & AD
4 MMSE 14355 IfiL i BDNF . GLP-1 /K- 4H ¢
P 5 B LL P<0.05 22 S5 BA S Lo

2 #R

2.1 W41 BDNF .. GLP-1 /K F b
AD 21 1135 BDNF .GLP-1 7K - IE F X iR 40,
ERAG R E L (P<0.05), WFE1,
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*® 1 WAME BDNF.GLP-1 KFLLE (x+s)
Table 1 Comparison of serum BDNF and GLP-1 levels

between the two groups (x+s)

2H ) n BDNF(ng/mL)  GLP-1(nmol/L)
AD 41 104 7.36%2.55 24.26%2.14
X 2L 99 11.79+2.01 31.19 +2.47
1 13.702 21.395
PiE <0.001 <0.001

2.2 AD HA[RIFEBE NI 2 BEREAG 2 L7 BDNF |
GLP-1 /K- Fb 4

AN TR DA %0 T B B A R B AR 00V BDNF
GLP-1 KV HE<HE<RE, ZRASIT¥HE XL
(P<0.05). W32,

R2 ADANFERENFMINEEERSE M5 BDNF,GLP-1
IKFLLE (x+s)
Table 2 Comparison of serum BDNF and GLP-1 levels in
patients with different degrees of cognitive impairment in AD

group (x+s)

21 n BDNF(ng/mL) GLP-1(nmol/L)
B 47 8.46+3.69 26.17+3.27
h R 37 7.172.01° 24.06+2.52"
A 20 5.13+1.13% 20.14+1.47"

FAi 32.983 13.646

P{H <0.001 0.001

SR R, P<0.05; 5 R, °P<0.05,

2.3 AD #H MMSE ¥4} 5 Il 7§ BDNF .GLP-1 7KF-
AR

% JH Spearman % 43 7 , AD /£ 4% IfiL i§ BDNF
GLP-1 /K ¥ 5 MMSE ¥ 43 & 1E # 3¢ (r=0.616,
0.742, P<0.05) .

3 it

AD fE 35 i PN T P T P e A PR
A AR Z B N AL & A )5 2R T R
FEWUR NN DI BEZ B3 o 6 IR = i — DR
5% /¥ BDNF ,GLP-1 %5 X 5 01 28 R G AFFE R
BeZR™, Xti, & ZKH#EN BDNF ,GLP-1 %} AD 1) %
R A — R,

BDNF & 1 & TR A iy — P 1 o, A
BRI, i)z, FEET TS S
B 5T, AT g Y Rl 2 2440 . BDNF ZEAR P 5
F 5, 5P SN LR TR T AR Rk
DIk 88 =M AR, GLP-1 £S5
J A1 TR AU, 2 — i AT A 280 1 M TR

2, HDH g 40 b g e A 2R B B IR AR
P di i , GLP-1 I i iR & 28 40 Wb , KR AR IR o b 22,
i) BT 2 £ 15 W 18 HE 2 SR, iE— 20 ROt B X, DA
T 3 4 A A KR S T A A5 R AL AR ot AR
Pt B AL A 2 3 Y AR S AR BT S I P A N T R
B A5 ERE 4 M 1L BDNF 7K R 55 D00 30 BE s
A7 ¢, [RIEE, B 458 " AEBF 58 GLP-1 5050
TIReAH T & 3L, DRI e i AB 3 1MLV GLP-1
PR KFEFR IR . XL, AR SO AD B I3
BDNF ,GLP-1 &0 58 J5 15t 5 Lk —2 4
Ik — 2 % BUAS [ DA 60 2 i o A A A L 3
BDNF \GLP-1 /K V- S i < B <FR . (Rl
B AD H 3 Il 7% BDNF & GLP-1 /K F48 {5 AD
B FEA 6, 5 Rdmb B g 5 2m 0 ghig—
., ST R A BDNF 2 5 T #4091 17
B4, fe ik o e fE | 0GR I S min s A
WA BR3P DI RE , 7126 IX ek = B 4 R ML B TA AT )
AE. 1 AD S35 R H kA= 72% , BH TS BDNF X #f
2Ry AT SRR Y, B 55 BDNF X # & f e 1E A
T REAR T LA EI D BE . GLP-1 fE % 175 1 fiki ¢
X 1 22 A L A T S, AR A LA 44 i i 0
SSRGS, PN T e — B I
RIS, F30/INES S 3 a6 S 56 B S GLP-1 32 {43
Bl & PR, S0 RO D 28 il ] S PE RS, BT AR 2
BEPEAE FHLBEZ 3, 5256 B2 [B] 24 > 58 1 S A Fn
RE BRI, LiABFE— 2 E S GLP-1 2 5
AD YR FRARAE, . 55— 7 , AN SCiE ioF Spearman 7: 43
Mrét SR WoR , AD 4 I 3% BDNF,GLP-1 K5
MMSE P52 IE A, 50 s MRS 4y
Br AD H A B AR FE IS A 45— 2,
HJF R Ny, i % BDNF 7K -k — 5 R#AG, g 1 IR
BRRE R GE R ZE 4G , T R T I b 22 T R A7 e
771, W0 55 Bk A PR i ML A 0 T 8 A AR
B, 2 G A5, AD S P23 T 2
BEG 52 T i R GE i & A5 5 1 fG b, 80K
A Ca* N, & BB Y Ca™ B2k , 1 GLP-1 .
BDNF /K- FREJG , 155 T PR 2 e R340 i iy
Y5 ST )V L 0 B 200 L PN S A (] B
U BE T, B B A (]2 ) iEC e S E T
F% , MMSE 343 B .

ZE L ik Bl R 2k i B AR I T BDNF
GLP-1 7K V-8 1k T 45 4 S e £ 35 U\ 0 ) i B 1 A
BE, AT AT AD A A
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COPD f¥ /i gl ik 1 e 85 1 i HMGB1 . TNF-o 5%
145 i ShHentyAH ek

IR RHE KRG EHW R EwWH

[ E] B BTS2 M 59 (COPD) 1 i 3l Ik =5 15 55 25 1M 35 v 3T B R 4H 8 11 B
(HMGB1) MR FE K F- o (TNF-o) 590518 DD RERTAHOCE . A 3E JEE 2017 4F 3 J 2 2021 4F 12 [
I TR) AR T 5 - N RS B B2 TR 19 122 461] COPD A4 il sl ik 5 i B 3 VE MR T 240, 53 e B 115 44 (44 &
BEXT ML, AR T 4L I R SRRy i 3 41, 43 512 COPD | 41 .COPD Il 4 .COPD I 4, % kb %
41 . =W 41 HMGBI1 , TNF-a 557K - B fiti By B8 45 W48 b , I 48 58 i D 58 55 HMGB1 . TNF-o 9 #H 56 1
SR IRYT4 HMGB1  TNF-a 7K F B fili 8l ik ibe 4 He 327 % HR 4L, FVC \FEV1I/FVC %L T X R4, 22 5%
£ G 5 X (1=71.049 ,55.086 . 37.79 . 36.47 . 27.46, P<0.05) ; 1A JT 41 % v, COPD | &4 40 1],
COPD Il A 52 5], COPDIIl J. 35 30 141, — 3V 2H & 5 i 2l ki 4 e \HMGB1 . TNF-a [KF-7KF-: COPD Il
#>COPD Il 41>COPD I #1,FVC .FEVI1/FVC: COPD I #H<COPD [l 4H<COPD I 41 , 2 R A Gt L
(F=14.392.13.389.6.525.10.526 . 11.604 , P<0.05) ; HMGB1 . TNF-a ¥ 7k *F- 55 FEV1/FVC% .FVC % i
5, 5l s Bkl R IEASE (P<0.05) . 2518 COPD f: i 2 ik i 1% £ 34 1.3 HMGB1 . TNF-o T fiE
B0 T 1 08 Je ML D BE I 00 , W) o e IR E— 212 W SR T 4 e S5 B k.

[SEsiA ] 1BMPHPEEE s sk e s S e R R A8 1 B MR RSB F o D RE

Correlation of serum HMGB1 and TNF - a with disease condition and pulmonary
function in patients with COPD and pulmonary hypertension

WANG Cuiying*, CHEN Hui, GENG Fang, WU Ruili, WU Xuli, LI Lina

(Department of General Practice, Zhengzhou Seventh People’s Hospital, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To investigate the correlation of serum high mobility histone B1
(HMGB1) and tumor necrosis factor o (TNF-«) with the disease condition and lung function in patients with
chronic obstructive pulmonary disease (COPD) and pulmonary hypertension. Methods 122 patients with
COPD and pulmonary hypertension admitted to the Seventh People’s Hospital of Zhengzhou from March 2017
to December 2021 were selected as the treatment group, and another 115 healthy subjects were selected as the
control group. The patients in the treatment group were divided into 3 groups according to the degree of disease
progression, there were the COPD I group, the COPD II group, and the COPD Il group, respectively, the
levels of HMGB1, TNF-a and other indicators of pulmonary function were compared between the two groups
and the three subgroups, and the correlation between pulmonary function and HMGB1, TNF - a was
investigated. Results The levels of HMGB1, TNF -« and pulmonary artery systolic blood pressure in the
treatment group were higher than those in the control group, and FVC and FEV1/FVC% in the treatment group
were lower than those in the control group, the difference was statistically significant (r=71.049, 55.086,
37.79, 36.47, 27.46, P<0.05). In the treatment group, there were 40 cases of COPD [ , 52 cases of COPD II
and 30 cases of COPD Ill , among which the pulmonary artery systolic blood pressure, HMGB1 and TNF-«
factor levels of patients in the three subgroups: COPD Il > COPD II > COPD I group, the FVC and FEV1/

KRB L E EFAHE AR B (2018020862)
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*AASAE S EFHE B, E-mail : tomoto2022@163.com
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FVC: COPD Il group <COPD I group <COPD [ group, the difference was statistically significant (F=
14.392, 13.389, 6.525,10.526,11.604, P<0.05). The levels of HMGB1 and TNF-a were negatively correlated
with FEV1/FVC% and FVC, and positively correlated with pulmonary artery systolic blood pressure (P<0.05).

Conclusion The increase of serum HMGB1 and TNF-a in patients with COPD and pulmonary hypertension

can effectively reflect the progress of the disease and the pulmonary function of the body, which can provide

reference materials for further clinical diagnosis and treatment.
[KEY WORDS]

Tumor necrosis factor a; Pulmonary function

X 45 4 BH 2 7 fili 2 9% (Chronic Obstructive
Pulmonary Disease, COPD) S 511 75 , fili DI e 52 it J2:
FoAE S B TR FE LR AR . COPD & A
By fili 58 98 PR A B3 N IR T il R H R A5 K, S B
BILAAR HE M o) < A UK b Je = 74 3R, B
P ) R i 4 2 — 2D R S B A S
W A8 5 | I 2l ik v s, o L I L T, B
O EZ RGN, 51 kA OELIE, & A O,
P& T KOs R R B R, i
COPD & Jf- i 8y ok i He 8 5 B A7 238, Wik PR 27 5 %
I 1 2 R % il B e 2% T4 B A2 A AT 4 T 40
BT, % BRI 5 AT % % 41 8 4 B1 (High Mobility
Group, HMGB1) 5 i 8 38 € [l F o (Tumor Necro-
sis Facto, TNF-a) §8— & 72 i I )2 it COPD 4 Jf- /i
Bl K e Fe B B Il D e R AT ok 5 2
A 8 4 e — BOW A o PRI A S S B I v
HMGBI1 . TNF-o 5 COPD ffiti 2l ik i Fe 8 #5005 1%
DI RERIARSCHE . BT .

1 AHESHE

1.1 — gk

PEHL 2017 4E 3 H & 2021 4 12 A W8] A4 N
5B R BE B SIA BY 122 1) COPD A il 3 ik 5 1
BEANERIGIT AL TS, 53 BRI 115 2 (AR kS
FURAT IR WBIT B E T 86 B, & 36 B, -1
Y (64.11£7.58) % 5 X AL 75 44, 20 40 44,
AR (63.01£7.22) % o WILLPER A4 S5 98K}
FL 22 S B2 L (P>0.05) , A ] Fo

AR UE : OFF A 12 A BH ZE 1 i 908 VR 97 8
HEE ) IF#R12 Sy COPD ; @754 (F 1= it 3 ik e
L R I ERE) b il B ik s R B2 Wi bR vE T B
A COPD &3 ¥ B Uaa 7, BRAE AR M FH 3 A0 5
BRI 259 @ T A B il B ko 46 i 2 i
40 mmHg; HEBR AR E : O B o R A% O WEs B A

Chronic group disease; Pulmonary hypertension; Serum high mobility histone B1;

QA It B A i 35 ™ FE e B AL B
Wy R @I R FAR B EBE . A5
ARATF B2 A H 22 25 A AL, T A ISR X 42 4
B AE R A
1.2 Jrik

W IR T R IR YT R O IR AR B A
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R T AEAE , B — 07 LA B BT FE A B
— AR SR BRI O RS A H B B bR
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TR A B 2B A BR A W], ZDI1800539 ) B A5
I B 3 W B G HMGB B - 7K F

Jits g e A < SR FH i 2 g A% (845 . MSA99, b
IR AL AT BRA A, U1 20182210193)
KA YT 4 B IR TR o B R A 1 R
WP 2 AR 5 ] B 2 1% F7 49 bE (Forced Expiratory
Volume in One Second/Forced Vital Capacity , FEV1/
FVC%) JH 717 it (Forced Vital Capacity, FVC) .

i 2y Jok 0 5 < P e b A 36 B B AR X IR Y 4L
BFRITRT O R R B T RSO B B G A
KR DB (RS . A8200S2P, TR Y T 22 {4 Bt
FOA BR B0 T v 20172231485 ) 46 32 46 2
%) it 2 ok M 46 T
1.3 WEAR R

Xt L 5 2 HMGB1 . TNF-a 7K °F- | fii D) BE K Jiti
I o XF LEAS [R5 1 = 4137 Y7 T HMGBL
TNF-o 7K« M40 7 2 A8 B 9 1 0 64T 0 4
43°h COPD T 41 : 4bF 201 , v &1 1i23R YT,
COPD Il 4 : &b T 2 PE I H /& Beify7 , COPD Il
2 I E T ICU ST RUA YT . X =4
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5 HMGB1 . TNF-o H T (/A e
1.4 G5k

K SPSS 27.0 Ge 24 5 o3 e Bt , i it E
BRI (2 £5) BB R TR, dLiH] HLRR T ¢ A58
Z W ] LR F R 5 5 >R H Spearman A8 A 53
Bt i B HE AH ¢ 48 A7 5 HMGB1 . TNF-a [H T Y 56
#, LA P<0.05 h2ZEFBAG R L,

2 &R

2.1 P4l HMGB1 .TNF-« /K i T g K fili 2 ik
JE Fe 5
VAT 4H HMGB1 . TNF-a 7K - Az Jiti 2 ik e 4 &

8 %t B4, FVC . FEVI/FVC% ¥ I% T % a4
ERAEGI#E X (P<0.05), WK1,
2.2  AAElEBEIRYTHT HMGB1  TNF-a /K FXT L
BT B E T, CcoPD [ H# A 40 1], COPD
Il A 52 5, COPD Il F 35 47 30 7l . — w2 fR 3
HMGBI1 . TNF-a K 7K*F-: COPD ll 41>COPD Il 4
>COPD | 4, 5 A4t E L (P<0.05), WL3k2,
2.3 A[FEIE AR R RE S sk
= V4 H # FVC.FEV1/FVC: COPD III 4 <
COPD [l 44<COPD | 41, Jitigh ik i 4e 1 : COPD Il 4
>COPD Il 41>COPD | 41, = R A G it 2= &8 L (P<
0.05), W33,

F1 WHHMGBI.TNF-a 7K FiTh8E BB Bh Bk E L4 (v+s)

Table 1 Comparison of HMGB1, TNF-« levels, pulmonary function and pulmonary artery pressure between the two groups (x+s)

205 n HMGBI (p.g/L) TNF-a(ng/L) FVC(%) FEV1/FVC (%) Jiti sl bk Wi 4 e (mmHg )
TBIT4H 122 7.52+0.83 73.86£7.92 54.6626.13 48.15+6.60 49.27+7.88
X 20 115 1.67+0.31 27.37+4.51 90.67+8.42 82.41+7.84 26.13+4.57

1 71.049 55.086 37.79 36.47 27.46

P <0.001 <0.001 <0.001 <0.001 <0.001

*®2 ARE¥RIEEEEITAIHMGB1. TNF-a KFEXTEE (v£s)
Table 2 Comparison of HMGB1 and TNF-« levels in

patients with different conditions before treatment (x +s)

R4 FHTHEEMEX$54R 5 HMGB1 . TNF-o FFHRITE K

Table 4 Correlation between lung function related indexes
and HMGB1 and TNF-a factors

2151 n HMGB1(pg/L)  TNF-a(ng/L)
CoPD [ 4 40 5.31+0.45 46.55%6.04
COPDII 41 52 7.28+0.62" 69.74+7.11°
COPDIT4H 30 10.88+0.85" 117.41£9.32*

F18 13.389 6.525

P 0.001 0.038

. 5 CoPD I 41 [b4E,*P<0.05, 5 COPD Il 41 45, *P<0.05.,

x3 AEFEEBERTAIMIIBERMENEKELE (x+5)
Table 3 Comparison of pulmonary function and pulmonary
artery pressure before treatment in patients with different

conditions (x+s)

413 ; EVC (%) FEVI/FVC  fili sk 4 e
(%) (mmHg)
COPDI 4l 40 68.96+7.85  53.77+8.94 41.93+5.07
COPDII 4l 52 56.57+6.63"  47.32+6.58" 47.86£6.29"
COPDIIZH 30 32.28+4.32°  42.10+4.90°  61.50£9.54"
Fii 10.526 11.604 14.392
Pl 0.005 0.003 0.001

.5 COPD [ #H Ib#,*P<0.05,5 COPD Il 41 IL4% ,"P<0.05,

2.4 i fEAH K8 bR 5 HMGB1 , TNF-a K F 1
FHRME

HMGBI1 , TNF-a A F /K ¥ 5 FEVI/FVC% .
FVC & 1A O¢ , 5 i 2 kol 4 Fe 52 1F A O¢ (P<
0.05). &4,

5H EFVC FEV1/FVC i s Jok i 4 e
s

r i P rfi PMA rfi  PMH
HMGB1 -0.785 <0.001 -0.896 <0.05 0.657 <0.001
TNF-a  —0.703 <0.001 -0.783 <0.05 0613 <0.001
3 itig

COPD J&—Fp il AT & J A 95 , 43 X6 WP S
Y R AT WP 55 . COPD £ 25 fiti T B 48 b 119 ke
AR ] Jz e £ 2 1 0 ) Ao S e R il o
fiE BE AR FE BE , 4T COPD fI6G 7 M2 Wil A3 4 s
(B 2 il 7 E 2 B S 2 5 | & MLAAR HE B 3 fhk
1o PR S5 FRAE , 2 I A7 0 5 6 W A5 , e B A
PLEE T BEFE R, 40 s v

T LB AR I A G ] B A A%k W COPD
Pl 20 Wk s e RR A e 1 AR R T T R R AR
W52 2% 4 H %F COPD A RN N R N RS
FH I R 7K P A AR AT 5T, I UF 52 HAH ¢ A 7
AT I R BE Az T Al AR 3 1S B 4R AR A A
By, HMGBI &2 —M RN+, S AR
G YIS, N I, A SR I HMGB1  TNF-a
LG MEA TR T4 COPD £l 3l bk 95 6 R e HLAT 1
B . A SCEE R A, 6974 HMGB1 . TNF-a 7K



TSR AR

202344 H 154 544 T Mol Diagn Ther, April 2023, Vol. 15 No. 4 - 621 -

- K fili 3 Jok W 4 R ¥ s % B4, FVC U FEV1/
FVC% YK T X} B 4H , 55 [F 4) Scarlata , Chrtstopher
SRR A —3K ., ULBH COPD il i fik s 1 £
# HMGBI1 .\ TNF-a &2 J7K Rk, i — 2540 Hr 5
K0, HMGB1 HA 558 1 G et , LA i
ZH 20 PR A G5 B, HMGB 233476 B 40 i iE 47
o N 2, R ARE 0F R PR IR P i 3R 3k, AT 2 5
COPD & R A R 2 TNF-o S22 3 UL IR R AE
A R T, K AR b S B S RE R 1 L
T i 50 1 3R AR R 52 I A2 P U R 0 5 s S0 o o
(B0 B R, 9 PR A 5 PR 3 1o 1 DR i 254, 5
RMUARSEA D R N, LRSS o AR SCitE—2F
X COPD 1 il oy ok e i 8 2 B A [l 1% R4 T IR A
W58 45 R 5 8 37 SCA " AE W 5T B i 0L A
£Fo UL COPD f i 0 ik i e £ 25 17 i ™ i
A N HMGB1 . TNF- o 7K V-8 =5 , i JH il 35 1) i e
ik ™5, AT HR I, MR HMGB1  TNF-a %6 4
PEA KV b T A A LR P 2R A 2 7 A s 4
i, i — A4 B AL 2, I A sl bk e ),
BUCHLARAIE 24 F 15 5 B0 1 0 Ak o &5 S B) 2k 5K
HMGB1 . TNF-« 5 COPD ¥ fiti s ik i FE £ & 1% A&
JEELIEAHE . Vasquez”' Ay HMGB1 , TNF-o i i
IR B 48 Kt BE 2 e ) COPD Hi 3 il T BE 451 475 72
., AT R E , HMGB1 . TNF-o [H 17K F 5
FEV1/FVC% FVC 2 A0 3¢, 5 1l s ke e 2 0 E
A, 28 I 25 EBF 8 COPD M H 7 5 il o B
KA WS AHAT o #ED HMGBI1 , TNF-a fig
VE ML it o) REAS 453 R BE PO TEAS FE b , X RT3
Wl A S SIKE R A R — e R T R
25 I+, COPD f¥/ifi ik /51 & 35 1l %5 HMGBL |
TNF-o Tt 5 BE A 2505 B FLi 17 1F Jie e AILAA it D) i
TEOL, BT A R IE— 22 W KR T 4w 2 % 00k

5% Hk

(1] kB AR, BB DL, % . ML GDF-15 /K 1518 14 fl 8
P il FB A I Bl K R T AR DG [T ). b = 2 i,
2020,17(5):113-116.

(2]  ATFJB, BREZD4, B 260 . i AR Kb N 715 K 58
2 L 2 i 5 975 8 3 I 2 Jik S 19 DG R [T ] o0 i 1 45 5
&3, 2019,38(1) :22-25.

(3] W F5mm, fRase, gk B 45 A8 LA O & il ah ke JR AR
IfiL{% CRP . IL-6 1 TLR4 1Y 25 5 32 1k B AHCHE 0 [T ). 4%
WL RE N HT SRR, 2019,26(4) : 645-649.

(4]  B&AFF . COPD o A8 25 0L 145 2 B 2 11 -1 7K S 0
TiRE RAE B T ACE B A HE M [T ], v [ 52502 Wi 2,

(5]

[10]

[11]

[13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

2019,23(9) : 1576-1578.

TN, B = R, 2 A . %4 COPD i 4 1liL 7§ SP-D . SOD
ET-1 . a-HBD /K~ B 5 5 175 7™ B R E A AR SCHE S A7 [0 ].
MR EZ 2%, 2019,31(4) :44-47.

BRI K5 R PR ZE LI 12 T AL R
TR 4 R M (2011 4R ETT RO A 407 —SCi R Ik [T ). o
W0 5 s 42k, 2013,12(4) :415-416.

IR R B . TRl 3 K g P SR MR B R [0 ] vl [ S R
Fik, 2007,27(4) :246-249.

EME, SRS, O, S M R IE TR I R R R
ML VAP-1 MSP SDF-1 /K5 ili S B | 2 Vi N 1~ B 2R 3%
Bt i G RS [)]. B AW B BE R, 2021, 21(16)
3164-3169.

K3 XUTE, Bl UOAR L 45 . ol -BU DA PG TE RS v 0 1 B 28
PEF R 45 I S Y ok B L Y R s B IR R B
SCLT). 2RI RBFSE, 2020,37(2) :193-195+198.

INF IR ARA 5, 78 . RS R L R R T
15 LA P 35 2 5 70 1o o 233 2 R O M A i 2
VFa i A5 2 4 it )y Dk v S RO AR DG [T . P8 e il 2% 75
2019,27(12):1179-1183.

XSSP, R U0, BRANAE A5 | A8 1 B ZE PR T e 0 A
1 T8 G REIRAS 5 R LB AR B il D) BE B AR Se A 43 [T ].
HhE AR, 2020,23(17) :2137-2141.
XUMSZE T 2%, XA . A1 sl Ik v s 17 48 2 BEL 2 P it s
FRE O R L CS R N e W = A B M L P8 <=1
5o F B4k, 2020,15(3) :315-318.

Chrtstopher JB, Jiang YL, Feng G, et al. Chromatin Land-
scapes of Human Lung Cells Predict Potentially Functional
Chronic Obstructive Pulmonary Disease Genome-Wide Asso-
ciation Study Variants[J]. Am J Respirat Cell molecularbiol ,
2021,65(1):92-102.

Scarlata S, Finamore P, Laudisio A, et al. Association be-
tween frailty index, lung function, and major clinical deter-
minants in chronic obstructive pulmonary disease [J]. Aging
clin Exp Res, 2021,33(8):2165-2173.

FEAEAR, 4021, A2 gt A5 b L S M i o AR A AL T
Galectin-3 | I1L-38 7K V-5 fili Dy BEAR SC AW [ ]. 1 A il 1
KR, 2020,22(2) : 152-156.

L SN . e o A P L R Tt g R 58 1ML 975 10 5 R B
-1 AW MR SC AR 1 1 K5 S A2 BRRAR 3% B i
BIAESCHELT ] R R 2R, 2019,22(1) :32-36.
EYLIE AR W B, GF 18 LR ZE M I I B A
AR MM TNF-o 5 8 %5 5 R D) REAH DG HETIE [T, I IR
JHiRFZ4 A5, 2020,25(7) : 1037-1041.

XA, BT, G ar 3. A VERE FEVEROR & TRl sl bk s 1
RN TR ] IWIRZEBE AR, 2019,47(1) :15-17+20.
Byanova K, Kunisaki KM, Vasquez J, et al. Chronic ob-
structive pulmonary disease in HIV [J]. Exp Rev Respir Med,
2020(5) : 1-17.

VFRSTE 2k M, 2 T . 18 LA o P o 300 6 2 R A TH
SIS RE R AR SR S AT (). BE 22 IR IR AT ST, 2019,36(6)
1153-1154.



- 622 - NTEWi SR TE 20234E4 45154 45445 T Mol Diagn Ther, April 2023, Vol. 15 No. 4

. a
.’I,/a 3 e

NLR . 4i: /= 32 D K ARSI G 15 R M2 Wb 15 S
5595899306 8l EE ey AH S Pk

RIE>  ZmAar Ak

[# ZE] B8 /8 NLR. A D R 7E 2 KO 56T 4 1912 W R H: 55 956905 106 3 B ) A DG o
Tk PEEC2020 41 F & 2022 4F 6 A 20 TR E BEURIA 9 128 #1128 KR ST R B FE VR AR AL, 1k
BT A3 R UIRRE 2R Bl B2 27 T T2 HEATAS AT B9 106 151 £ 35 VF Jo it BRAL, % L M9 20 # 3% NLR 4R £ D
I, J 5 254 ROC fZe 701 NLR (4E 21 25 D KSE 0 28 RUT 5675 28 (2 W (8 3 06 Ho A G152 16 3l
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4, 22 R BA G008 L (1=16.560 ,20.614, P<0.05) . ROC R /#7145 e i /R, NLR 44 2 D 7K S 1K
A2 W2 RIB G 48 28T A 91 R 0.968 ,0.954.0.993 . NLR 7K -« 25 95 1% 50 2 > v 553 955 175 3
SRGERR TG BN | 22 B A G124 2 L (F=258.00, P<0.05) ; 4t 4= 25 D 7K - AR5 155 Bl B > rp S5 0200 1 3 FiF
>SEPRTE S, 22 58 G X (F=103.19, P<0.05) . Spearman #5434 7% , NLR 7K F 5 RA %%
1 ) 2 2 E A O (r=0.889, P<0.001 ) 5 4 2E & D /K P 5 RA P9 16 3l i 522 1A 5€ (r=—0.711, P<0.001) .
5% NLR.4i4: R D Rlixd 28 KRG o1 R 2 Wiy B — @ 08, IS 12 Wi s se e 44, H NLR . 4i4:
D 5RO R AN ol HA B R DG

[XEIA] NLR; ZiEE Dy RGBT R ; 12 BRI shE

Diagnostic value of NLR and vitamin D levels in rheumatoid arthritis and their correlation
with disease activity

ZHANG Wang*, RU Jinling, XIANG Mingfei

(Department of Clinical Laboratory, Bozhou People’s Hospital, Bozhou, Anhui, China, 236800)

[ABSTRACT] Objective To analyze the correlation between NLR and vitamin D detection in the
diagnosis of rheumatoid arthritis and disease activity. Methods A total of 128 patients with rheumatoid
arthritis admitted to the People s Hospital of Bozhou from January 2020 to June 2022 were retrospectively
selected as the observation group, and 106 patients who underwent examination in the Department of
Endocrinology, Hematology and Reproductive Medicine clinics were selected as the control group. The levels
of NLR and vitamin D were compared between the two groups. ROC curve was drawn to analyze the diagnostic
value of NLR and vitamin D levels in rheumatoid arthritis. The differences of NLR and vitamin D levels in
patients with rheumatoid arthritis with different disease activity levels were compared, and the correlation
between NLR and vitamin D levels and disease activity of rheumatoid arthritis was analyzed by Spearman.
Results NLR and vitamin D levels in the observation group were significantly higher than those in the control
group, and the difference was statistically significant (r=16.560.20.614, P<0.05). ROC curve analysis results

showed that NLR, vitamin D level and the area under the curve of combined diagnosis of rheumatoid arthritis

KRB BN T EEHLT XA B (bzzc2019021)
A S r . E 0 AR E B I, 4, 2 236800
*il A2 4E# K IE, E-mail : zhangwang20150508@163.com
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were 0.968, 0.954 and 0.993, respectively. NLR level: high disease activity >moderate disease activity >low

disease activity, the difference was statistically significant (F=258.00, P<0.05). Vitamin D level: low disease

activity > moderate disease activity > high disease activity, the difference was statistically significant (F=

103.19, P<0.05). Spearman correlation analysis showed that NLR level was positively correlated with RA

disease activity (r=0.889, P<0.001). Vitamin D levels were negatively correlated with disease activity in RA

(r=—0.711, P<0.001). Conclusion The detection of NLR and vitamin D has certain value in the diagnosis of

rheumatoid arthritis, and the efficiency of combined diagnosis is better, and there is a significant correlation

between NLR, vitamin D and the disease activity of rheumatoid arthritis.
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Table 1 Comparison of NLR and vitamin D levels between

the two groups (x#s)

205 n NLR 24 2 D(ng/mL)
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WL 128 3.31x0.71 18.37+3.13

tE 16.560 20.614
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Table 2 Diagnostic value of NLR, vitamin D levels and

combination in rheumatoid arthritis
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Figure 1 ROC curve of NLR, vitamin D levels and

combined diagnosis of rheumatoid arthritis
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Prediction of slow blood flow or no reflow by serum NRG-1 content in patients with
STEMI before PCI

WANG Kun'*, WANG Lei*, XU Linyan®

(1. Department of Cardiology, Yizheng People’s Hospital, Yizheng, Jiangsu, China, 211400; 2. Department
of Cardiology, Eastern Theater General Hospital, Nanjing, Jiangsu, China, 210002; 3. Department of
Cardiology, Yizheng People’s Hospital, Yizheng, Jiangsu, China, 211400)

[ABSTRACT] Objective To study the predictive value of serum neuregulin-1(NRG-1) contents on
slow reflow or no reflow after percutaneous coronary intervention (PCI) of acute ST segment elevation
myocardial infarction (STEMI) patients. Methods Patients with STEMI who received emergency PCI in
Yangzhou Yizheng people’s Hospital from February 2018 to May 2022 were selected and divided into the
observation group with normal blood flow after PCI and the control group with slow flow or no reflow after PCL.
The differences of serum NRG-1 contents, circulating endothelial microparticles (EMPs) , laboratory indexes
and coronary angiography indexes between the two groups were compared. Logistic regression was used to
analyze the influencing factors of slow flow or no reflow after PCI. ROC curve was used to analyze the
predictive value of serum NRG-1 on slow flow or no reflow after PCI. Results The serum NRG-1 content and
post stent expansion ratio in the observation group were lower than those in the control group, and the EMPs

level, total stent length and C-reactive protein level in the observation group were higher than those in the
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control group (#x°=5.439, 4.352, 5.174, 2.534, 4.127, P<0.05). There was a negative correlation between
serum NRG-1 content and EMPs level in STEMI patients. Post stent dilatation, NRG-1 and EMPs were the
influencing factors of slow flow or no reflow after PCI in STEMI patients (P<0.05). The area under the ROC

curve of serum NRG-1 content on predicting slow flow or no reflow after PCI of STEMI patients was 0.884,

and the best cutoff value was 11.23 pg/mL (sensitivity: 91.43% , specificity: 80.00% ). Conclusion The

decrease of serum NRG-1 level is related to slow flow or no reflow after PCI of STEMI patients. Serum NRG-1

is a marker for predicting slow flow or no reflow after PCIL.

[KEY WORDS] Acute ST segment elevation myocardial infarction; Slow flow; No reflow; Neuregulin-1;

Prediction

28 [ AR Bl Ik /- AR (Percutaneous coronary in-
tervention, PCI) J2{R Y7 2P ST Bodf s A0 JILEE S
(ST segment elevation myocardial infarction, STEMI )
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SR A R ML I BTG A2 I A A AL T R SR A
(15 1)) LA Ke e A6 1% i 3 38 70 &2 i i % BREH (70
) o WA R — GRS , 2 R TG X
(P>0.05) . WL 1. ASHFFE U B 5 5L A
)R, ARA R B A 2 B s
1.2 18I sTC S i i YA s

ZRH4E T, ARl PCLJS TIMI Ifil i 43 2K T
P8 1l 3 Bk T &9, TIMI 0 2% T ¥ 51 JG I 37
1% Ry 5% 3] PR 4338 3 A8 R A6 AR AN R M 7 ed
TV 2E Sy , 2 2 Ay 3 5 39 AT R 3 ek AR A L A A
5k MR By Jok A2 v | H 385 5 500 1 A e DK 328 v I 3 R
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JH U =X 20 A A 0 79 26 1l P9 B2 30RE (Endothelial
microparticles , EMPs ) 7K -, >R FH IfiL % K11 ) 1
20 g 3% (white blood cell, WBC) | Ifil £T 2 [1 75
(Hemoglobin , Hb) . Ifil./)» #iz 71 %% (Platelet, PLT) ,
SR FH A AR 43 Bt ASCRS: 00 i AL 1 4% | A TE [ B ( Total
cholesterol , TC) . T it = i ( Triglyceride , TG) .
T R LR % 1 [5] T i (Phosphocreatine kinase iso-
enzyme , CK-MB) . .[» L L 45 & 1 1 (cardiac tropo-

®1 WAB—BABPEER [(xs), n(%)]

Table 1 Comparison of general data between the two groups [ (x+s), n(%) ]

20 51 n S (B ) AR (%) =1 Wl PR i I I 2 AR e
WAL N 15 9/6 65.61+10.42 9(60.00) 4(26.67) 10(66.67) 6(40.00)
X R4 70 38/32 64.02+9.71 38(54.29) 22(31.43) 41(58.57) 25(35.71)
r/t1H 0.163 0.573 0.163 0.132 0.337 0.098

P{H 0.636 0.568 0.686 0.716 0.561 0.754
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nin I, cTnl) . x4} Bk (Brain natriuretic peptide , BNP)
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Table 2 Comparison of serum NRG-1 content and EMPs
level between two groups of STEMI patients (x +s)

21 5 n NRG-1 (pg/mL) EMPs (//pL)
PR 24| 15 10.31+2.53 2 290.00£258.48
X HEZH 70 15.29+3.36 1 718.57+410.14

1 5.439 5.174

P1H 0.000 0.000

2.2 STEMI & # Il 75 NRG-1 & & 5 EMPs /K -
FRRH OGP

STEMI £ # IfiL7 NRG-1 & & 5 EMPs /K F B
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Table 3 omparison of laboratory indexes and coronary

angiography indexes between two groups [ (x+s),n(%) ]

ity WL pagiiekcl il P18
WBC(x10"/L) 11.61+4.47 10.94+3.12  0.727 0.469
Hb(g/L) 117.94+32.44  120.15+29.57 0.257 0.798
PLT(x10/L) 199.52+62.38  204.75x54.57 0.317 0.752
Fit AL 1% ( mmol/L ) 7.93+2.91 7.25+1.88  1.179 0.242
TC(mmol/L) 4.41+0.96 4.28+0.76  0.573 0.568
TG (mmol/L ) 1.740.39 1.66+0.28  0.933 0.354
CRP(mg/L) 17.61+4.12 14.04+2.77  4.127 0.000
CK-MB (U/L) 03.41+20.19  86.52+17.62 1.343 0.183
cTnl(pg/L) 30.59+8.25 28.14+7.74  1.127 0.263
BNP (ng/L) 754.52+192.58  719.39+134.58 0.846 0.400
SENER LA 1) Ch) 5.93+1.14 5.68+0.87  0.839 0.404
B (mm) 34.95+7.13 30.58+5.82  2.534 0.013
THREY kR 6(40.00) 48(68.57)  4.352 0.037

PCI i & A= 18 1L 3 5% JC &2 37 52 i R 2 (P<0.05) o
hLZk 4,
*®4 STEMIEEHPCIREBMRSREERHEIMEZES

Table 4 Analysis of influencing factors of slow blood flow
or no reflow in STEMI patients after PCI

AR BfE  Waldfi OR{H

THEKEE 0231 1271 1.260

THYEP B -0.581 6482 0.559

95% CI P
0.831~6.581  0.186
0.362~0.814  0.014

=

CRP 0.338 0.938 1402 0.838~9.192  0.275
NRG-1 -0.184  8.181 0.832  0.771~0.942  0.004
EMPs 0.018 6.181 1.018  1.009~1.762  0.020

2.5 iy NRG-1 7% 7 #ijl] STEMI f& # PCI J5 12
ML BTG R A ROC {470 Br

K HI ROC HIZE43#T M35 NRG-1 & & Filjl| STE-
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FE LT NRG-1 5 f 7l STEMI & % PCI 5 1% I i
o TG B T B AR B R 11.23, I sk T BT N Y
AL RS 73500 R 91.43% 1 80.00%., WA 1.,

100

ROC £k
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100 U
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1 i NRG-1 ®EFfll STEMI & PCI 512 M 5L
T E M ROC Hi 2k
Figure 1 ROC curve of serum NRG-1 content predicting
slow flow or no reflow after PCI in STEMI patients
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Effects of flurbiprofen axetil and dexmedetomidine combined anesthesia on agitation and
pain during recovery period of children undergoing tonsillectomy and adenoidectomy
ZHANG Feng

(Department of Anesthesiology, Funan County People’s Hospital, Funan, Anhui, China, 236300)

[ABSTRACT] Objective To investigate the effect of flurbiprofen axetil and dexmedetomidine
combined anesthesia on agitation and pain during the recovery period of children undergoing tonsillectomy and
adenoidectomy. Methods A total of 72 children who underwent tonsil adenoidectomy from June 2020 to
December 2021 were selected and randomly divided into the control group and the study group:
dexmedetomidine in the control group, and dexmedetomidine. Results There was no significant difference
between TOHR, MAP, SpO2 and RR in the two groups (P>0.05). T1, T2, T3, T4HR, MAP in the study
group were lower than those in the control group, the difference was statistically significant (P<0.05). There
was no significant difference in T1, T2, T3, T4SpO2 and RR between the two groups (P>0.05). The FLACC,
Ramsay, and PAED in the study group at T5, T6, and T7 were lower than those in the control group, the
difference was statistically significant (P<0.05). The VAS scores of T5, T6 and T7 in the study group were
lower than those in the control group and the difference was not significant (P>0.05). There were statistically
significant differences in PT, APPT, and TT immediately after operation and 36 h after operation between the
two groups (P<0.05). The incidence of postoperative adverse reactions in the study group was 19.44% lower
than that in the control group (44.44% ) , and the difference was not statistically significant (P>0.05).

Conclusion The application of flurbiprofen analgesia combined with intraoperative pump dexmedetomidine

F AR A 2021 B & e W T A R EAFFR B (FY2021-122)
VB A R B AR E TR AR EEAL | 24, B d 236300
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can maintain the extubation period, reduce agitation in the waking period, have less impact on coagulation

function, and have fewer adverse reactions.
[KEY WORDS]

my in children; Restlessness during awakening
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Flurbiprofen axetil; Dexmedetomidine; Anesthesia; Tonsillectomy and adenoidecto-
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Table 1 Comparison of the general data between the two
pediatric groups (x+s)

. PERL GRS RBR BMI BN
(Br) (%) (kg) (kg/m®) (min)
WIE4] 36 19/17 7.23+2.16 22.19+3.08 15.22+3.04 47.23x10.03
XHEZH 36 20716 7.19+2.08 23.04%3.11 15.16+3.02 46.17+10.12
/i 0.060  0.080 1.165 0.084 0.446
P 0.813 0.940 0.250 0.930 0.660

4150

(F1t45: 20200017, it #E S5 - E 255 H20110085,
TLI3 R A2 By A BR 2N /) AR 77 ) 5 96L& 5 R v
S, BiA% 5 mL: 50 mg (4iE%5 : 20201005, fit 1 SC
5 24 U H20041508 , Jb 57 28 550 24 15 1y A5 FR
Iy FEVEFE) s NW-9002S FURR IR 2 S50 5L,
A BT AL R A BRA w7 o
1.2.2 R 7

Ji A L AR AR R 12 /N, BRIEE AT 30 min
WL BT 4E i 0.01 mg/kg o A [R] — {37 J5 i3 25 U1 | T+
— MR E AR BRAE . A TFARZEG, BRI 2Tl F
Jok 38 B% L 7E A 10 mL - kg - h' LR 40 Ak A% TG,
[ B 2 Lomin', W00 % (Heart Rate , HR ) .
Jc B S ¥ 3 ik 5 (Non invasive mean arterial
pres— | sure, MAP) | JiK 4 11 %8 16 F1 3£ (Pulse oxime-
try , SpO2 ) Fll - 4% % (Respiratory Rate ,RR) ., #F
FFRIE 0.5 welke, NIA B 3 mg/kg N =X BT i 4 4
0.1 mg/kg F K FEHEATRBOE T, 7000 KA S A
3 min 7 A7E NS s R TP LU TN IE S 8~10
mg/kg - h FEi 75 KJE 0.5 we/kg - min 1 LAZESRF . X)
WA 25 T 47 LK E 71 A 1 pg - kg 22 3% 10 min
JEEUN 0.5 g kg - h AERE ST AR AL AR 2 kD)
T Dk S0 380 LU U 25 R 1mg/kg (AE B3R K B
Z5mL), R g T4 E4EKE , Jrik SR
FHIA
1.3 WEHEIR
1.3.1 ML) J12-A b

0 SR TP KGE % (TO) RREERS (T1) \FARIF
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MAP .SpO2.RR,
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1.3.2 Bt

(2)3KE 5 10 min(T5) .30 min(T6) } 60 min
(T7), 50 BRI R 6 3l B8 L PErEAl a4k
(FLACC) '™ | Ramsay 45 # PF- 73 FI1R [ 75 i 1 g
i AL PE 4> 2 26 (PAED) " 3EAl 8L B 8 3 1
i o DFLACC G4 i R A5 R FAREL 3 06 20 B
SR AR 2P, AR 0~10 4, A3 B s B S
HFE . (2 Ramsay WS ME  BIER 1 435 T R &
Foh 2 43 BB IE , X4 A RN AVGH R 3 435 R E , 1]
T M A 443 5 ABE | X M Js2 97 18 Sk 5 4% 5 TR B
W FIRG , X6 M [ TG S K 6 43 o (B) PAED PE4-Hriff: «
AL RN 75 AT 3E AT H 94T R PR O
HANE TR EE ., I 1A 30
FAF (043 ) AF (1 43) CREF(243) 22 (3 43) FIJS
(453), G 20 R T (0 40) (1 43) i (248) .
(3 47) FIRE (4 43) , e 53 20 43, 10~14 53 7F
B, = 15 S BB
1.3.3 It

WAl T5.T6 ., T7 B} [A] 25 A IR FE o A5 A
YIPE 43 (Visual Simulation Score, VAS) ™. 3+ 0~10
51,0 53 Jodm L 10 43 B9, TR SR A [l 7 R Y
P o
1.3.4  HEIMYIREFR b

ST ARG BN Z] RS 36 h R4 B 2 H
ki 5 mL, 43 & 1L i , £ T -80CvK4H . K H
ELISA 7256 ) 1M V75 458 i /g J5 Bsf (8] (PT) 36 AL 355 4
56 0L P AR 1] CAPTTT) | %€ I R[] (TT) (AR 48 1
Ji (FIB ) BE Il D g5 45 -
1.3.5 AR

Gt ARGk | HHIENE R 5 R
) ISR NI EUNA AL N S Y. 3
1.4 G5k

K H1 SPSS 22.0 A4 43 A £ Hli |, i i %R
(x+s) IR, 4R LR ¢ /90, 2 4108 LA
FREE ; T8 R RH n (%) ik, H 2 K56 .
Ph P<0.05 WA G755 L,

2 H#HR

2.1 P A[R]IE A HR \MAP ., SpO2 .RR {H 4%

i1 TOHR .MAP . SpO2 .RR [ # 2 7 481t
22 X (P>0.05) , WF 55 4 T1.T2. T3 . T4HR . MAP
IR F XTI, 278 502478 L (P<0.05) , 4

T1.T2.T3.T4SpO2 . RR M4 22 % L4112 = L
(P>0.05), WF2,

K2 WWHARERELHR.MAP,.SpO2 . RRELLE (x+5)
Table 2 Comparison of HR, MAP, SpO2 and RR values

for two different time points (X +s)

WoEd (n=36) XTHRZ (n=36) t{i PIH

HR(K/min)  76.19+7.12 76.23+7.06  0.024 0.980

0 MAP(mmHg)  77.29+6.17 77.2626.23  0.021 0.980
Sp0.(%) 99.06+1.25 99.03+1.23  0.103 0.920
RR(¥K/min)  17.23%2.10 17.2242.03  0.021 0.980
HR(K/min)  74.26+7.09 84.26£7.12 5971 <0.001

- MAP(mmHg)  80.17+9.08 00.24+9.16  4.685 <0.001
Sp0.(%) 98.19+1.09 08.24+1.22  0.183 0.860
RR(K/min)  16.24%1.02 16.24%1.22  0.000 1.000
HR(¥K/min)  70.02+7.04 80.02+7.24  5.941 <0.001

- MAP(mmHg)  79.28+8.11 89.22+8.01  5.232 <0.001
Sp0.(%) 98.15+2.01 08.03+x2.11  0.247 0.810
RR(¥K/min)  16.09+2.05 16.06£2.01  0.063 0.950
HR(K/min)  64.21+5.22 74.21+6.22  7.389 <0.001

3 MAP(mmHg)  75.19+8.01 85.26+821  5.268 <0.001
Sp0,(%) 97.55+2.17 07.68+2.27  0.248 0.800
RR(¥K/min)  15.17£1.06 1527126 0.364 0.720
HR(K/min)  60.19+7.32 70.14£7.22  5.291 <0.001
MAP(mmHg)  69.15%8.12 79.24+8.06  5.291 <0.001
Sp0O:(%) 97.17+2.08 07.22+2.19  0.099 0.920
RR(K/min)  15.05+2.12 15.02+2.03  0.061 0.950

2.2 W4 A [H I JA] 5 FLACC  Ramsay , PAED ¥
Iy HeER

iff 58 20 T5 . T6 . T7 A [m] B} [1] s FLACC . Ram-
say \PAED PJIXF XA, 22 A Gih 2+ L (P<
0.05), WL#E 3.

%3 WARERE S FLACC,Ramsay . PAED 343 b 2
(xxs)
Table 3 Comparison of FLACC, Ramsay, and PAED
scores in between the two groups at different time points
(xxs)

[iEnecl

(n=36) (n=36)
FLACC(43)  3.29+1.26 5.09+1.22  6.158 <0.001
T5 Ramsay(4))  2.140.12 2.89+0.22  17.957 <0.001
PAED (43) 3.62x1.09 6.42+3.06 5172 <0.001
FLACC(43)  2.73+0.26 3.92+0.28  18.686 <0.001
T6 Ramsay(4r)  2.11x0.16  2.79+024  14.145 <0.001
PAED (43) 3.25+0.22 4.25£0.16  22.056 <0.001
HR(¥/min)  1.65+1.24  3.85£0.35 10.245 <0.001
T7 MAP(mmHg) 1.90+0.26  2.50+0.19 11.179 <0.001
Sp0,(%) 2.20+0.24  3.22+0.24  18.031 <0.001

2.3 WL ASIEIRT[E] 5 VAS P4 e
W4 T5.T6 . T7 A [AI B 8] 15, VAS $E43 P{IC
TR, E A G L (P<0.05), L& 4,
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F4 WMAFREMESR VASIESLEE (x+5)
Table 4 Comparison of VAS scores between the two groups
at different time points (x+s)

T (n=36) XA (n=36) t{ P1A

T5 VASIF4r(43)  2.46+0.22 2.89+0.21  8.483 <0.001
T6 VASIF4r(43)  2.30+0.24 2.75¢0.23  8.122 <0.001
T7 VASiFsr(4r)  2.06+0.21 2.40+£0.31  5.448 <0.001

2.4 LA G AN A s [a] o5 1L 2D BE 48 br K FL 38
W20 AR J5 36 hPT .APPT . TT ¥4 i 7 & , FIB

AT, ARIERIZI 5 ARG 36 h FiRTEbr A 22
SA G X (P<0.05) (HE 4 AR5 B2 AR )5
36 h LiR$ghr b 22 5 RS 124 L (P>0.05) .
W25,
2.5 WHRNEA RN KA F K

W ARG AR KN & A 19.44% KT Xt
WA 44.44% , 22 55 LG4 7 L(P>0.05) . WL
*6,

x5 MARBARERESEMDIHEERERKELRE (R+5)

Table 5 Comparison of of the index levels of coagulation function between the two groups at different postoperative time points (xs)

asl PT(s) APPT(s) TT(s) FIB(g/L)
EEE AJ5 36 h ENEHE] RJ5 36 h ENEHE ARJG 36 h AREWZ ARE36h
WFFE4l 36 13.22+0.23 15.22:0.24° 36.22+2.06 39.26+1.22° 17.23+0.16 19.3940.17°  3.15+024  1.94+0.27"
XHRRZL 36 13.25+0.42 15.19+0.24° 36.17+2.09 39.22+1.22° 17.25+0.19 19.36+0.24° 3.16+0.25 1.96+0.14"
i 0.376 0.530 0.102 0.139 0.483 0.612 0.173 0.395
PH 0.710 0.600 0.920 0.890 0.630 0.540 0.860 0.690

a0 5ARE B2 e, *P<0.05,

xo6 WAHARBARRNEZERER
Table 6 Comparison of the incidence of postoperative

adverse reactions between the two groups

" g e B I7E IR L PRIGE R R R
aip o o T g N 1RO B BELE
o4l 36 1 1 1 2 1 1 7(19.44)
X 36 1 1 1 8 1 4 16(44.44)
718 5.170
Py 0.023

3 itig

SR B B )L Y SR T RE IR S5 K E A
R s, = E A, 4 52 R
HEMEh, SECE WD Y0 i 2R,
B K A JBR K 52 3 1) BsF i) 12 - 488 im e A3k
YRy RebE . U, By 1k L EE 5 I B sh i & A
S G PR 5 1 B A5, AN ACE B O L3R 5 95 i T
B, TR EUR R B RV Y e e R

ARWFFEEE R KB, W54 T1. T2 T3 . T4 A A
iF1A] 25 MAP  HR Y% BRZH , 2 W 6 HLI% S5 g
A7 F5FL R 2 B A PR B BB 2% i R b I 3 3l ) 2 Dk
3l il e 5 3 A & I HIAFAE— B R
Ao ) AT s D 22 4 T R Ah 3L T ek A R
[ia] PR b 22 A5 3, DT D AR i T, DD i T A
g, BT BN, B e o R R R T R
75 25 g R AT BELIRR 1T B L A7 SE TR 2 SRR 19 B
HHE ., BFSELH T5.T6 . T7 AN [E] I A] £ VAS KR

T4 K F 6 B 4L, BF 5% 21 95 T 00 4% ik 1) A5
FLACO J PAED P43 IR T X BEAH , & B 3 L i
I¥TR A R FEK S B R AT 4R R A R 5 B
S ROR | B 7 90 LL ¥ 25 TR 8 i BEC AT B Lk R B
FVEEIRT o 9 G I 25 Mg 3 oo PR Bk f 5, i ) SR 4
T RAETBA, P2 TH T IR AR, vl s 2459 1
Fe, AR A, BER 4 T5.T6 .
T7 B 519 Ramsay P47 =5 T X R4, A] i 5 900 LL %
I¥MR A RFEKE R E A —E MR R R
SRFFE 4] Ramsay VT35 X% IR, {H AR B ] -
RIGI, HAR A LFEmK o i w0 1, 4878 31
L% IS BRI G A 55 FE K TT 4 R IR Ak R | A
FBILARJE WK o XA G B i Dy e W I 25 2 R -
Wi 41 K J5 36 h PT. APTT ., TT 4 AR J& B %1 i Tt
1, FIB R s 4L AR 5 BRI Z) R J5 36 h 45 10 5E 1L
ifedebr b BB LGt 2 8 Lo R L% 2%
BRI & &7 28 KIE A RZ i (B3 i EE ML Yy g . 505
G UTRIE G R, SR AR LE U OF TR O S AR A
0GB HOR BE BT RE , 5 AR R —
o H AN IR AN B AT T W
25 WL R PR KRN LA i T B0 e sl | e B0 g ik
hE R AKRRE, FRANR RN EZEFEN
19.44. % , i EAK T XF BELL 1) 44.44. % , 2 B 5L EL %
IR A & X K JC X 242 sbak,  FARWGE
FEAS & /0 H 87 XM 0 52, BF 5% 45 31 ] B AF 7
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MMP-9 Lp-PLA2 ,CRP /K V- F+ & AT AR T 19 2P e i 1 o 2 £ 2 o B 05 AN R A e 6 R 28 (<
0.05) ; ROC M1 £ 70 M7 7k, 1L MMP-9 , Lp-PLA2 , CRP Bk £ Tl U5 i) AUC &y 0.984, T 5% BE 5 w5
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DPH -, = 2 1A 39 5 HAG AR i B B0 AN, HoK - R B TR A R,
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Effect of serum MMP -9, Lp-PLA2 and CRP levels on prognosis of interventional
therapy for acute ischemic stroke

HUANG Weidong'*, WEI Jipeng®, LI Jianbiao'

(1. Department of Neurology, Jiangmen Xinhui District People s Hospital, Jiangmen, Guangdong, China,
529100; 2. Department of Neurology, Zhujiang Hospital, Southern Medical University, Guangzhou,
Guangdong, China, 510260)

[ABSTRACT] Objective To investigate the effects of serum matrix metalloproteinase 9 (MMP-9) ,
lipoprotein - associated phospholipase A2 (LP-PLA2) and C-reactive protein (CRP) levels on the prognosis of
interventional treatment for acute ischemic stroke. Methods A total of 80 patients with acute ischemic stroke
who received interventional therapy in Xinhui People’s Hospital of Jiangmen from June 2021 to June 2022 were
selected as subjects. After 90 days of follow-up, the patients’ prognosis was evaluated according to the modified
Rankin Scale (mRS) score. The patients with mRS Score < 2 points were included in the good prognosis group
(n=61) , and the patients with mRS Score >2 points were included in the poor prognosis group (n=19). The
differences of serum MMP -9, Lp-PLA2 and CRP levels between the two groups were compared. Logistic
regression was used to analyze the independent influencing factors of short term poor prognosis in patients with

acute ischemic brain death after interventional therapy, and the ROC curve was used to analyze the predictive
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value of serum MMP-9, Lp-PLA2 and CRP levels for short term prognosis of patients with acute ischemic brain
death after interventional therapy. Results History of hypertension and diabetes, age, the levels of MMP-9,
Lp-PLA2 and CRP in the poor prognosis group were higher than those in the good prognosis group (’=3.848,
4.351, t=4.955, 4.072, 5.168, 8.743, P<0.05). Logistic regression analysis showed that Age >65, previous
history of diabetes, increased serum MMP-9, Lp-PLA2 and CRP levels were risk factors for poor short-term
prognosis in patients with acute ischemic brain death after interventional therapy (P<0.05). The ROC curve
analysis showed that the AUC of serum MMP-9, Lp-PLA2 and CRP combined to predict prognosis was (.984,
with the highest predictive efficacy (P<0.05). Conclusion Serum MMP-9, Lp-PLA2 and CRP are independent
predictors of short-term prognosis in patients with acute ischemic brain death after interventional therapy. The

combination of the three factors has high prognostic value, and the increase of their levels indicates poor prognosis.

[KEY WORDS]

protein; Acute ischemic stroke; Interventional therapy
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() b 37 fE B8 2% 5 ROC i1 28 43 B 1L 7 MMP-9 |
Lp-PLA2 ,CRP Tl 21 dife i 4 M A i 255 e 03 90 /s
FIFIAE . L P<0.05 R 25K G0 X,

2 HR

2.1 PHAA IR IR br LK

T AN R ZHAF I | v I HE RO s BE A 52 L 1f,
% MMP-9 . Lp-PLA2  CRP /K ¥ & T il J5 B 4
WM, ZRAGIE L (P<0.05), g1,

R1 WAMEXIERERLE [(n(%), (x£s) ]
Table 1 ~Comparison of relevant clinical indicators between

the two groups [1(%), (x+s) ]

i MERIE BEARA o b
el
5 33(54.09) 0(47.36) 0263  0.608
@ 28(45.91) 10(52.63)
AR (%) 64.42+533  71.38x540 4.955 <0.001
MR K 30(49.18) 11(57.89)  0.440  0.506
R s 21(34.42) 8(42.10)  0.369  0.543
FERP s
15 1L 20(32.79) 11(57.89) 3.848 0.049
Wi PRI 22(36.07)  12(63.15) 4.351  0.037
=5 1iLAE 7(11.47) 12(63.15)  0.004 0.945
FEHE I R 242l
K kiEfk 32(52.45) 11(57.89) 0462 0.934
NI P 2E 9(14.77) 3(15.78)
DR 2E 10(16.39) 3(15.78)
HAh 10(16.39) 2(10.55)
FEBEHRA
He J 21(34.42) 6(31.57)  0.574  0.750
KT 23(37.70) 6(31.57)
T8/ 17(27.88) 7(36.86)
KIRFIABERE (h)  5.60+1.53 571£1.71  0.266  0.790
f)ﬁﬁNIHssﬁ% 11.69+1.37  12.36x1.48 1.826 0.071
MMP-9(pg/L)
M ANIRITHT 155.39+24.13 163.28+27.25 1.206 0.231
M ARIT)E 72.79+7.65 82.61+13.04 4.072 <0.001
Lp-PLA2(pg/L)
A AIRITHT 203.25+29.30 215.63+31.31 1.582 0.117
AT 125.52+17.64 150.30+20.15 5.168 <0.001
CRP(mg/L)
A ANIRITRT 0.15+1.38 0.23+1.44 0218  0.827
AIRIT)A 4.00£0.55 5.32+0.65 8.743 <0.001

2.2 AT AIEYT B I i 2 v R T
Ja AN KL logistic [71 ) 434

L 90 d 2Pk il il P G AR o RR E R AE S R T
5 A R A AR R, LAFE 1 P<0.05 98 bR 78
B TRAE : 4F I (<65 %/ =0,>65 % =1) , & Ifil EEE A
B =0, J&=1) , B PR BEAE s (=0, &=1);
MMP-9 , Lp-PLA2 CRP /K-t 4 A o logistic

W] 943 47 7, AR >65 4 B PR BE A8 50 | il v
MMP-9 Lp-PLA2 ,CRP /K- T} 5 2474 A TR YT 1)
SUPEGR M AN A B IR TUS A R RN (P<
0.05), W2,

R2 TANBTHIMROEKEFEEZGHBTEAR
Y logistic Y35 #7
Table 2 logistic regression analysis of acute ischemic stroke
patients receiving interventional therapy with poor short-term
prognosis

KBS B SEAH Wald{i OR{  95% CI  P{i
FiE>65 & 0.243 0.109 4.970 1.275 1.030~1.579 0.026
w MERETEL 0347 0179 3.758  1.415  0.996~2.009 0.052
RERIREEE S 0.623 0227 7.532 1.865 1.195~2.909 0.006
MMP-9(pg/L) 0.104 0.048 4.694 1.109 1.009~1.219 0.302

Lp-PLA2(pg/L) 0.077 0.028 7.251 1.080 0.042~4.241 0.007
CRP(mg/L)  2.620 1.213 4.665 13.7351.274~148.039 0.030

2.3 IfiL{ MMP-9 Lp-PLA2 . CRP il ill| 2 4 5k ifiL
P M A R B L T A4

ROC 73 Hr 7w , IfiL 7 MMP-9 , Lp-PLA2
CRP BE4 T 75 (19 AUC iy 0.984., T 5% BE fc
L PP R— K (P<0.05) . W3 1,

#3 I MMP-9,Lp-PLA2,CRP Fill S &k i 14 i 2= 28
HEEPWREIETNNE
Table 3 Predictive value of serum MMP-9, Lp-PLA2 and
CRP in predicting short-term prognosis of patients with acute

ischemic brain death

5H  AUC ﬁ%‘fﬁ HORIE R 95% Ol P

MMP-9(pg/L) 0.787 81.79 0.684 0.869 0.653~0.921 <0.001
Lp-PLA2(pg/L) 0.822 144.25 0.632 0.869 0.722~0.923 <0.001
CRP(mg/L) 0944 491 0.789 0.951 0.895~0.992 <0.001
AT 0.984 0.947  0.967 0.962~1.000 <0.001
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Figure 1 ROC curve
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FeNO . NLR I £ Wi 5 X4 Wi 2. P 8 1 8 4 1
i

WRAE ATALT FH ORNE FEE O BRA

[ E] HH 5 FeNO  NLR Bt A il Uy i X 8 i Z0vk & 1F B 5 0 18 D05 59 70 00 # {8 .
ik JrhT 2019 4 8 JT F 2022 4F 10 H A 8 5UZR Jr R BECIR 1Y 96 14115 i 2V & A JB 3 I I R B9k}, AR
it B I T A R B W AR N B R b R B B S R A, 6 EE P4 R 3 ) FeNO  NLR & Jili 1y
fig , K FH Pearson AHCH: 43T FeNO \NLR | iti Ty i 55 W Wiy 2 M & A £ 2800 1 ™ a7 B ) R e 5 T4 il 32
RE TAEMZ (ROC) , 4347 FeNO \NLR B A Jili 2y it X 22 Wity S0k & 18 (B 3 0 18 PG A T M (. 45 R
B g S B2 4H BB E 1) FeNO \NLR 7P A T B W A5 o B2 240, i Dl g (FEV1I/FVC \FEV1%pred )31
W T EERGEEEA, ZFEESHFE X (1=4.401,3.199,6.066 ,7.518; P<0.05) , Pearson A&t
7R, FeNO NLR 7K - 5 B Wiy 21 & A £8 3 5 1 7™ AR I = IE A DG ¢ &, 5 I T B4 4R (FEVI/FVC
FEV1% pred ) £ A1 56 & (r=0.382,0.348,-0.412 ,—0.426 ; P<0.05) . ROC £k /3 Hr &5 i /R, FeNO
NLR . fili 23 BE 1 0 £ & 05 75 19 il 2 /i A3 51k 0,728, 0.681, 0.812.,0.875 , 156 4 11 I ith 26 T 4
0.948, #5518 FeNO NLR & Ml T g % 027 i Sk &V B 0 A5 PG B 000 M (B 58 &1, 1 2 e R 2 W fn
TRIT R S AR S A RS

[E@iA] PR —%RILA; NLR; e, Wehe 2tk 218 s EAh

Predictive value of FeNO and NLR combined pulmonary function in patients with acute
asthma attack

XU Xiaomei, SHU Dongdong*, LI Li, SONG Naibao, HUANG Tingting, PAN Liangdong

(Department of Respiratory Medicine, Hefei Jing Dong Hospital, Hefei, China, 230013 )

[ABSTRACT] Objective To explore the predictive value of FeNO and NLR combined lung function
in patients with acute asthma attack. Methods Retrospective analysis was performed on the clinical data of 96
patients with acute asthma attack admitted to Hefei BOE Hospital from August 2019 to October 2022. According
to the severity of the patients, the patients were divided into the mild and moderate groups and the severe and
critical groups. FeNO, NLR and lung function between the two groups were compared. Pearson correlation was
used to analyze the correlation between FeNO, NLR, lung function and severity of acute asthma. Receiver
operating curve (ROC) was plotted to analyze the predictive value of FeNO and NLR combined lung function in
the assessment of patients with acute asthma attack. Results The levels of FeNO and NLR in the mild and
moderate groups were significantly lower than those in the severe and critical groups, and the lung function
(FEVI/FVC, FEV1%pred ) were significantly higher than those in the severe and critical groups, and the
difference was statistically significant (r=4.401, 3.199, 6.066, 7.518; P<0.05). Pearson correlation analysis
showed that FeNO and NLR levels were positively correlated with the severity of acute asthma attacks, and
negatively correlated with pulmonary function indicators ( FEV1/FVC , FEV1%pred ) ( r=0.382, 0.348 ,
-0.412, —0.426; P<0.05). The ROC curve analysis results showed that the areas under the curve of FeNO,
NLR and lung function prediction were 0.728, 0.681, 0.812 and 0.875, respectively, and the areas under the

ABR A G BAE &AL AT AT R B (201904a07020012)
A A S AR 7 B R FR A AL, S, 402 230013
*iBAZAE R AT A%, E-mail : shudongdong@boe.com.cn
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combined prediction curve were 0.948. Conclusion FeNO and NLR combined with lung function have a high

predictive value in the assessment of patients with acute asthma attack, which can provide a reference for

clinical diagnosis and treatment of acute asthma attack.

[KEY WORDS] Fractional exhaled nitric oxide; NLR; Lung function; Acute asthma attack ; Condition

assessment
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F1 WMHABEFMFeNONLRHINBELLE (v+s)
Table 1 Comparison of FeNO, NLR and lung function

between the two groups (x+s)

it RE
FEV/FVC FEV,%pred
(%) (%)

5 n FeNO(ppb)  NLR

[
%Efé 60 51.36+13.72 4.54+1.43 70.02+13.88 76.08+£16.69
R
36 60.80£20.46 5.61%1.82 52.90+12.51 51.81+12.66
fE
tHH 4.401 3.199 6.066 7.518

P1E <0.001 0.002 <0.001 <0.001

2.2 FeNO.NLR . Jifi £y fiE 5 8 Wi 2 A 2 A £ 35
17 7 F R R A S

Pearson A&7 H1 i 78 , FeNO NLR 7K - 5 2%
Wi S R BRI R R IEAHCRR,
FiT DI REAR AR S TR OGS AR (P<0.05) o LA 2.
&2 FeNO.NLR.FiZNEESEIm 2L EEERITTE

EEREXE

Table 2 Correlation between FENO, NLR, lung function

and severity in patients with acute asthma attacks

. il Dy i
WiH FeNO NLR
FEV/FVC  FEV,%pred
RIEERE A 0382 0.348 -0.412 -0.426
P <0.001 <0.001  <0.001 <0.001

2.3 FeNO.,NLR ¥k £ Jifi U] i % 02 i 2 1 % 1F 2
I PTA B T A 1

22 ROC Hh 4 7 Hr 45 2R 87 , FeNO  NLR | filf
TR I5E A T i £ 1 AR 0.948, P F 5 — A
(P<0.05), W33 K1,

&3 FeNO.NLR EX & FiThgE X im 2R (E B ERIEIT
fEryF M E
Table 3 Predictive value of FeNO and NLR combined lung

function in patients with acute asthma attack

¥5kr AUC  95% CI  REJY FH)E P{E
FeNO 0.782 0.615~0.842 0.933  0.556 <0.001
NLR 0.681 0.562~0.801 0.883 0.825 0.003

izhie FEVI/FVC 0.812 0.727~0.896 0.717 0.778 <0.001
FEV1%pred 0.875 0.804~0.946 0.833 0.833 <0.001
XA 0.948 0.904~0.992 0.933  0.889 <0.001
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Figure 1 ROC curve
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Effect of Sanjin Decoction on CRP, LPS and PCT levels in postoperative patients with

upper ureteral impacted calculi
LI Minggian*, WEI Junli, LIANG Peng, HAO Yanjun, ZHANG Sai
(Department of General Surgery, Cixian People’s Hospital of Handan, Handan, Hebei, China, 056500)

[ABSTRACT] Objective To study the effects of Sanjin Decoction on C-reactive protein (CRP) ,
lipopolysaccharide (LPS) and serum procalcitonin (PCT) levels in patients with upper ureteral incarcerated
calculi after operation. Methods 350 patients with incarcerated calculi in the upper ureter admitted to the
People’s Hospital of Cixian County of Handan City from February 2019 to December 2021 were selected, and
according to different treatment methods, they were divided into the simple lithotripsy group (soft mirror
lithotripsy treatment, n=171) and the lithotripsy + Sanjin decoction group (soft mirror lithotripsy + Sanjin
decoction treatment, n=179) , the levels of CRP, LPS and PCT, stone survival rate, length of hospital stay,
quality of life, and complication rate were compared between the two groups. Results After treatment, the
levels of CRP, LPS and PCT in the lithotripsy + Sanjin decoction group were lower than those in the lithotripsy
group, and the difference was statistically significant (=55.694, t=5.086, t=7.043, P<0.05). 2 months after
treatment, the stone survival rate in the lithotripsy + Sanjin decoction group (0.56% ) was lower than that in the
lithotripsy group (7.60% ), and the length of hospital stay in the lithotripsy + Sanjin decoction group was shorter
than that in the lithotripsy group, and the difference was statistically significant (*=11.299, r=84.119, P<
0.05). The SF-36 score in the lithotripsy + Sanjin Decoction group (84.71 + 8.62) was higher than that in the
lithotripsy group (77.45 £ 7.93) , and the difference was statistically significant (#=8.190, P<0.05). The total

complication rate of hematuria and infection in the lithotripsy + Sanjin Decoction group was 6.15%, which was

EARA T b ESEEE P E S EAF R SR (2021481)
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lower than that in the lithotripsy group (16.96% ), and the difference was statistically significant (3*=10.103, P<

0.05). Conclusion The use of Sanjin Decoction in the treatment of patients with upper ureteral incarcerated

calculi can improve the levels of CRP, LPS and PCT, and decrease the recurrence rate of calculi.

[KEY WORDS ]
LPS; PCT
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Correlation between expression levels of peripheral blood NLR, VEGF and miRNA let-

7a and lymph node metastasis in patients with laryngeal cancer

SHU Zhongxian'*, ZHAN Hongxing', WANG Yue', BAI Chunxiong’

(1. Department of Otolaryngology, Yuncheng First Hospital, Yuncheng, Shaanxi, China, 044099; 2. Department
of Otolaryngology, the Fourth People’s Hospital of Shaanxi Province, Xi’an, Shaanxi, China, 710043)

[ABSTRACT] Objective To analyze the correlation between expression levels of peripheral blood
neutrophil/lymphocyte ratio (NLR ), vascular endothelial growth factor (VEGF) and miRNA let-7a and lymph
node metastasis in patients with laryngeal cancer. Methods 60 patients with laryngeal cancer admitted to
Yuncheng First Hospital between January 2018 and January 2021 were selected as the laryngeal cancer group,
and 30 patients with benign laryngeal lesions were included as the control group, and 30 healthy people who
came to the hospital for physical examination during the same period were selected as the healthy group. The
peripheral blood NLR, VEGF and miRNA let-7a were compared among the three groups, and the patients with
laryngeal cancer were divided into the lymph node metastasis subgroup and the non-lymph node metastasis
subgroup according to the lymph node metastasis status. The peripheral blood NLR, VEGF and miRNA let-7a
were compared between the two subgroups. Receiver operating characteristic (ROC) curve was drawn to
evaluate the diagnostic value of levels of NLR, VEGF and miRNA let-7a on presence or absence of lymph node
metastasis in patients with laryngeal cancer. Results The levels of NLR and VEGF in peripheral blood:
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laryngeal cancer group > control group > healthy group, while the miRNA let-7a: laryngeal cancer group <
control group <healthy group (F=110.518, 727.392, 402.508, P<0.05). Of the 60 patients with laryngeal
cancer, 28 had no lymph node metastasis and 32 had lymph node metastasis. The levels of NLR and VEGF in

patients with lymph node metastasis were significantly higher than those in patients without lymph node

metastasis, while the expression of miRNA let-7a was significantly lower than that in patients without lymph
node metastasis (7=5.078, 9.956, 6.353, P<0.05). The ROC results showed that the AUC values of NLR,
VEGF, miRNA let - 7a and the combined detection were 0.733, 0.807, 0.752 and 0.894 respectively.
Conclusion The expression of NLR, VEGF, and miRNA let-7a in peripheral blood of patients with laryngeal

cancer is abnormal, and they are related to lymph node metastasis. The combined detection of NLR, VEGF,

and miRNA let-7a is helpful to improve the diagnostic efficiency of lymph node metastasis in laryngeal cancer.

[KEY WORDS]
miRNA let-7a; Lymph node metastasis
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[ Z] B BT miR-30 3N MR 2 51 (SNP) 17 145 1516827546 C/T Fll 1510095483 A/C
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K-, FiE SNPscan ¥ %t 289 IS X4 rs16827546 C/T Hl rs10095483 A/C ff i E4 740 AL, % K4 H
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Distribution characteristics of polymorphisms of miR-30 gene rs16827546 A/C and
rs10095483 A/C in Guangxi population and their association with serum lipid level

WEI Yesheng'*, LUO Yangping', LIU Chao', GU Xixi', WANG Teng', ZENG Zhineng', LAN Yan®

(1. Department of Clinical Laboratory, the Affiliated Hospital of Guilin Medical University, Guilin, Guangxi,
China, 541001; 2. Department of Clinical Laboratory, Affiliated Hospital of Youjiang Nationalities Medical
College, Baise, Guangxi, China, 533000)

[ABSTRACT] Objective To explore distribution situation of miR-30 gene single - nucleotide sites
rs16827546C/T and rs10095483A/C polymorphisms in Guangxi population and compare its distribution
differences with other populations and to analyze level of common blood lipid indexes in genotypes. Methods
SNPscan technology was used to test genotypes of rs16827546C/T and rs10095483A/C in 289 Guangxi
population and serum lipid levels were measured by Roche automatic biochemical analyzer. Results There
were two genotypes of CC and CT at rs16827546 C/T locus in Guangxi population. And AA and AC two
genotypes at 1s10095483 A/C locus. Compared with the Europeans (CEU), Yoruba (YRI) and Italians (TSI)
announced by the HanpMap project, the genotype and allele frequency of the two loci in Guangxi population
had statistically significant differences (P<0.05). The genotype and allele frequencies of 1s16827546 in Guangxi
population were significantly different from those in Japanese (JPT) (P<0.05). There was no statistically
significant difference between the genotype and allele frequency of two loci in Guangxi population and Beijing
Han population (HCB) (P>0.05). Comparing the blood lipids of the two genotypes at the rs16327546 C/T site
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in the Guangxi population, there was a statistically significant difference between the TC and LDL-C carrying

the CT genotype and the group carrying the CC genotype (P<0.05). Conclusion

The miR - 30 gene loci

rs16827546 C/T and rs10095483 A/C polymorphisms in Guangxi population have different degrees of

differences among different ethnic groups and different regions.

[KEY WORDS] MiR-30 Gene; Genetic polymorphism; Guangxi population; Lipid
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2 #R

2.1 miR-30 3N rs16827546 C/T Hlrs10095483 A/
C P37 5 J R R A ) 25 S

IMIZE TR 1516827546 C/TFE1E CC(86.2% ) |
CT(13.8% ) WiFh LAY, 1s10095483 A/C i s AF1E
AA(89.3%) AC(10.7% )P FREER AL, UL 1.2,
2.2 J7 V5 A B miR-30 % K 1516827546 C/T FlI
1$10095483 A/C {37 15 Z2 A AEAS [R5 18] 1) 43 A

I P8 B miR-30 3£ A rs16827546 C/T K&K %!
P CC(86.2% )% I ;1s10095483 A/C FEFIRILL AA
(89.3% ) 22 W, , A A7 o5 1k DR 28 R0 45 37 5 PR 0T 46

: A~B ik /il 38 CCLCT B [HI R,

B 1 miR-30 B E % rs16827546 i &= il B
Figure 1 The sequencing map of miR-30 gene rs1682754
A B

T : A~B Sk 2338 AA LAC L,
B2 miR-30 B E rs10095483 fi £ il F B
Figure 2 The sequencing map of miR-30 gene rs10095483

R R LR, R sl E X (P>
0.05), W&EI1,
2.3 JT VY ABE miR - 30 3 [H 1516827546 C/T Al
rs10095483 A/C P 5 22 251 5 HA AR MR] A E st
I PG A A A7 e 3 DR AR A A B TR R S
HanpMap 1% /A 15 () CEU . YRI #1 TSI L%, 25 5
G278 L (P<0.05) 5 P4 ABE 1516827546
DR RS B U R 5 5 0PT Fh4s, 2R A Giit e
B (P<0.05) 5 ] P4 B 9 o7 1 5k PR 76 46 o 3
K 0 % 5 HCB L #% , 2 % L4 it % & L (P>
0.05), &2 %3,

K1 T EAEEmiR-30 EE 516827546 C/T # 1510095483 A/C B E B FNE I EF SRR (n(%) ]
Table 1 Comparison of rs16827546 and rs10095483 of miR-30 gene of Guangxi populationin in different genders (n(%)]
e RIS (% ) SRR (%)
215 ’ P ' P
7l " CC/AA CT/CC at & C/A T/C a &
316827546 LS 167 149(89.2) 18(10.8) 316(94.6) 18(5.4)
& 122 100(82.0) 22(18.0) 3.111  0.078 222(91.0) 22(9.0) 2.830  0.090
B 289 249(86.2) 40(13.8) 538(93.1) 40(6.9)
rs10095483 5 167 148(88.6) 19(11.4) 315(94.3) 19(5.7)
& 122 110(90.2) 12(9.8) 0.175 0.676 232(95.1) 12(4.9) 0.165 0.685
B 289 258(89.3) 31(10.7) 547(94.6) 31(5.4)

R2 TTEANEE miR-30 BEE 1516827546 C/T HEREBMEMERFRE AR MR NBEHLLE [(1(%) ]

Table 2 Comparison of rs16827546 C/T genotypes and allele frequencies of miR-30 gene of Guangxi population in different
regions [n(%) ]

BEA AR (% )

SN IERSIR (%)

o

415 (rs16827546) n o or - O P e T P, PIE
PN 280  249(86.2) 40(13.8) 538(93.1) 40(6.9)

RN A B (HapMap-CEU ) 224 208(92.9) 16(7.1) 5822  0.016 432(96.4) 16(3.6) 5486  0.019

H 7 A\ ## (HapMap-JPT) 172 162(94.2) 10(5.8) 7185  0.007 334(97.1) 10(2.0) 6773 0.009

A A (HapMap-YRI) 226 144(63.7) 68(30.1) 14(6.2) 21.790 <0.001  356(78.8)  96(21.2) 45376 <0.001

AL st U A (HapMap-HCB) 86 70(81.4) 16(18.6) 1184  0.277 156(90.7) 16(9.3)  1.088  0.297
= RA A (HapMap-TSI) 176 166(94.3)  10(5.7) 7.588  0.006 342(97.1) 10(2.9) 7157  0.007
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®3 AN miR-30 EE rs10095483 A/C EE B EMEFEINERSAE MK ABHILEER (n(%) ]
Table 3 Comparison of rs10095483 A/Cgenotypes and allele frequencies of miR-30 gene of Guangxi population in different

regions [n(%) ]

o LR (%) NI (%)
207 (1s10095483) n vy e oc P! P8 - c 71 PIE
PN 289 258 (89.3) 31(10.7) 547(94.7) 31(5.4)

M A (HapMap-CEU) 224 138 (61.1)  74(32.7) 14 (6.2) 61.182 <0.001  350(77.4) 102(22.6) 66.753 <0.001

H A& A#f (HapMap-JPT) 170 150 (88.2) 20(11.8) 0.117  0.733  320(94.1) 20(5.9) 0.110  0.740
AEPN A BE(HapMap-YRI) 226 178 (78.7) 42(18.6) 6(2.7) 14.852 <0.001  398(88.1)  54(11.9) 14.520 <0.001
Jb st BU% A (HapMap-HCB) 86 72 (83.7)  14(16.3) 1.935  0.164  158(91.9) 14 (81) 1811  0.178
B RM ABE(HapMap-TSI) 176 110(62.5)  56(31.8) 10(5.7) 52336 <0.001  276(784)  76(21.6) 56.582 <0.001

2.4 ]V N BE miR-30 # A rs16827546 C/T Fl
1s10095483 A/C 22545 MG K- HH M B
1s16827546 C/T i i #547 CC H A % LDL-C F1l
TC 5#547 CT R H A M L, ZRA G FE
X (P<0.05), W3 4, rs10095483 A/C i i AA B
TR AT G 4E Rk P 5 AC BEIBUAR HL 3K, 22
SEGIE X (P>0.05), WS,

F4  miR-30 B E rs16827546 C/T £ FE ) & T AE 547
B [(x£s)]
Table 4 Comparison of blood lipid indexes of miR-30
1516827546 C/T genotype [ (x+s) ]

2R (mrzgl/m (mrESl/L) (2551/5) ( rl;lglgl/(li)
cc 2.39+1.98  4.19+1.53  1.91x1.28 2. 72+0.95
CT 213x1.76  4.72¢1.16  1.69£1.10  3.17x0.84
1y 0.777 -2.558 1.117 -2.759
P 0. 438 0.013 0. 269 0. 006

®5 miR-30 EE rs10095483 A/C B E A f) & T M AR 154
Pb % (mmol/L)
Table 5 Comparison of blood lipid indexes of miR-30
rs10095483 A/C genotype (mmol/L)

R (amoL)  (mmerL)  (meer)
AA 2.35+1.97 4.23+1.45 1.87+1.26 2.75+0.93
AC 2.43+2.86 4.56+1.81 1.91+1.29 3.05+1.14
t{ﬁ -0.222 -1.180 -0.171 -1.625
P1E 0.824 0.239 0.864 0.105

3 it

miRNA TE £ WK N FEFEW) 2 miRNA (pri-miR-
NA) . Tii miRNA (pre-miRNA ) N Ji{ 2\ miRNA = Fh
JE X, pri-miRNA | pre-miRNA % 3 Dicer B Y] AN
T, WK Y miRNA , B3 1) miRNA V] 5 2
60% M N 25 25 11 5T 19 G 5 B A5 0 miR-30 1A
J& T miRNA JE R S8 s B i 5t 2 — , o i

HERMFAEL. 6 MYk L., HFREA
RO, K I DR R E A2 B miR-30 1A 4, miR-
30 H& PR 38 5= R T 40 A 0 T AP N L R E RN
W S5 B A B R, AT AR 0 i A K L2k
LI PR AR 56 B B9 & 9w AL b & 4 o A U Y
YER o Bl Ik o A% B Ak 2 5600 95 | gl ot 2 i 2
A1 JE i A5 s A B R e i AL i A AR S B A R
ik ks A A5 1 5 7 Bl 33X S T B JkORE I 4
it v I ) R B R i AR R S R R Y
XAk JE 42 4% LDL-C . TG F1 TC 7K F- 1 7+ LA
1L 7% H HDL-C Ay REAR . s I R Bk w2
I A 35 B 5 & 2E Y 50~80% ¢!, Zhang %5 B
LR, B miR-30 Xt 3 ik i FF A8 1L B AT £
YEH o LDL-C F1 TC 1 O Il 48 95 95 1) 2 W)
WL WP R, FE miR-30 23K 1M ¥ LDL-C
FITC K e Ah , miR-30 1 A i a1t K& X A=
B ) A FH 98/ i B A BGRT F LDL R & H i
Az, DA akE G g T A8 4 R AR I I R B . X e
WFFE 45 R, miR-30 1 GEFE S 5 1M BE P8 2 19 %
HEIL N 2 —  FLRT AR K IR S S BEIR TR YT Y
TR BT RS

AR, HE N 2 A 5 B Y E R 2 B O
O LR O T, Wk B PR F 9 4 A 1 A
A BRI RR 2 A (SNPs ) J2 A K] it 48 57
R i LR 2 T BRAS T IR AR S 5 | i DNA
A A BF 58 260, miR-30 KA Z 4T gtk
SNPs fif ffi, , iX LB I RE 1 SNPs i 5, 5 miR-30 FE A
TR R FH S35 1) i A A e e s DDA O Bl 25
NSRRI 58 0, 22 1 IX | 22 R 1) 43 FUE
S8 A N 22 S ST B TV A Y Wang 251
Xof e ] R R RO R SR T R 2 A S M A
e R AT TAFSE, 85 R R, G S5 3 R
BRI % B IR & (A IH E B (HDL-C ) /K I T
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DUIG N, vy JIE B R vy — 1 9 i AE A AR
o 58 2 T DU AN 5 Ling 2510000 3% [ 505 1
DU S 22506 5 IR [ RE(TC) AL IR 2 A
JI [ B (LDL-C ) F AR SR EA T T 5%, 25 S 5017 i
7N [R) 35 PR A [ 1M 375 TC A LDL-C /K- A7 7 I 3
PE22 5, PR Ul A [ B R e A R4 Il AH O
[R5 A R RN S R T REA TSR] . )
VAT o VG g DX, R v D B R R 1 R
M, ASBIE 5T 38 5 %F 289 )P AR rs16827546 C/T
H1 rs10095483 A/C & [K] 7 145 37 F PR R 45 43
B, G5 R R, T VG TRE R A7 ) 58 PR 2R R 45 467 356
PRI 8 55 N B I 13l 3 A1 9 CEU L YRIL TSI AH
P, o= S it 245 30, 5 3% bt pUgk A
WML, ZR TG FE , E R Ui, Mikiy
SOk ZE R R mMERNZ MM EERNEK,
TE MLV ABERE I 2 250 5 AR AR D PR 5
o AT GBI P AL A 116827546 C/T Fil
rs10095483 A/C AN[m] 3 K Y 5 1fiL fig 7K1 1) 25 5 5 &
B, rs16827546 C/T v 5 5 F & K 784 1 g =2 18] Hb
B, CT SR AY R TC (RHE B ) Al LDL-C ({25
JERRE HIHE ) 5 CC 4l bir, HE A S+
B X UL T AR miR-30 22751 1516827546
5 Rg B & RNV, A 5 TERFSE AR A D&%
IF, A A2 T8 rs16827546 3 15,

AT ST S B U TP ML XA miR-30 K 7%
1516827546 F1 rs10095483 7 iy & 22 251tk J JF F
G 48R T T P9 ABE miR-30 R K iR Wi 7 p st A%
Z A AR A T N 2 A
A 25 S AT RS IR T X B 2 A8 R IA R
h miR-30 3 PR FH 555975 I BIF 9% B2 T st A% 25 Ok
fih o ARSI IR KB P AHBE rs16827546 C/T 235
PE 5 1 7K P28 VIR OC | 338 ik 5 o 22 oAt A
T2 A AR SOt LA S5 2 i Bt 7 AH 5C
PP AT o BRI, AHEIE I RE AR D Tl AR
TEAEBERRAR 1), 7625 J5 B 58 A SR L2 Jin K
FEA LI HAA NS AL 22 h A RIS L R
ERFE AT Z O AT BETERF ST
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(UG TR 2 4 A% DA A 000 2 A 166 5 S 2 A DA Ve 6%
PRz Wi N

BE* Fmmy ERKE

(# ZE] B SHOMRIRE 2R R 0T AR (CNV-seq ) B 20 B 27 46 I 7E i i 7™ 1 7= /i i2 Wi
PR . Fik BEHEL 2020 45 1 A 2 2021 4 12 A R A4 PR AR BE R AT 7 AR A HL 26 F A TG A i A G
AL 196 11 1) e 8 7 B S WF ST 4, BT P A e A TR B 2R AR, X G L KRR A R4 T 240 i~ A B
CNV-seq K, 73BT He A PR HE A i LY (R S 45 0 DB T AT RS . SR AR A DS
S 40 ], 58 % 20.40% ; CNV-seq FEAR K H 58 52 ], 58 % 26.53% ; W5 # B H 8 R AR, 22 57
ToBE 5 L (4=2.045, P>0.05) ; 40 246 I +CNV -seq A K HY 53 65 4], 53 % 33.16% , 414 46
M CNV-seq Kzl 55 41 M 24K M +CNV-seq Kl LL#E , 25 A Geit2# 2 L (=8.151,P<0.05), it LK
J 4 DRI 7 B AR A 2 A 7 i i 7 P R W v AT R A I I FH A, LA 4 v ARG %

[SEsiA] IURE &R ANFHA ; i, Sidmid; - arg

Application of low-depth whole genome sequencing combined with cytological detection
in prenatal diagnosis of elderly parturient women

ZENG Mei*, WAN Xiaopan, WANG Chenhui

(Department of Obstetrics, Puyang Maternal and Child Health Care Hospital of Henan, Puyang, Henan,
China, 457001)

[ABSTRACT] Objective To explore the application of low-depth whole genome sequencing (CNV -
seq) combined with cytological detection in prenatal diagnosis of elderly parturient women. Methods A total
of 196 elderly parturients who underwent antenatal care in Puyang Maternal and Child Health Hospital from
January 2020 to December 2021 were retrospectively repeated non-invasive screening were selected as the study
subjects. All pregnant women underwent amniocentesis first, and fetal amniotic fluid samples were subjected to
cytological detection and CNV -seq detection. The results of fetal chromosomal abnormalities detected by the
two techniques were analyzed and compared, and the pregnancy outcomes were followed up. Results 40 cases
of abnormalities were detected by cytological detection, and the abnormal rate was 20.40% . CNV - seq
technology detected 52 cases of abnormalities, with an abnormal rate of 26.53 % . There was no significant
difference in the abnormal rate between the two methods (’=2.045, P>0.05 ). Cytological detection + CNV -
seq detection detected abnormalities in 65 cases, with an abnormal rate of 33.16 %. There was a statistically
significant difference between cytological testing, CNV-seq testing and cytological testing + CNV -seq testing
(¥’=8.151, P<0.05). Conclusion Low-depth whole-genome sequencing combined with cytological detection
has good application value in prenatal diagnosis of elderly parturient women, and has a high detection rate.

[KEY WORDS] Low - depth whole genome sequencing technology; Cytology; Elderly parturient

women; Prenatal diagnosis
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i W 7 iR e 35 JA 2 DL E AR 2, T A
e, FRE AT ZIRBORT T, B R A '
KA PTG . A SCHERHRIE | 1 i 2 VR iR G K
R ST ARG AR 7 10 O S D RE DGR | BR T
B EAL I IR N R A A R R R S U
43 831 18] 19 A= 5 0 0 552 RS O & A G AR AN O3 B
Y XUBSE RSN iR, T L A Bl ) A AR R Ry
5.6% , T G (01 53 2 Hh A R B 1Y i UL st IR 2
— A B R B S R LsE T B
4y J LA KRR R 1 B R ANEXS iR LA U
1M HXTGEE 2 T E AT ™ FREICRE
SRR ) IUE , 2P I s AT A I By 1k ™ B
B PP L AR o A AR A I A% G2 e iR
W5 , e e (A% AL 43 A A0 B 2 A I o Y —
it QL2 P B2 Wy “ G AR, (HZ 7 V5 A6 I ) 19
KL M PERBR o BEAE S TR DB Y S, i
R HBR 22 114 7 T2 W o HE 20 L 2 A DN 36 5 IR 3
4 5 R 41y $2 R (low - depth whole - genome se-
quencing , CNV-seq) {F Ry P B 12 Wr A 207 2, —
TR AR, AT D e A Y R AR
RO TR BE 4 5 DR 20 I I 50 AR 16 -5 400 i 2 A6 D0 7
EE A ETZ B R R . BARGE I .

1 BREFE

1.1 — Bk

PR 2020 4E 1 H & 2021 4E 12 H ¥ BH A 4 1%
gt BE HE 47 #5251 196 ] = 88 7 I 4R SR A 98 % 42
AR HE : OAG AT IR ; @4FI>35 % %2 17~
26 J& ; @EA W B2 Wis ik ; ©Jo ) DNA i
R Qe AR R @R LSS H i 25 3 R
s DR FEE T — 7 A e 0 AR ST o 5 @)
AT B RN E L Q%A 2N
B SRR = s, s A SRR A R 0 R KR
Y R AR 52 0 28 B G R 15 . HEBR AR
e : OB A A R 2L QEIR>37.5C; OF 21
SRR BE R AR IR s @BE LT RE SR SORE A I
BRSO MEMIAFRESE., BET
BIAE % (37.25+0.78) %, B 4K T it 48 £ (BMID) 2y
20~23 kg/m?*, 14 BMI(21.51£0.69 ) kg/m?,
1.2 ik
121 FEACRE

TE A5 58 AH DG 14 4 A 0 HE 55 3 J5E 2 ) 1Y 2% =
& FETCRARAS T AT B, R 4R 25 mL

K, Hod 15 mL KA ks 3%, 1 T 4 ik i
RIS HT , 5 mL T CNV-seq il & , 5 mL f#£ 47 . N
TH B B VR 75 Y6 3 1 5 ), SR 4E 2 mL (1) A1
I A5 7 o

B 2 AR R < I O 2 s TR b, EA
BM , IRZR G L0 26 IR 3540 5 R 2 K &, I 7 2
A B E R FUTE B S, PR G R s AR S
FIFE 51T, R R TT IG LA 28 K B AL, 2
IKCZE BT T R A SR S s i B
ok o BU SRR KU A 2 £
W, O P R RE 55 RS FIU G R T G A
HICB L.
1.2.2 2 FA I

Y (R AZ T 3 BT B il U S OK B 0 s
YR, B A B TSR R T A, A 4 mL oK
Rt RA G 37T CO 3N g 6~7d,
M A KOS R AT, B 2 /N B B e R
B, W BURT B 15 9% 3% 2 mL 39 1L 5 37 24~48 h; 24
20 P A R B HE BN S R =5 A, I LR
Y s, i A 60 wL Bk KA 2, 30 min J5 17 40 g
2F A0 B 5] H 40 B VS W, N A 4 mL EDTA-
JB 1 7 Ak 3~5 min;; Jil A 37C 0.075 mol/L & fL4f
W 6~8 mL, B T 37°C/K 44 N 20 min; FEIA
e T B [ E R 6 mL, YR A A R E 15 min, 37
VE W (A =W ), T I RE 41 i, W =
15 mL 3 T IRITIR A1 G B0, 3¢ BiE s Rl A
15 Y R B SR PR AR B RO 4 [ B et dk
HHF G 57 BN AS B F2 R R R4 IR
R BEANFEA TS 20~30 S0, 43 BT 5~7 AN 4H
JHL, e FEON 288 4 A 35t 4% = [0 s i 44 A i) 320 4 7 A% A4
AR FE S, & BLY A B A AR T EOR 43 B
ik
1.2.3 CNV-seq ¥l

FECEKFEA ) DNA , I X 2 HCE] () DNA
HEATEEAL , SR e o R P8 D1 H50A S A I 7] 8 2
25 T ) S M DNA 4l 1638 ) 0 43 55 4l
L 1Y) DNA $EAT SCPEFS |, PR FH v o )7 3K 51
& DNA SCJE S AT e &2 0%, ZRIBGI 7 %58k , il
AR 70 BT R G b AT 7 51 E T B BN o Bt L 3R AT
H AR G 0 PR /1 Z {5 A1 4238 >100 kb [ Y 2 (4 45 D1

Yot R 15 DUEAS S0P M A o < AR B 2 ) s 2
L 52 22 (ACMG) $5 B A - B A6l
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FEAS ok B G R 38 DL 0% 53 (copy number
variation, CNVs) 73 5 LLF 5 4> J5 1« 00 P
# D1 % 7% 5 ( pathogenic copy number variations ,
pCNVs) ; Al REEUE CNVs; I IR & SCAR B CNVs
(variants of uncertain significance, VUS) ; K
CNVs; Al fig R CNVs,
1.3 AU YRES SR E Ui

X 2 HEAT IR BE VT B2 BT ST A
AU YRES R B Az L4k ) o
1.4 Geiteirik

KHISPSS 21.0 Geit 4R A T s 704, 714K
BB n(%) 37, R 2 k5 THBORER I (R £ 5)
TR AT R . L P<0.05 HESA G438 X

2 #R

2.1 YA o
196 {91 F 7K AR AS v | e (o A2 R0 3 B e o iR S
W40 1], Ye RS A R 20.40% ., TLFE L,

®1 HAREFENER

Table 1 cytological results
SEHE O K R S (i) Kt 2R (%)
21-={k 8 4.08
18- =1k 3 1.53
13- =4k 1 0.51
AR 4 2.04
AL 2 1.02
MY EAEE S 9 4.59
Yo (4O 1 A8 S 8 4.08
AN A0 7 S 5 2.55
At 40(20.40)

2.2 CNV-seq Kl 2k
196 Il - K brAs i, CNV-seq 3 A K ) 45 5 5
HOR 52 0], SR R 26.53% , W 2,

%+ 2 CNV-seq#illl&5 R
Table 2 CNV-seq test results

SR K 0 S (i) i 2 (% )
21- =1k 13 6.64
18-=1{k 4 2.04
47 , XXX 2 1.02
47, XXY 2 1.02
47,XYY 2 1.02
A 7 3.57
pCNVs 3 1.53

Il PR SR B CNVs 10 5.10

KM CNVs 7 3.57

Al g KPE CNVs 2 1.02
At 52 26.53

2.3 CNV-seq Bk 20 = 4G I G (o A S 1 2

196 ] 3£ 7K b A 1, CNV-seq 565 4 A 2 46 1
e IR 5 65 ], 4t 4 33.16% , He 4 475 Eois
PG IR 78 62 1], i IR 3 SCOR BT CNVs 3 44
it i L (i i 5 20 7 ], A6t R 3.57% , H
HR A SR A HY 5 1) A6 R R 2.55% , CNV-seq
Ky 341, Kt N 1.53% o
2.4 CNV-seq. i s/ A5 i — 7 B G 5 CNV-
seq kB A PG e (0 A S R LU AR

CNV-seq . 4l il 27 46 I — & B 4G I e €2 44
S RIEL, 22 R g B L (P>0.05) 5 Ul
CNV-seq Kl 5 CNV-seq 1564 2 ifg 27 46 ) G £, 44
SR, ZR G L (P>0.05) ; gk
A0 A A S CNV-seq 1575 20 i~ A 0 Gt (0K S
AR, ZRA S E X (P<0.05) 5 CNV-
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Table 3 Comparison of chromosome abnormality rates
between CNV-seq and cytology alone and CNV-seq

combined cytology
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CNV-seq JEA AN K0 196 65 33.16"
PALE! 8.151
PiH 0.016
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1% CysC.CRP Fe GADA S5H% IR B 9 84 i 25 ™
L RO i A5 SRR DG &

EF RK* %% KGR

[(# E] BH HITWEMEREIE C(CysC) .C KM H (CRP) K A2 R B AR P& (GADA)
EjBE PRI 5 (DN) SR #0028 ™ s R M B R R A A RGO A F 4 (MACE) G R . Ak £
2019 4 01 A 2 2021 4F 9 J FA T AN REER#Ei2 1) DN 3 92 4ilic >4 DN 41, BE i [m] i 3 7] 2= B
A2 TC B R (DM) S 25 43 (9110 2 DM 20 5 FLAKS: filt e A5 B 25 50 50 S fil Xy R, b = 2H il
¥ CysC .CRP Fll GADA /K- ; L4 A 7] Mogensen 733118 DN H 3% 1fiL{7F CysC .CRP #l GADA /K-, 3R
Spearman 3 A5 2 #7115 45 F6 PR K F 5 DN Hi# Mogensen 4330 BOAH G 5 BT 1 4F , PEH LA LA R
LML F 4 (MACE ) 43 3C MACE 4 (n=36) 53E MACE 4 (n=56) , 47 A 2 43 I 22 il ROC 1th 28 36 4iE
1.7 CysC .CRP fl GADA /K% DN B FJE 5 & 4= MACE FiZWiskiit. 53R DN .DM 2H 5 i fE Xt
FREH 1ML CysC .CRP Fl GADA /K- W#, 22 A 4e 12278 L (P<0.05) , H ' DN ZH /K 1 fie i ; DN 8 3%

I 87, 1 H 5 19~ V 1B 1L CysC . CRP.GADA 7K F L, 22 5 HA S it 22 B L (P<0.05) , Mogensen
3 3148 125 5 b K O 25 5 Spearman 5G4 43 7 B 45 S 7 , DN 3 1M1 7% CysC .CRP .GADA 7k - 5 DN
% Mogensen 433 11 2 1F A 3¢ (P<0.05) ; Bl £ 43 BT 45 3 7R , - #% . TG . CysC .CRP LA J2 GADA J& DN
IR & E MACE 20 B % (P<0.05) ; ROC [l £k 25 5 i 78 DN i35 1M ¥ CysC .CRP .GADA /K5 =
TAR bRIE A 1281 DN 3 J2 75 & 2E MACE (£t F i fL(AUC) 4351k 0.720.0.695 .0.794..0.868 , ¥ B AT &
I B2 Wi AL fig (P<0.05) , Fh Ik &2 Wi & TR Ii2 Wi . 4518 M CysC.CRP J GADA 5 i 4
Mogensen 73] 5 IE AR 56 , AT 21 93 1% 04 2 E B2 B[] ERF 5600 M0 85 S 21 e s A2 N (L, B0 mT s Lk 4
B FH T L ™ R PP AL B I 4S R AR B A T .
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Association of serum CysC, CRP and GADA with lesion severity and cardiovascular
events in patients with diabetic nephropathy

KUANG Lei, DAI Wu*, ZOU Lingling, ZHANG Suwan

(Department of Endocrinology, the Second People’s Hospital of Hefei, Hefei, Anhui, China, 230001)

[ABSTRACT] Objective To investigate the association of serum cystatin C (CysC) , C-reactive
protein (CRP) and glutamic acid decarboxylase antibodies (GADA) with the severity of the disease and the
occurrence of major adverse cardiovascular events (MACE) in patients with diabetic nephropathy (DN).
Methods Ninety two DN patients who visited the second people’s Hospital of Hefei from January 2019 to
September 2021 were selected and classified as the DN group, 43 patients with diabetes without nephropathy
(DM) who were admitted to the same hospital at the same time were selected as the DM group, and 50 healthy
volunteers who were admitted to the regular physical examination were recorded as the healthy control group to
compare the serum CysC, CRP and GADA levels among the three groups. The serum levels of CysC, CRP and

GADA between DN patients with different Mogensen stages were compared. The correlation between the levels
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of each indicator in serum and the Mogensen stages of DN patients was analyzed by Spearman analysis.
Followed up for 1 year, according to the occurrence of MACE in the MACE group (n=36) and the non-MACE
group (n=56) , factor analysis was performed and ROC curve was drawn to verify the relationship between
serum CysC, CRP and GADA levels. Results The levels of CysC, CRP and GADA in the DN group, the DM
group and the healthy control group were significantly different (P<0.05), and the DN group had the highest
level. The serum levels of CysC, CRP and GADA in DN patients with stages I , I vs stages Ill to V had
significantly different (P<0.05). The higher the Mogensen stage, the higher the index level; the results of
Spearman correlation analysis showed that the serum levels of CysC, CRP, and GADA in DN patients were
positively correlated with the Mogensen stage of DN patients (P<0.05). The results of factor analysis showed
that age, TG, CysC, CRP and GADA were the influencing factors for the occurrence of MACE in DN patients
(P<0.05). The ROC curve results showed that the combination of serum CysC, CRP and GADA levels with the
three indicators in diagnosing DN patients with or without the occurrence of MACE had an area under the curve
(AUC) of 0.720, 0.695, 0.794, 0.868, respectively, with good diagnostic efficacy (P<0.05) , in which the
combined diagnosis was higher than the single diagnosis. Conclusion Serum CysC, CRP, and GADA are
positively correlated with the Mogensen stage of the patient, which can reflect the severity of the disease, and
have a high diagnostic value for cardiovascular events, or the above indicators can be used for early disease

severity assessment and effective diagnosis of cardiovascular events.

[KEY WORDS] Serum cystatin C; C-reactive protein; glutamic acid decarboxylase antibody ; Diabetic

nephropathy; Cardiovascular events

B PR ' % (diabetic nephropathy , DN) /2 4 IR
o £ A R R ) v IO 5 | S U i O A S AR, A
A 19— B A R [F] 2 B0 ko
FEREAL A ST s R R I R B IA Sk, T8 i
13 B 9 PO 1 T 3, 5 B A R B XRE TR YT
A AT RERH IE 15 A R BEAEAFIT K00, DN s
R ZEEL | 0 PN G AT 3 R A
Gy R HE LA s ks e A5 A Sy S5 At 1 0 AR
SR DN AR 5000 1 A8 o i 17 25 B B [t
Il PR i i e = e S BBURREE R ) DN ARG
IS B R I B, IR L, 6938 ] A 302 B S
5 PO A AS B SR 0 IR A, R Sl R
MIZia o E . AR, L I i
4 % C (cystatin C, CysC) ,C [ i & H (C-reac-
tive protein, CRP) " 2% & ik it 2 I $1t 14 ( glutamic
acid decarboxylase antibody, GADA) "' 5 DM f# &
KA BAA —ERFR ; [ =I5 5 5 i
13 & A AR B0 1% 2 (major adverse cardio-
vascular events, MACE ) 45 3¢ 7, 1fij i JCAF 5% i 18
GADA 5 DN % /s MACE [ G5 o [ A 58 %)
DN B # IfiL 7 CysC.CRP [ GADA #EAT il , Jf it
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JUE Bl P 43 6 R e R OFEZE HA R 2= 5|
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TARBGEH TR DE B E MRS, B 45
WM B R REE, W TR E KA, U
b= AUS800 4= 1 2 A Ak 23 B A i £ 5 25 i I
Bl L I3 CysC. Il JLEF (serum creatinine, SCr) .
AH [# i ( total cholesterol , TC) . H i =g (triglycer-
ide, TG) . CRP . JK lH & (urobilinogen, BUN) ,
iFlash3000 k.77 % 55095 43 Hr AL & GADA 7K-F-
JUT AT A 2 77 A e N S 56 2 A v AL R E E A T
1.3 Stk

fifi FH SPSS 21.0 17 G i 84l e it oMo 3
HYORH (x2s) s, PRALIA] HLAEH e K56, 24 1)
FLHH F A 30 s THECE R n (%) o, LW 1
K56, UAER 521 K & F] Spearman AH 4 | logistic
[B1 U5 5007 5 8 FRI2 Wi FH ROC B8 43-#7 5 P<0.05
R R G FE L
2 #HR
2.1 413 CysC.CRP Il GADA /K 45

DN #1 . DM £ 5 fit & %F H8 21 1fiL % CysC . CRP
H1 GADA /K e #5 - DN 2H>DM 2H >t e X FR 24
25 B G X (P<0.05) , Hi DN 4K f%
e WA,

R1 KHAME CysC.CRP 1 GADA K FELLER (k+s)

Table 1 Comparison of serum CysC, CRP and GADA
levels in each group (x=s)

2091 n  CysC(mg/L) CRP(mg/L) GADA (IU/mL)
DN 2 92 1.29+0.30 7.65+1.67 6.26+0.67
DM 4 43 0.99+0.24 4.39+1.12 2.29+0.55

fRFEXTRA 50 0.42+0.12 0.68+0.21 0.68+0.12

F{A 197.209 470.332 1914.160

P1E 0.000 0.000 0.000

2.2 N [A] Mogensen 43} ) DN £ 3 Ifil i CysC .
CRP .GADA /K- 4%

DN 3% T3 44 1] . 1139 36 51 . T3 10 6]
IV 1 %1, V1], 4 Mogensen 43 1 9 I
CysC .CRP ,GADA /K [b 3% . A~V #i> 11 1>
I ], 2R A5 1272 L (P<0.05) , Mogensen 4}
R R K . IR 2,

2.3 DN H & IfiL7% CysC.CRP il GADA /K 5
Mogensen 43 H 4 5

Spearman AH JCPE S B2 45 2 s, DN AR I
i CysC.CRP ,GADA /K5 DN H# Mogensen 4
I 5 IEAH G (#=0.67 .0.581 ,0.614,, P=0.000) .,

% 2 7A[E Mogensen 4> Ei#J DN & M CysC.CRP,
GADA K FLEBE (x+5)
Table 2 Comparison of serum CysC, CRP and GADA

levels in DN patients with different Mogensen stages (x+s)

Mogensen 7]  n CysC(mg/L) CRP(mg/L) GADA (IU/mL)

18 44 1.22+0.11 7.03x1.33 5.95+0.56
10| 36 1.31+0.14 7.94x1.51 6.28+0.64
I 47~V 1 12 1.52+0.27 9.05%1.62 7.34+1.18
FH 19.125 10.469 18.816
P 0.000 0.000 0.000

2.4 DN BFH & &L MACE HH 2507
MACE 4 5 4 MACE 41 /9 4F #% | =5 18 il B |
TG.CysC.CRP 5 GADA 2 % H A G it X,
MACE 1 4F % . 25 i Ifil % . TG . CysC.CRP 5
GADA 5 F3F MACE 4 (P<0.05), W33,

*3 DNEERBTEEMACERRARSH (n(%),(xxs)]
Table 3 univariate analysis of whether patients with DN

developed mace [n(%), (x+s) ]

R
worn RO TSR e oo
(L) 72.58+6.13  65.68+6.33  5.166 0.000
DM #i e (4F) 10.57#3.14  10.58+4.06  0.013  0.990
BMI(kg/m?) 23.06+4.71  22.58+4.17 0512  0.610
23 [ 1B (mmol/L)  8.54+0.97 8.02x1.31 2.047  0.044
TC(mmol/L) 5.77+1.01 5.34+1.03 1.969 0.052
TG (mmol/L) 2.84+1.51 2.37+0.69 2.027  0.046
SCr( mol/L) 03.17+22.13  91.54%19.41  0.372 0.711
BUN (mmol/L) 7.23+2.46 7.07+1.19 0.148  0.677
CysC(mg/L) 3.07+0.68 2.53+0.53 4.264  0.000
CRP(mg/L) 8.17£1.26 7.32+1.01 3.572  0.001
GADA (IU/mL) 7.14+1.12 5.69+0.94 6.695  0.000

2.5 DN #EE ML MACE £ Z logistic [7] 1]
G

£ 0 46 PE ] H 4y B 45 R BN L AR L TG
CysC. CRP Ll X GADA J& DN f# # & & & 4t
MACE 5 1 [H % (P<0.05) . W34,

2.6 DN & & L7 CysC.CRP,GADA /K~F- % DN
HBF A % MACE 27 ROC i £:

ROC £k 45 J i 7% DN 23 113 CysC .CRP,
GADA /KF- 5 =8 Fr kG127 DN B # & & k
4 MACE #i £k T i L (AUC) 43 %) 4 0.720,0.695
0.794.,0.868 , ¥ B A7 K 4f (112 Wi 24 fE (P<0.05) ,
HrhikGizWim TRuZE, ks # 1,
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&4 DNEHREE L% MACE £ E X logistic EJA4 47
Table 4 multivariate logistic regression analysis of whether

patients with DN developed Mace

HAsE  BIH SE A Wordfi OR 95% CI Pl

Ry 1447 0 0.726 3972 0235 1.024~17.636 0.046
TG 0.405 0.201 4.060 1499 0.997~2.254 0.044
CysC 0397 0.183 4.706 1487 1.039~2.219 0.030
CRP 0471 0.176 7162  1.602 1.134~2.261 0.007
GADA 0.678 0.164 17.091 1.970 1.428~2.717 0.000
Wim o 2247 1.024 4818  9.459 0.028

%5 CysC.CRP.GADA 7kt DN &R &% & MACE
W ROC #i k45 R
Table 5 ROC curve results of CysC, CRP, GADA levels

on the diagnosis of mace occurring in DN patients

A b AUC 95% CI Y FERE PIE
CysC 0.720  0.611~0.830  0.639  0.804  0.000
CRP 0.695  0.580~0.810  0.639  0.714  0.002

GADA  0.794
AW 0.868

0.700~0.888 0.778 0.679  0.000
0.789~0.947 0.722 0.929  0.000

1.0

0.8 CysC
CRP
GADA
0.6 e
# e ]
E 548

0.2

0 02 04 06 08 10
145535

E1 CysC.CRP.GADA 7KEXt DN £2E 25 % 4 MACE
IS H ROC ph&k
Figure 1 ROC plots of CysC, CRP, GADA levels against

the occurrence of mace diagnosis in DN patients
3 it
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Relationship between serum 3-NT, Hcy, PLR, FGF23 levels and cognitive dysfunction
in patients with cerebral small vessel disease

WANG Yining*, LIAO Ziwei, DU Juan, YIN Yanxiao, YAN Hongjing

(The Second Department of Neurology, the First Hospital of Handan, Handan, Hebei, China, 056002)

[ABSTRACT] Objective To investigate the occurrence of cognitive dysfunction in patients with
cerebral small vessel disease (CSVD) and its relationship with serum 3-nitrotyrosine (3-NT), homocysteine
(Hcy) , platelet to lymphocyte ratio ( PLR) and fibroblast growth factor 23 (FGF23) levels. Methods From
February 2019 to February 2022, 206 patients with CSVD were selected from the Second Department of
Neurology of Handan First Hospital. The Montreal Assessment Scale (MoCA) was used to evaluate the
cognitive function of all patients, and they were divided into the cognitive dysfunction group and the normal
cognitive function group according to the scores. The MoCA -related item scores, serum 3-NT, Hcy, PLR,
FGF23 levels and their correlations were compared between the two groups. Results There were 60 patients
with a score of =26 and 146 patients with a score of <26. Compared with the normal cognitive function group,
the visual space and executive ability, naming, attention, language, abstract thinking, delayed memory,
orientation, MoCA score of the cognitive dysfunction group were lower, and the serum 3-NT, Hcy, PLR ,
FGF23 levels were higher, and the differences were statistically significant (P<0.05). The Pearson correlation
coefficient analysis showed that the serum levels of 3-NT, Hcy, PLR, and FGF23 were negatively correlated

with the MoCA scores and total scores, and the difference were statistically significant (P<0.05). Conclusion
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Serum 3-NT, Hcy, PLR, and FGF23 levels were negatively correlated with MoCA scores and the total score.

Clinically, the cognitive function of patients can be evaluated by detecting the levels of the above indicators,

and then provide reference for the treatment of CSVD.
[KEY WORDS]

Cerebral small vessel disease; Cognitive impairment; Montreal cognitive assessment;

3-nitrotyrosine ; Homocysteine ; Platelet-to-lymphocyte ratio; Fibroblast growth factor 23
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Table 1 Comparison of MoCA scores between the two groups of patients [ (x +s) ,score) ]

215 no A BT RE 4 e Wi Mg SERAIZ Em S Sy
INFIIREIE R 20 60 3.870.35 2.61£0.34  5.48+047 5.33x0.53 1712023 4.11x048 5.52+0.36 27.82+1.15
TN T R o 4L 146 2.98+0.41 2.12+0.37  4.85£0.65 4.97+0.51 1.26+£0.27 2.94+0.39 5.14+0.47 19.45+2.96

18 14.746 8.837 6.808 4.551 11.327 18.252 5.619 21.230

P{H <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
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Table 2 Comparison of serum levels of 3-NT, Hcy, PLR and FGF23 between the two groups of patients (¥ +s)

20 51 n 3-NT(ng/mL) Hey (pmol/L) PLR FGF23 (pg/mL)
INHITIRE I # 4 60 4.32+0.75 9.85+1.24 125.63+15.35 481.76+67.27
TN Ty B 8 i 241 146 7.13+1.38 15.33+2.37 171.55+18.21 596.82+85.14

A 14.881 16.965 17.179 9.334

PAH <0.001 <0.001 <0.001 <0.001

%3 IniE 3-NT.Hcy PLR.FGF23 /K F 5\ sy EFE S M8 i
Table 3 Correlation between serum 3-NT, Hey, PLR, FGF23 levels and cognitive dysfunction

. 3-NT Hey PLR FGF23
r i P{H r i P{H r i P{H r i P{H
W23 18] Je AT RE S1 -0.441 0.012 -0.445 0.014 -0.474 0.021 -0.414 0.029
1% -0.474 0.025 -0.423 0.026 -0.457 0.025 -0.425 0.016
RN -0.558 0.014 -0.436 0.031 -0.413 0.031 -0.436 0.027
BE -0.415 0.016 -0.447 0.002 -0.502 0.015 -0.447 0.035
5 LAk -0.462 0.014 -0.415 0.025 -0.496 0.004 -0.458 0.024
FERICANZ -0.428 0.037 -0.428 0.015 -0.485 0.007 -0.469 0.016
FE 1 7] -0.431 0.028 -0.437 0.016 -0.474 0.006 -0.471 0.017
MoCA P43 5 -0.472 0.034 -0.486 0.011 -0.412 0.013 -0.482 0.015
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E(LVWT) A = BEJE B (RVWT) \ R E A WE(E 3 B LU (B (E/ATV) . =200 E A WA 9% Ll
(E/AMV) |, HeEPRZH M %5 NLR JIL-18 IL-8 7K ORI B[] » L7 Hey WREE . 45 MI4LAGJLLVDS,
LVDd .RVDS RVDd 425 3 TG 24 L (P>0.05) . MELL TVSs IVSd 4 55 T X R4, 2 7B Gl
B X (P<0.05), WELHNEILAE A 02 Tei #8580 LVWT . RVWT 3 55 T B 4H , E/ATV F1 E/AMV 1 T
XRRAL, 2 A G EE L (P<0.05) o B ARE 4 i 24 H 450 8] 45 Hey 7KSF-BA & i 0 B4, s 4l
BE M H Hey /K FARTF ABLHT, 2253 A G147 L (P<0.05) . WER4 NLR \IL-1B IL-8 /KX F
XTRRA, 22 A G X (P<0.05) . 4518 GDM B xR LG IE R & oL D BE G li— 2, 2R F NLR
IL-1B . IL-8 & Hey BE-A 8 75 0 sl B nT A5 RO i Lo D REAR 00 , S e SR RIAY TR T S5 8
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Application of NLR, IL-1, IL-8 and Hcy combined with echocardiography in the
assessment of fetal cardiac function in pregnant women with GDM
SONG Jing, WANG Lei*, YAN Qiong, LIU Li, LING Li, ZHANG Xiaoyan, WANG Jingping, WU Xiaoming

(Department of Ultrasound Medicine, the People’s Hospital of Suzhou New District, Suzhou, Jiangsu, China
215129)

[ABSTRACT] Objective To analyze the application of neutrophil - to - lymphocyte ratio (NLR) ,
interleukin-1B (IL-1B), interleukin-8 (IL-8) and homocysteine (Hcy) combined with echocardiography in the
assessment of fetal cardiac function in pregnant women with gestational diabetes mellitus (GDM). Methods
132 pregnant women who underwent prenatal examinations in Suzhou High-tech Zone People’s Hospital from
January 2020 to December 2022 were selected as the research objects, 67 pregnant women were diagnosed with
GDM were included in the observation group; 65 pregnant women with normal physical examination were
included in the control group. The fetal cardiac configuration parameters [left ventricular end systolic diameter
(LVDS) , right ventricular end systolic diameter (RVDS) , left ventricular end diastolic diameter (LVDd) ,
right ventricular end diastolic diameter (RVDd) , interventricular septal systolic thickness (IVSs), end-diastolic
thickness (IVSd) | and related cardiac function indexes [left ventricular wall thickness (LVWT) , right
ventricular wall thickness (RVWT), mitral valve E, A peak velocity ratio (E/ATV), tricuspid valve E, A peak
velocity ratio (E/AMV) ] were compared between the two groups, and the serum NLR, IL-1@, IL-8 levels and
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serum Hcy concentrations at different time points were compared between the two groups. Results There was
no significant difference in fetal LVDS, LVDd, RVDS and RVDd between the two groups (P>0.05). The IVSs
and IVSd in the observation group were higher than those in the control group, and the difference was
statistically significant (P<0.05). The fetal left and right ventricle Tei index, LVWT and RVWT in the
observation group were higher than those in the control group, while E/ATV and E/AMYV in the observation
group were significantly lower than those in the control group, and the difference was statistically significant
(P<0.05). The Hcy level in the observation group was significantly higher than that in the control group at each
time point on the day of admission and delivery, the Hcy level of the patients in the observation group on the
day of delivery was lower than that at the time of admission, and the difference was statistically significant (P<
0.05). The levels of NLR, IL-1{ and IL-8 in the observation group were higher than those in the control group,
and the difference was statistically significant (P<0.05). Conclusion GDM easily affects fetal cardiac

development and cardiac function, NLR, IL-13, IL-8 and Hcy combined with echocardiography can effectively

detect fetal cardiac function, and provide reliable information for subsequent clinical treatment.
[KEY WORDS ] NLR; IL-18; IL-8; Echocardiography; Fetal cardiac function
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(left ventricular wall thickness, LVWT) | f7 & B )5
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W 45 7 )& FE (interventricular septum thickness,
IVSs) F1 &F 5k K ] J& & (interventricular septal
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F1 WARILOEMBEXSHLER (v+5)

Table 1 Comparison of fetal cardiac configuration related parameters between the two groups (x+s)

25 n LVDS (mm) RVDS(mm) LVDd(mm) RVDd(mm) IVSs(mm) IVSd(mm)
popiicEik 67 6.29+1.51 6.56+2.41 10.68+2.42 9.56+2.43 4.45%1.05 3.49+0.78
L2 65 6.56+1.29 6.67+2.23 11.24+2.17 10.13+1.87 4.81%1.01 3.75+0.63

i 1.103 0.272 1.398 1.507 2.007 2.103

P{H 0.272 0.786 0.164 0.134 0.047 0.037

*2 WHRILOIIBEEXIERIEE (v xs)
Table 2 Comparison of indexes related to fetal heart function between the two groups (x+s)

205 n JE0 % Tei 4554 0% Tei 1551 LVWT (mm) RVWT(mm) E/ATV E/AMV
X B2 67 0.74x0.11 0.37+0.08 3.31+0.61 3.01x0.68 0.91x0.14 0.82+0.17
WL 2H 65 0.78+0.08 0.48+0.11 3.90+0.58 3.63+0.71 0.52+0.08 0.49+0.06

1 2.383 6.585 5.692 5.125 19.571 14.781

P 0.019 <0.001 <0.001 <0.001 <0.001 <0.001

2.3 Wit Hey /K8
WL ABE 35 24 H 4 I ] 58 Hey 7KF- B 2
o T IR LB L R 701 2 H Hey AKCHIRT A
Bemf, 22 A ST L (P<0.05) . W33,
&3 WARILOINEERRXIEIRILE (x+5)
Table 3 Comparison of indexes related to fetal heart

function between the two groups (x+s)

215 n A BERT iR H
X HE2H 67 6.63x1.34 6.85+0.89
WiEE 65 14.27+2.17 11.68+2.15°

t{H 24.418 16.954

P1E <0.001 <0.001

VE 25 ABET F e, *P<0.05,

2.4 WiZH NLR .IL-1B.IL-8 /K F 8¢
WM E<ZH NLR IL-1B  IL-8 7K P2 5 T B4
EZRAGIFE L (P<0.05), W4,

3 itig

WH5E % B, GDM S 3 14 L bE | i 2 2L

F4 FHEANLR.IL-1B.IL-8 KFLLE (xxs)
Table 4 Comparison of NLR,IL-1 and IL-8 levels between

the two groups (x#s)

205 n NLR IL-18(ng/L) IL-8(pg/mL)
XTHRAL 67 2.04%0.11 149.23+14.72 43.61x13.72
WEZLH 65 2552033 195.12+19.63 78.14+16.81

i 11.984 15.226 12.947

P <0.001 <0.001 <0.001
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Wi S8 S8R B 2K e 2 R O B IR
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Establishment and validation of a Nomogram model for the risk of multidrug- resistant
bacteria infection in a hospital with respiratory tract infection

LI Yan*, ZHU Jinyu, ZHANG Yu, SUN Yang, YAN Xiaoyan, XU Zhen

(Department of Infection Prevention and Control, Nanyang Central Hospital, Nanyan, Henan, China, 473000)

[ABSTRACT] Objective To construct and validate the risk Nomogram model of multidrug-resistant
bacteria (MDRB) infection in hospitalized patients with respiratory tract infection. Methods A total of 9 488
cases of respiratory infections hospitalized in a general hospital from 2017 to 2021 were selected, and randomly
selected 2800 cases as the validation group and the remaining 6 688 cases as the modeling group. The clinical
data of patients were collected to analyze the factors influencing multi-drug resistant bacterial infections and to
construct and validate the Nomogram model of MDRB. Results Of the 9 488 hospitalized cases of respiratory
infection, 1 398 pathogenic bacteria were detected, and 1 478 strains of pathogenic bacteria were isolated from
co-culture, of which 1 109 strains of Gram -negative bacteria accounted for 75.03% , 346 strains of Gram -
positive bacteria accounted for 23.41% , and 23 strains of fungi Accounting for 1.56%. There were 144 cases of
MDRB infection, accounting for 10.30% (144/1 398). Multivariate Logistic regression analysis showed that
age, type of antibiotics used, length of hospital stay, mechanical ventilation and indwelling catheter were
independent risk factors for MDRB infection in hospitalized patients with respiratory tract infection (x°=4.703 .
9.552.39.500,37.662.19.817, P<0.05). A Nomogram risk prediction model for MDRB in hospitalized cases of

respiratory tract infections based on the above independent risk factors was established. The results showed the
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AUC values of the modeling group and the verification group were 0.758 and 0.756, indicating that the

diagnostic efficiency was better; The Hosmer-Leme test show test showed (P=0.989 for the modeling group

and P=0.341 for the validation group) , suggesting a good goodness of fit. Conclusion

The pathogenic

bacteria detected in hospitalized cases of respiratory tract infections are mainly Gram-negative bacteria, and

there is a high level of multi-drug resistant bacterial infections. The establishment of a relevant Nomogram risk

prediction model will help healthcare professionals to screen for relevant risk factors and take corresponding

interventions to reduce MDRB, thus reducing the treatment difficulty for patients.

[KEY WORDS |

prediction models
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TR AT PR, ZHF Logistic [0 5387 I i
JE& Gy A3 BE s 5] MDRB S (52 [ R o 3233
TAEFRE (ROC) 2k FUA I IEATIEM . DA P<
0.05 WAL 7R X,

2 HFHR

2.1 JRJEEE G B

9 488 {5 -1 3 J e 13 g s 9] v A+ o D P A
1398 4, 3L B 1 478 BRI . Hod, B 24 B
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SFF B K 3% A R o0 B 82 P B 346 BR
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1.56% , KL B 22 B0
2.2 IS e 4 B i ) MDRB s (14 . [H 3%
orbr

MDRB /g %t £ 144 ] , i 1t 10.30% (144/1
398) , LU 5 5w B AF AT B0 N Sl A I L < B (0
HERE N T PNR TR AR DU 25
FAFRZE A BE I 1) AUARGE L B A I A
YA BE s 5] MDRB JERUL USRI 2R . WK 1,

F1 OB ) MDRB B 65 % 447
[n(%) ]
Table 1  Univariate analysis of MDRB infection in

hospitalized cases of respiratory tract infection [n(%) ]

N % n  MDRB/&H »,fH PIE
4 =60 824 97(11.77
FRS) ( ) 4703 0.030

<60 574 47(8.19)

4 5] C 783 89(11.37)
2249 0.134

@ 615  55(8.94)

EBerst i (d =7 436 78(17.89

FEBERTIE (d) ( ) 39.500 <0.001
<7 962  66(6.86)

HAS AN EEW T =] <

EAAHEMEE 2 638  56(8.78) 9016 0.086
f 760 88(11.58)

7 HLAGI < 2 467  81(17.34

REHURE T = (1734) o o2 <0.001
i 931  63(6.77)

T LR 24 HK < 3.

PUEZGYIRHFZE <3P 506 69(13.64) 055 0.002
=3fpF 892  75(841)

7 & 511  77(15.07

MESH fi ( ) 10817 <0.001
e 887  68(7.67)

2.3 I AR Y AF: e 1) MDRB B () 2 1 &R
Saxiil

DI I T T e 191 2 75 & = MDRB Jgk 4
JHAS W BRI R EA SIS E SO AR
A Logistic [FIEAAY [ 728 5 T AE 1 0 WL 3%
2, Z I ZE Logistic FIH5HT B, AF 1 BT 259
L FHARSE A B B R]  BILAHGE R B A R
TH SR Be 9 191 MDRB JE e () 4l 37 52 0] K 28 (P<
0.05), W32,
2.4 MDRB &Y 1) Nomogram JX S 75 0 45 75 ) 4
AT el

LT R ST fa s R & E 57 MDRB JE 4L 1)

Nomogram #& A | IL ¥ 1, ROC FI Hosmer-Leme-
show 6 56y X 12455 HY FE A7 P 38 CREASEZH ) AT (6
UEZH) B5E , 45 5 /s JEE4H | Sk ZH Y AUC fH -
0.758.0.756 , $& 7~ Z A B2 Wi AL RE Ao LI 2.
Hosmer-Lemeshow %5 H i /8, iz B AL & il £k 5
S S 2 R 56 I B0 4R v i AR it 4 Rl 25 5
i L (P=0.989, P=0.341) . ULIEI 3,
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Figure 1 Nomogram risk prediction model for MDRB

infection
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Figure 2 ROC curve of the risk model for MDRB infection

in hospitalized cases of respiratory tract infection
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Figure 3 Calibration curves for the MDRB infection risk

model
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Table 2 Multifactorial analysis of MDRB infection in hospitalized cases of respiratory tract infection

ESES AV 158, °H BA SEfi  Wald *{i  OR{H 95% CI P

A (%) <60=0,=60=1 0.987 0.354 7.774 2.633 1.340~5.371 0.005

U 259 A <3 Fh=0,=3 fh=1 1.133 0.409 7.674 3.105 1.392~6.924 0.006
A% B IR 1] <7=0,=7=1 0.842 0.361 5.440 2.321 1.143~4.712 0.020
HILAEE A =0, =1 1.081 0.397 7.414 2.948 1.354~6.417 0.006
S Jo=0,4=1 0.748 0.215 12.104 2.113 1.381~3.219 0.000
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B D s AL R 5 A8 A TRl B 122 5 B3 B A B . réy AH
Xtk

WA X B R

(8 E] B8 G T W02 33 (OCT) K I R 5 00 0 IR 45 (DR ) £8 R A B 5 3%
FEARFMIEER TP R CE . ik HEH 2020 4F 9 H & 2022 4F 9 A AN i 26-E N R EE B2 2 /9 180
1] 2 TRUHE PRGN BIEGE X 42, 0o R — MR OB DL AR DG S 00 AR AT 45 1 K A A L IRl K
Ji 5 R SR 3 e 2 1 3 Logistic 43 M7 B8 55 AR M & A (19 AH DG B2 i ] 2 5 2R F Pearson 43 A7 IRl 55 3%
BRI L AR AR e, B8R 180 il i habAg 82 19 &k LR B B AN , AR 4 DR AR IR B 20 o =
41, A EAERH 63.16%; B AL AEFRH 35.00%; C ALK AEFRH 7.14% ., A 21 DR B H BRI AR % 2E %
WEET B.CH, ZFAAGIT#E X (4=6.354.10.596, P<0.05) ; DR & /[ P I A FR M £ 2 5 oK & 7
HAEWE ARG B 4 R AR SRR UL B BB KO AR, 22 5 BT ST 0 X (4=-8.964
-12.034.3.069 . 7.946 .6.794.4.537 .5.621 .-6.895 . 4.532 .8.045 .5.631, P<0.05) . NRHIK)¥ S EIEEA
JIF [ 5 (HDL-C ) 2 35 38 PR ARl 2 28 i P 47 R 22, AL L2125 (HbA L) S fE i [ & (P<0.05) . Pearson
A3HT , Rl BE S HDL /K- 55 B 38 (R Rl & 28 2 0 3 M ¢ HbA e /K S H R A B 8 IE AR oG, 25 57
B EE X (P<0.05) . 4518 52 DR B H & A SRR i N 23 2, IRHIHC % . HDL \HbAlc /K
-5 H R A HAT B U G

[SEEER] BRI 5 B PR L I S A 5 B A B

To explore the correlation between ocular axis length and vitreous hemorrhage in Diabetic
retinopathy patients

XU Lujia'*, LIU Decheng', WU Qiujie®

(1. Department of Ophthalmology, Zhengzhou Seventh People ’ s Hospital, Zhengzhou, Henan, China,
450016; 2. Department of Nephrology, Zhengzhou Seventh People’s Hospital, Zhengzhou, Henan, China,
450016)

[ABSTRACT] Objective Optical coherence tomography (OCT) was used to detect the axial length
of the eye and vitreous hemopathy in patients with diabetic retinopathy (DR), and to explore the correlation
between the two. Methods A total of 180 patients with type 2 diabetes admitted to the Seventh People’s Hos-
pital of Zhengzhou from September 2020 to September 2022 were selected as research objects. General informa-
tion of patients and related laboratory test results were recorded. Visual acuity and axial length of patients were
examined. Single factor and multiple factor Logistic analysis were used to analyze the related influencing fac-
tors of vitreous hemorrhage. The correlation between axial length of eye and the occurrence of vitreous hemor-
rhage was analyzed by Pearson. Results A total of 82 cases of vitreous hematoma occurred in 180 patients.
DR Patients were divided into three groups according to the axial length of the eye, which were group. The in-

cidence of group A was 63.16%. The incidence of group B was 35.09%. The incidence of group C was 7.14%.
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The incidence of vitreous hemorrhage in group A was significantly higher than that in group B and C, and the
difference was statistically significant (¥’=6.354, 10.596, P<0.05). Age, axial length of eye, systolic blood
pressure, diastolic blood pressure, creatinine, blood lipid and blood glucose levels in patients with and with-
out vitreous hemorrhage in DR Were compared. The difference was statistically significant ( y’=—8.964 ,

-12.034, 3.069, 7.946, 6.794, 4.537, 5.621, —6.895, 4.532, 8.045, 5.631, P<0.05). Axial length and high
density lipoprotein cholesterol (HDL-C) were protective factors for the occurrence of vitreous haemorrhaphy ,
and glycosylated hemoglobin (HbAlc) were risk factors (P<0.05). Pearson analysis showed that axial length
and HDL level were significantly negatively correlated with the occurrence of vitreous hematoma, while
HbAlc level was significantly positively correlated with the occurrence , with statistical significance (P<0.05).

Conclusion There are many factors affecting the occurrence of vitreous hemorrhage in DR Patients, and axi-

al length of eye, HDL and HbAlc level are closely related to the occurrence.

[KEY WORDS]

TEH BEIS AR NN B A A, R AR R 2 2
FH A0 PO 200 3 2 2 i 77 i Jk 246 B ] L A i A
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J A g DR R SR RO S B IR AR AP 5 il
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FHHA T EZE L, DR RS KA 1Y
— B, Kok 5 B AR AR 5T S AR e R
AR BEAEMFST R, DR 5| B 5 AR I
4 3 D] L X 72 i A k3 e A RRLIL mT
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FEUIM 2 DR 78 M AR | A3 49 3% 38 405 Wl 451 473
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PEHL 2020 4F 9 H 2 2022 4 9 H M A EE-E A

R BEUG2 i 180 141 DR A A M IR BURIT ST % 42,
Horr 55 98 4], 2z 82 9], SF-YJAF# (49.38+5.61) %, F-
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41l >R FH BS-420 4= [ 3l 2 Ak 73 Hr A (il g A= )
=57 HL - B A RS ) ) A5 0 DR AR 35 1% 25 1 i
B (fasting blood glucose, FBG) ; ## 4k Ifil 21 5
(Hemoglobin Alc, HbAlc) ;& J5 2 /NES Ifi B (2h
Postprandial blood glucose , 2hPG ) .

I REAS I « 5% 4> B 320 B AR I, b =g
(triglyceride, TG) . fm % FE A 25 11 JIH [& B (High-
density lipoprotein cholesterol, HDL-C) | fH [& [
(total cholesterol , TC) %% J& i £ 11 J1H [ i ( Low-
density lipoprotein cholesterol , LDL-C ) , ¥l Ifil 7/ L
KT o AR 24 BECR F i A A B i Bl &
A 5 2R 4T o
1.4 SEitsork

B 3 A48 SPSS 23.0 B F . 1 & %R
(x+s)HW38  FF G IESTER S, R ¢ K 50 5 7R
Fn (%) Fs R K3, SRR 2R M2
[Kl 3R Logistic 73 B 5% Wi 3% 35 (R I 4 A= 1 AH DG A
F o KM Pearson 5 MR BE 5 3SR Rk A=
PR, Y P<0.05 TR 2Z R BEA G R L,

2 HR

2.1 N[RIIR A B R R A B AR UL 1 LA
Z IR FEAG A, A 4L DR #2395 £, B 41 DR
B 5719, C 41 DR #3528 i ; 180 5] DR %
A 82 il K A B RS IR FM . A 41 DR B EH B EE K
B LR EESTB.CA, R HAGIE
SL(PF<0.05) , B HIFIAFRIN & AR R W25 T C
H,2RHAZRIEE X (P<0.05), WFE1,

x1 AERBKEEERERBERMAER LK
Table 1 Comparison of vitreous hemorrhage in patients with

different axial lengths

450 n S By B AR KA %)
A4l 95 60 63.16
B4l 57 20° 35.00
c4 28 20 7.14
P! 31.044
Pfa 0.000

5 AL, P<0.05; 5 B 4 L #, 'P<0.05.

2.2 520 DR BE kA BRI A B 2

PRSI AR AR SR I S S AR B 5
R A5 TE B B8 PR R AR 3 b HL R 22 S SR 2R
(P>0.05) 5 4% AR Bl B W4 e &7 9K R L
I | I B B IR KT L3R, 25 S8 HA G2 X
(P<0.05), W32,

x2 BERSHFIDR BELEWHEERMAIERX
E&(n(%), (x+s)]
Table 2 Univariate analysis of related factors affecting the
occurrence of vitreous hemorrhage in patients with DR
[n(%),(xxs)]

b TCHE I
WH AT PRFLIL iy PIA
(n=82) (n=98)
P51 ()
5 45(54.88) 53(54.08) 0.238 0415
E’e 37(45.12) 45(45.92)
AR (1))
=60 % 35(42.68) 60(61.22)  -8.964 0.007
<60 % 47(57.32) 38(38.78)
W2 K B (f5])
H 55(67.07) 65(66.33) 0.120  0.568
T 27(32.93) 33(34.74)
I S ()
i 57(69.51) 71(72.45) 0.374  0.405
o 25(30.49) 27(27.55)
e I 9 S (1))
&l 36(43.90) 43(43.88) 0.099  0.101
o 46(56.09) 55(56.12)
MR A B (f3))
<24 mm 60(73.17) 35(35.71)  —12.034 <0.001
24~26 mm 20(24.39) 37(37.76)
>26 mm 2(2.44) 26(26.53)

W4 5 (mmHg)  152.27+18.64  143.59+10.48  3.069  0.025

#FikE (mmHg)  83.37+£9.84  75.50+11.40  7.946  0.001
TG (mmol/L) 2.20+0.95 1.69+0.81 4537 0.023
TC (mmol/L) 6.01£1.49 5.40+1.42 5.621  0.015
HDL (mmol/L) 0.81+0.31 1.20£0.36  —6.895  0.004
LDL (mmol/L) 2.69+0.83 2.35+0.80  4.532  0.011
FBG (mmol/L) 11.02+4.25 8.46+3.03  8.045 <0.001
HbAlc(%) 8.54+1.47 7.36+1.01 5.631  0.006
2hPG (mmol/L) 13.56+3.59  14.01£3.67  0.348  0.521
WLEF (umol/L ) 125.30£40.68 90.57+32.64  6.794  0.003

2.3 M DR B #H LAES AR 2K R

KRB A G A RE N A
A FFIEATIRAE , D) DR B 15 & A BB AR
Ik R AZ 5, #4722 &R Logistic 43 # , Horb R il
B HDL & 3% 3 4K B & A= 1 PR 3 &R (P<
0.05) ; HbAlc j2 BE ISR RUM & A W fa R R &R, 25 5%
HA G 2¢ 3 X (P<0.05) ., DR #BEFR W4
JE &3k % JULEF . TG . TC .LDL .FBG . JJL T 5 3% %
PRFR I & A e & (P<0.05) o WL 3.
2.4 RHHKEE HDL & HbAlc 5 B4R & A=
(A AH S 5 BT

Pearson 4317 , HR 1< £ (r=-0.301) }2 HDL 7K
- (r=-0.254) 5 DR {4 B 5 AR LM & 48 i 10 3
FA & (P<0.05) ; HbAlc(r=0.216) 5 DR 3 B 5
R & A 2 8 35 IEAH 5 (P<0.05) o
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Table 3 Multivariate analysis of independent risk factors affecting vitreous hemorrhage in patients with DR

it H LRERD BIH SE Wald y* OR1E(95% CI) P
AERE(2) 0==60 % ,1=<60 % 0.234 0.132 0.967 1.130(0.869~1.562 ) 0.126
AR B (mm) 1=<24 mm, 0= > 24 mm -0.362 0.085 9.521 0.167(0.071~0.845) <0.001
W4 i (mmHg ) 1==140 mmHg , 0=<140 mmHg 0.251 0.127 1.035 1.084(0.795~1.692) 0.267
#F 4K K (mmHg ) 1==80 mmHg , 0=<80 mmHg 0.317 0.138 1.148 1.128(0.931~1.576) 0.312
TG (mmol/L) 1==2 mmol/L, 0=<2 mmol/L 0.649 0.396 2.301 2.031(0.867~1.802) 0.164
TC (mmol/L) 1==6 mmol/L , 0=<6 mmol/L 0.587 0.285 1.592 1.958(0.784~3.621) 0.183
HDL (mmol/L) 1=<1 mmol/L , 0=>1 mmol/L -2.034 0.065 8.643 0.236(0.051~0.754) 0.003
LDL (mmol/L) 1==2.5 mmol/L , 0=<2.5 mmol/L 2.562 0.867 1.305 2.513(0.697~10.523) 0.298
FBG(mmol/L) 1==10 mmol/L , 0=<10 mmol/L 0.296 0.203 1.074 1.135(0.796~1.805) 0.354
HbAlc(%) 1==8% ,0=<8% 0.375 0.078 7.598 1.524(1.071~2.365) 0.005
JILEF (wmol/L) 1==100 pmol/L,0=<100 wmol/L 0.461 0.963 0.526 1.813(0.592~12.746 ) 0.416

3 it W HDL 5 H Jf % 9 47 ¢, fik HDL /& DR & 2E 1)

OCT ] B} 55 W0 € 55 25 MR 38 397 20 1M 45 T 285, %)
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Distribution of infectious pathogens, changes of PD-1, hs-CRP, IL-18 levels and its
clinical significance in patients with central venous catheterization infection after cardiac
surgery

GUO Bingbing*, GAO Jie, HUANG Baiyan

(Department of Infection Prevention and Control, Zhengzhou Seventh People’s Hospital, Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To analyze the distribution of infectious pathogens, changes of serum
programmed cell death receptor (PD-1), high-sensitive C-reactive protein (hs-CRP) and interleukin-18 (IL-
18) levels and its clinical significance in patients with central venous catheterization (CVC) infection after
cardiac surgery. Methods 793 patients undergoing cardiac surgery and central venous catheterization who
were admitted to Zhengzhou Seventh People’s Hospital from February 2017 to September 2022 were selected as
the research subjects, and were included in the observation group, in addition, 751 healthy people who
underwent physical examination during the same period were selected as the control group. The serum levels of
PD-1, hs-CRP, and IL-18 were compared between the two groups, according to the occurrence of postoperative
central venous catheter infection, the patients in the observation group were divided into the infection group and

the non-infection group, and Logistic regression was used to analyze the influencing factors of central venous
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catheter infection after cardiac surgery. Results The pathogen distribution of bacterial culture in CVC
infection was mostly Gram-negative bacilli, accounting for 65.22% (15/23) , Gram-positive cocci accounting
for 30.43% (7/23) , and fungi accounting for 4.35% (1/23). The levels of serum PD-1, hs-CRP and IL-18 in the
observation group were higher than those in the control group, and the difference was statistically significant
(P<0.05). 23 patients in the observation group developed CVC infection and 770 patients did not develop
infection. There were no significant differences in gender, history of hypertension, BMI, catheter diameter,
platelet and white blood cell levels between the infection group and the non-infection group (P>0.05). There
were statistically significant differences in age, diabetes history, catheterization time, catheter lumen, PD-1,
hs-CRP, and IL-18 levels between the infection group and the non-infection group (P<0.05). The results of
Logistic regression analysis showed that patients’ age = 60 years, catheter indwelling time = 7 days, catheter
lumen (multi-lumen), history of diabetes, serum PD-1, hs-CRP, IL-18 levels were independent risk factors for
central venous catheter infection after cardiac surgery (P<0.05). Conclusion Elevated levels of serum PD-1,
hs-CRP, and IL-18 are the influencing factors of central venous catheter infection in patients after cardiac

surgery. Observing the changes in the three levels is of great significance for the prevention and treatment of

CVC infection after cardiac surgery.

[KEY WORDS] Central venous catheter; PD-1; hs-CRP; IL-18
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Table 1 Comparison of Hcy, BGP and CTX levels between

the two groups (x+s)

205 n PD-1(ng/LL)  hs-CRP(mg/L) IL-18(ng/L)
XHBLZL 751 245.23+70.12 1.97+0.54 58.23+15.68
WELH 793 297.57+81.24 5.15+2.12 237.43+62.73
Xic 13.519 39.898 76.066
P <0.001 <0.001 <0.001
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Table 2  Single factor analysis of central venous

catheterization infection after cardiac surgery [ (x+s),n(%) ]
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hs-CRP(mg/L) 8.14+1.87 5.06£1.38  10.427 <0.001
IL-18(ng/L) 272.92+61.13 236.37+51.55 3.332 <0.001
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Table 3 Multi-factor logistic regression analysis of vascular calcification in T2DM patients with osteoporosis

iSES [N (ED B1H SE {4 Wald y* {4 OR(95% CI){H P{H
EE =60 2 0=15,1=42 1.020 0.439 5.314 2.773(1.173-6.556) 0.022
A E =7 d 0=15, 1=/ 3.398 0.735 20.150 29.904.(7.081-126.292) <0.001
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T PR A 2 0=T,1=f 1.014 0.038 4.581 2.757(2.559-2.970) 0.031
PD-1 SEAE 2.203 0.501 11.014 9.052(3.391-24.166) 0.001
hs-CRP S 1.342 0.075 6.361 3.827(3.304-4.433) 0.017
IL-18 SN 1.529 0.094 7.015 4.614(3.837-5.547) 0.013
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AT AL B . B R 200 055 5 P W i & 4y 8 )L A, PCR £ Il DNA FH ¥ 2 26 833 4, BH %24
13.41% ; ARIAE RS BOLEE MP FEIVE B, 22 58 G275 L (4=4309.91, P<0.05) ; % 4 & MP FHTEH
RIEE, 22 T G243 L (f=31.85, P<0.05) ; | 112 B AEBE L2 MP BIVE R Hod, 22 58 it 22 8 X
(£'=302.10, P<0.05) . MP BAYERE 3 Rk F 4 m, F2LL7 2 10 H M85, 4 18.20%~18.91% ;3 H {73
PR B AIK, N 7.52% o 2011-2018 4 it 48 S JEAA BHAE A 1 2R 530y 9.27% . 15.28% . 24.62% . 10.76% .
11.65% .16.52% .9.97%%F1 7.69% , 25 574 Geit2# & L (P<0.05) . 2016-2018 4% 5 AR Be 20 112 L%
AR MP K BHYE S AR R, N T 2 % DURLE XK T 6 % LU MP IR Ss BL S 1ET]112,3~5
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Epidemiological characteristics of a single center for mycoplasma pneumoniae infection in
a Children’s Hospital in Shenzhen from 2011 to 2018

HUANG Baoxing, CAI Defeng, ZHANG Jiaosheng, LEI min, CHEN Yunsheng*

(Department of Infectious Diseases, Shenzhen Children’s Hospital, Shenzhen, Guangdong, China, 518026 )

[ABSTRACT] Objective To analyze the infection rate, gender, age distribution and epidemiological
characteristics of Mycoplasma pneumoniae (MP) in children with respiratory tract infection at different ages.
Methods A total of 20055 children with respiratory tract infection in inpatients and outpatients of Shenzhen
Children’ s Hospital from January 2011 to December 2018 were investigated. The DNA of MP in pharyngeal
swabs was detected by PCR and SPSS 19. 0 software for data processing. Results Among the 200 055 children
with respiratory tract infection, 26 833 cases were positive for DNA detected by PCR, with a positive rate of
13.41% . There was a statistically significant difference in the positive rate of MP among children of different
ages (¥’=4309.91, P<0.05). There was a statistically significant difference in the positive rate of MP between
boys and girls (4’=31.85, P<0.05). There was a statistically significant difference in the positive rate of MP
between outpatient and inpatient children (*=302.10, P<0.05). The positive detection rate of MP was higher in
summer and autumn, mainly from July to October, ranging from 18.20% to 18.91%. The positive detection rate
was the lowest at 7.52% in March. From 2011 to 2018, the positive detection rates of MP were 9.27%, 15.28%,
24.62% , 10.76% , 11.65% , 16.52% , 9.97% and 7.69% , respectively, and the differences were statistically

significant (P<0.05). The comparison of the positive rate of MP detection in different age groups of inpatients

EAME . RESKFGEREEEAGEY FhREZXEE) KB (SZGSPO12)
A L ORI T ILF ERRA LA, 7 &R 518026
*BAZAEE  FRIE A, E-mail : chenyunsheng66@163.com
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and outpatients during 2016-2018 shows that children under 2 years old and children over 6 years old with MP

infection are concentrated in outpatient clinics. There was no statistically significant difference in the positive

rate (P>0.05). Conclusion The positive detection rate of MP is the highest in summer and autumn, and the

highest in 2013. Clinically, the detection and prevention of MP pneumonia should be strengthened.
[KEY WORDS]1 Mycoplasma pneumoniae; Children; Epidemiology

Jiti %% 57 JEAK (Mycoplasma. pneunoniae, MP ) J&
— o A 3 A A R I R G (e SRR N ) PN R T
SRR AR, AT IR R, — R i MP
51 S P SR B A, IR R T IR i 2 ek DL
() SR e SRR AU SR R L B AT BB A A il 4%
JEHB™ B I RAE , T %R R i R LA E AR
R ZEIGYT 5™ F A 181 2 5 e R O JUE R L
LRGN RE, I 2 BOA T, ZE)
DR OLT , MP IR B 1 o R T AN [R) A i
BN B YL L MP W R IR TE O, A A T
2011 £ 2018 A AL LB BE B2 L # MP e lE
VU SI=R/ T

1 XW&EMF*®

1.1 W4
W gk 2011 4E 1 H & 2018 4F 12 H 78 %8I L
R B 112 AU B &8 I M Rk Gy f8 LA BT T
%, 3200 055 f4], H v 55 121 082 f4i] , 4 # 78
973 1] ; S Y AE 4 [ 24.00(0.03,252) 1 H . IR E
KEEFI N 0PN GE IR | DR L] & el
it 4 o AN AR HE < B A7 I G R G LR B ) 45
TR B8 M AR T a8 S MR K 58 R B il v B Ok VA
HEBRPRAE « 7] — B L2 Wk h B REAS , O — IR
M5 F . wEoTJE BB 5Y , B B 5 it
Y ) 2 AT A I R)
1.2 Fik
AW 58 R FH H Ll K2 58 2 3 R 4 A B2 )
MP-DNA SEVEIZWHAR & (48 Ny/8r) , BRI B
7GR TC 34 75 500 A, SR FH A% TR R T3 711) S M
A ) MP-DNA , FI| H1EE X MP ¥R 0S¥ IX B —
YRS T, — R 2RS4, Bl DL PCR J B
T4 4, A 946 2 & PCR 1 ABI7500 #E 47 , i
TN SR T B AR fE S B MP-DNA BRI . SR
FH MP-BE 45 T 550 S0 (MP-PCR )12 K60 il 48 52 J5
& DNA, Ul CT {<39 WA 5E by MP-DNA Kl BHE ;
XFF CT {H>39, H A b5 A I 2k BH M, 000 %
MP-DNA B, %3] 2016-2018 4E 5 B a2

FUh i 8 I IR 225 8 U K, AR 4 it
TIZAEE IR BE 12 LS AR AL MP R
FHMEAR 251,
1.3 Giil#abH

K SPSS 17.0 Ge T HR (AT 50 di b B 155 &
EAM R R (R £5) Fm , AMFEIESS>
i & LM (Q1,Q3) 13/, 4H 0] Fb B R FH ¢ 46 56wk
FRARGLS ; HHE0R R L n (%) e, PIREAS 8] 2R 11 L
BRHRITRE ; LA P<0.05 M ES A G5 X,

2 H#R

2.1 MP EYLIlfh PRAFE

200 055 i) - W 8 JE e £8 L H, PCR il DNA
B4 26 833 151], BHE 24 13.41% ; AN [FAFI& B L
BEMPHMEHN BRI, ZER AT E X (=
4309.91, P<0.05) ; % # MP FHYE R LR, 257
G5 L (4=31.85, P<0.05) ; [ 112 J A3 B L
BMP AP BRI, 2R A58 X (=
302.10,P<0.05), WFEK1,

1 MPBERIGREFES T

Table 1 Clinical characristics of patients with MP infections

FRIE LRIk e FEHPERCE  BHMER (%)
E <% 69 429 5935 8.55
1~-2 % 33 354 4 024 12.06
3~5% 76 192 11 626 15.26
6~12 % 19 816 5110 25.79
>13 % 1 264 138 10.92
PAL 4309.91
PiE 0.00
HH 5 121 082 15 820 13.07
‘S 78 973 11 013 13.95
7 1E 31.85
P 0.00
% 12 92 750 13 801 14.88
B 107 305 13 032 12.14
PAL 302.10
P 0.00

2.2 MP-DNA ;1 FH M 2R i 18] A8 Ak 45
MP FEVER R B Ak g, FEUTE 10 H
B, 18.20%~18.91% 5 3 7 15 BH 4G HY %
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Figure 1  Seasonal variation characteristics of MP positive
rate from 2011 to 2018
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Figure 2  Positive rate and distribution characteristics of MP
from 2011 to 2018
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Table 2 Difference of MP positive rates between inpatient
and outpatient children of different ages in 2016-2018 [n(%) ]
Wz fEBE
R T I Al B C PE
A R e gy
<1% 5304 438(826) 18743 854(4.56) 98.14 0.00
1~2% 8837 1095(12.39) 15251 1356(8.89) 60.63 0.00
3~5% 13475 1904(14.13) 12973 1751(13.50) 1.68 0.19
6~12% 4556 1213(26.62) 5959 1360(22.82) 12.20 0.00
>13% 127 17(13.39) 355  25(7.04)  3.86 0.04
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Analysis of the relationship between serum AFP, AFP-L3 and the curative effect of

hepatocellular carcinoma after transcatheter arterial chemoembolization
YAO Aiwu*, LIAO Hebi, ZHANG Jing
(Department of Infectious Diseases, Huainan Chaoyang Hospital, Huainan, Anhui, China, 232000)

[ABSTRACT] Objective To analyze the relationship between serum alpha-fetoprotein (AFP) , alpha-
fetoprotein variant (AFP-13) and therapeutic effect of transcatheter arterial chemoembolization (TACE) on
hepatocellular carcinoma (HCC). Methods A total of 92 patients with HCC who underwent TACE in our
hospital from September 2016 to August 2022 were selected as the study subjects. The modified solid tumor
efficacy evaluation standard (mRECIST) was used to determine the efficacy of TACE. The patients were divided
into the good group (n=72) and the poor group (n=20) according to the postoperative efficacy. The related
factors affecting the efficacy of TACE in HCC patients were analyzed by univariate and multivariate logistic
regression. ROC curve was drawn to analyze the predictive effect of serum AFP and AFP-L3 on the efficacy of
TACE in HCC patients. Results There were significant differences in clinical stage, tumor diameter, tumor
boundary, degree of differentiation, HbeAg status, portal vein tumor thrombus, serum AFP, AFP-L3 and GP73
levels between the two groups (z/[’=9.281, 5.227, 11.072, 9.529, 4.160, 4.741, 7.544, 7.427, 3.852, P<
0.05). Multivariate Logistic regression analysis showed that tumor boundary, portal vein tumor thrombus, serum
AFP and AFP-L3 were independent risk factors affecting the efficacy of TACE in HCC patients (P<0.05). The
area under the curve of serum AFP combined with AFP-L3 in predicting the efficacy of TACE in HCC patients

was the largest, which was 0.896, which was better than that of single detection (P<0.05). Conclusion Serum

KARB A E EH AT LR B (201904a07020012)
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AFP combined with AFP-L3 has a high predictive value for the efficacy of TACE in HCC patients.

[KEY WORDS |
Alpha-fetoprotein heterogeneity ; Efficacy prediction
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i, ABFFOE RTINS AFP  AFP-L3 5 HCC 3%
TACE RJGJF 3R K FR o

1 BREFE

1.1 — ek

B 2016 4F 9 H & 2022 4 8 H A B JF
TACE R 77 1Y 92 ffil HCC B & E N5 %R .
AFbRif : QA4 18~80 % ; @2 HCCV 23
TACE {697 ; @AH GG R %k s B o sk ok o HEBR
PR : G IO il B TIREAS 4 55 T E R
H B 3% R G g IR  QBE VT W ok B U
T ARG 5 (B R 3 4 AF 5T AH OGS 56 48 A IR
£ R N 22 . AP B B B ZE 51 it
. T A BE KR E MG R E .
1.2 TACEJTRFAs B o34

TACE {&¥7 5 I e BT, TR 2 > H R ek
KL SR 7 RO A v (mRECIST) ) %€ TACE
RIGIFR . Hrh5e 28 (CR) - Sk H brd kt:
K DL 505 5 T G2 i (PR) < sh k3 H bR k3
R S E AR GE /N B RI=30% ; B E E (PD) « )

Hepatocellular carcinoma; Hepatic arterial chemoembolization; Alpha - fetoprotein;

Jok 31 B BR s kb 35 5 585 ) ELAR 4 /1N B R =20% 1%,
FHR L B Bk e E (SD) < sh k) B Aris k1
5 I 5E 1 ELAR 4 /N LR A 3K 31 PR S84 i o 1k 3
PD. 44 A CR.PR.SD B#1EN RIF4l, PD BHAE
AR,
1.3 YR AT HER M TACE ARSI R0 A e %

WA BB I DR B}, A 4R AR 0% M LI R
Ay (C T LI I0) | Child-Pugh 23 2% (A/B 4%) .
R AN S N = RN L BV R T o
BE (R orfk o de A4 1k ) (HbeAg R 2 (FH/BA
PE) AT 251 2 B CTRUR s g £ Eh IR L2 L A& |
TSR BRATRYT T R QHAL BT R 24) |
IR ke 1L AFP AFP-L3 & GP73 /K-,
1.4 LR R bRA I

TACE Y7 24 A Ja , RE B 2 mL FFE Tk
MM, B0 10 min (3 500 r/min, B.02F4 4 10 cm) ,
AREUMIE , R A AL (T 5K EE BD A
A5 . BACTECMGIT960) , fb 2% & 60 I %€ AFP,
AFP-L3 . & /R 34K 1 (Golgi glycoprotein, GP73) .
RAE) A S A B AR A BR A F]
1.5 SGiitserik

K H1 SPSS 22.0 34 i A7 Hodi Ak 31, 7+ Bt
B n (%) R, R 2 K8 R IES A0 B
PR LA (R +s) Fon , AL ¢ 4560 2 4l 8
ZoHT s Z I Z 531K H Logistic [F13 434, 224l
ROC i £ 43 #7 Il 3 AFP . AFP-L3 %f HCC H #
TACE A JFI7 U BAEH . LA P<0.05 25 5547
Gt E L.

2 HFR

2.1 YN HCC 3% TACE AR5 I8 B R 240

WAL PR A40) iss AR i i 3 R RE R
HbeAg R4 171 Ik 1 | 13 AFP. AFP-L3 }
GP73 /K EFHA L2 E L (P<0.05), W& 1,
2.2 Wi HCC # % TACE R G730 £ N &
Logistic [81JH53-#r

Z R Logistic FIH 40T S, IR 2 17
[k e 1M AFP, AFP-L3 2541 HCC 3% TACE
RIGTER ST fER N (P<0.05) . W& 2,
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%1 RN HCC £#& TACE RETFHMEER T
[(x£5),n(%)]
Table 1  Single factor analysis of the effect of TACE on HCC
patients [ (x+s),n(%) ]

e RIFH (n=72) AR (n=20) /i PIA

AR 62.13+5.47 61.05+5.68  0.775  0.440
T

% 53(73.61) 12(60.00)

& 19(26.39) 8(40.00) 2796 0.095
11 PR 43441

I 26(36.11) 5(25.00)

I 36(50.00) 6(30.00) 9.281  0.009

I 10(13.89) 9(45.00)

=

Child-Pugh /34

2.3 [fiLif AFP AFP-L3 #iilll HCC & 3% TACE R
JETTRL ROC &bt
ROC £ #7 7 , L% AFP I3 AFP-L3 £
D500 HCC £ TACE A J5 97 20 #2871 i AU
K AT B — K (P<0.05) . W3 1,
#&3 & AFP,AFP-L3 il HCC £ TACE R/FT %
B ROC B £ 53 47
Table 3 ROC curve analysis of serum AFP and AFP-L3 in
predicting therapeutic effect of TACE in HCC patients

i H AUCHWIE  95% CI  HUSEE 15 S B vl 1 P (Y.

A 64(83.89)  18(90.00) i AFP 083212005 0.771.0.866 0.700 0.847 0815 <0.05
B 8(11.11) 2(10.00) 020 0.887 " 2% ngimp TR : ' '
fivgga oL B 17 AFP-L3 0.77424.15%0.678~0.801 0.750 0.930 0.891 <0.05

ZEm 23(31.94) 8(40.00) 135 AFP
E[_H— 38( 5278) 10(50.00) 0.570 0.752 ]Bé% 2AFP-L3 0.896 0.798~0.899 0.900 0.944 0.934 <0.05
L 11(15.28) 2(10.00)
Hq]@ﬁ( H L0 e pp——
Mk 57(79.17) 12(60.00) G 7 | = miar
£ % 15(20.83) 8(a0.00) 067 007 Pl g |spamarn
i AR (em) & oo gg s — %%
<5 149(68.06) 8(40.00) & g4 | g
=5 23(31.94) 12(6000) 2T 0022 7
iR 3 0.2 r' ,//
P 51(70.83) 6(30.00) |
EN L 21(2017)  14(7000) 11072 0008 Comy
SRR
ok 35(48.16) 3(15.00) B 1 ROC %k
thor 4k 18(25.00) 5(25.00) 9.529  0.008 .
&4k 19(26.39) 12(60.00) Figure 1 ROC curve
HbeAg k2 SLaA
RH 25(34.72) 1206000) o 3 1Tt
PR 47(65.28) 8(40.00) ' ‘ B
eI 25 £ FIAT, IR 1 2R MR CT 48521482 T Bl
FURMBEIE £ 61(84.72) 15(75.00) = o -
HRMELE  50(69.44) 13(65.00)  0.025 0.987 IR ¥ 52 TACE 10T o e R FUVE A6 5 i it
AN 46(63.89) 12(60.00) 145 R 155 00 SR AT TACE [ 7 20810 (A
BARIT R . .
W4 43(59.72) 12(60.00) MRI . CT S8R A S B 07, BRE ARG TH 2K
&g 12(16.67) 5(25.00) 1.122  0.570 A A | 2z P b PN LAV
B 17(2361)  3(15.00) A E HOC R KA AL, 2o 3B N S8 3 22 B i 4H
Tﬁwﬁﬁ o) 00 AT T TR B FAG R R R B ML b S
15(20.83 9(45.00 . § N R <
I 57(79.17) 1(55.00) H741 0029 PEAL TACE JRIT AR . A 248 R HE /M 2
FRE R L% TACE 3697 HCC AR , & Bl TACE AHi
AFP(ng/mL)  120.08+32.51  203.35%£56.80 7.544 <0.001 ?‘ AR & Ji HIRCR: ; 7% A j(\ﬁj A
AFP-L3(%) 12.87+4.90  30.17£10.66 7.427 <0.001 A S5 S 2 1N 2 BUE A 7K S s E TACE R 5
GP73(ng/mL)  183.09+38.21 224.59+56.12 3.852 <0.001 P p 3T LA N
(ngfml.) : : 7RO I A — A, {H HCC M
Fz2 M HCC & TACE RFIraH % E & Logistic B35 #7
Table 2 Multivariate Logistic regression analysis of the efficacy of TACE in HCC patients after TACE
AL ES VRt B S.Eff Wald {f ORfH 95% CI P
i BE 43101 1=0, 1=1, =2 0.853 0.773 1.218 2.347 0.516~10.677 0.270
JiEd B A% <5=0,=5=1 0.625 0.420 2.214 1.868 0.820~4.255 0.137
Jibgga 10 S HaL=0, AL HE=1 0.434 0.189 5.273 1.543 1.066~2.235 0.022
LR o A=0, o k=1 &5 k=2 0.789 0.531 2.208 2.201 0.777~6.232 0.137
HbeAg K75 FHE=0 , [ =1 0.814 0.629 1.675 2.257 0.658~7.743 0.196
IV kg 1 H=0, =1 0.596 0.257 5.378 1.814 1.097~3.003 0.020
1fiL3% AFP LA 0.556 0.227 5.999 1.743 1.118~2.721 0.014
IliLi% AFP-L3 SR 0.447 0.216 4.283 1.563 1.024~2.388 0.039
1fiL %5 GP73 LA 0.572 0.469 1.487 1.772 0.707~4.443 0.223
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BB M PIRE SR, P i/ MRS AR B R 1 2
W1 TR, BRILZ AN, A7 259000 B it 1 D) g
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S /N S BREH T EAL HCC 8% TACE A5
PR R HERR A 1 DI RE S s BT R . I
A B OB R SE A, 2 HCC U i 2
TG PEAL ) B R e IR R bR
()R BRI, SRS AR PR, B e WA E
AWFFELE R B, e SRR A TR K
JE K MW AFP }2 AFP-L3 7K - F 15 42 5% Wi HCC
BH TACE RJFIF AL fE R N2 o Mg 7t
AR A = I DR PR 4 A S B U] T iR 4 4R
R N R NI D VRN N E R TN P S WL L E £/ i O
Wz DX Cn K i A8 45 ), I 2RI iRy R F i, A2 )
Ak, T RE S K AR TH A G Tk 2w W H bR
ok, DT 51 K i g 45 28 sl e 7%, 5 ) S8 TS
BRI, 7 4l A2 R T 7 G B AT 3E Y kA A iR T T
Br, USRS IRITSOCR . TR ORI 80U N R )
B, #k— 25| & o A A o REIRBE , B R A
TACE R 57 RUT R, Im RN HR & R AR IT % F
Bt SRIAYTRCR Y AFP S G LI 0 B 5 4
FEAR I LVE B AR T, A2 IR LMY AFP KT8
B i LTE A R K2 T B 2 IE # K F , AFP
TETEH BRI S AR KT, T >4 J0E 48 A A A 96
As ol & K B LT AFP K23 B 3 m . BTk
Z 5N R ML AFP 2 34l HCC A1 & IR I7 Rk
() FEFE b, R AFP 766 PR % 9 FH T HCC 1
BWTRT ROWER . (HA A IR, KAAE 40%
) HCC & # AFP K- JCH i S, BUER A S ¢
JEA NS HAR N AFP AR ZEAN ] A2 245500
MHEBE LS AN ], Aok 43S AFP-L1,AFP-L2 |
AFP-L3, Hirft AFP-L1 j= A= T R M5 A2 19 20 il
AFP-L2 S T 2240, i AFP-L3 7= A4 T 198 41 i
FESEME . AFP REHE A BRI it 0 0o 2 2 1 20 it P
T Ao W R B I L K iR il [ AE FH 98 B . HCC
KA AFP Wi 25 14 & A 5 v A L R
A T 7 A R 25 R4 A AR B SR X, By HCC &
— M, A i HCC Mg bR &4, b AFP A B 5
PRE S . FRIE2YTHE M IR T, AFP-L3 /]
1Eh HCC B2 Wibri&i U= AFP B AHE,
{A7E 35 TACE AR J5 7800 M58 > . At
SEAERRM, M3 AFP,AFP-L3 %} HCC £ # TACE
ARG I7 3 TN A, B9 A PEAL o (B R

15 A A TACE A J5 97 80P AG 1 B 24845

g5 b I Bt TR KOREE RS (INE AFP AFP-L3
SR HCC 3% TACE AR J5 97 200 0y b ST 15 B
Z , 1 L% AFP BX 4 AFP-L3 X HCC ## TACE
ARG I7 5CH 5w (BN AE . ABFIEAS & 2 A4b N
AR BB D, 45 5 0] BEAEAEAR Y, 38 £ A
SE3E, TIEMATE Z MG bR 5t i, % &
H )5 I KA RS 20 B0 IE_ LRI iR
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JETiFLE P ana#eik S1 & ARG R A TN 9 5
YRy REDUIA

FRAV WA BER WSST ERRT BRI LEE LR BEE)
e

(¥ E] BM $ISRYUERITERISRENRTIETR o AiE ALz sh 40 293T
F 3K PEDV S1 & 41 75 (1 % & BALB/c /N ; I 40 B a5 36 A, 28 (8143 ELISA Jy 32 i 12 70 40 Jid 72
W, 15 5] 5 Bk RB R 2 41 W 5T PEDV ST HL 5 B BT A 1) 44 28 88 4 LA o 7 36 00 0 voi 119 20% 58 U JR8 440 it ke
il 2 BT PO TR S . R e /N U I 40 AN SP2/0 B B R AN I Rl £ S L 46 22 R i
K B i i, 645 3 5 Bk BE 5 PEDV S1 2K [ A= R 5 M SR i B b R Al i bk . o il A 44 oh
12D14H4 ,13F5B9 ,10D2B10 , 11A7C9 1 14E6F5, H /3 W I BT AR S M 43031 24« 1:51 200,1:25 600,112
800.1:12800.1:3 200, 5HKEH.HT5 PEDV S1 2 [ N )& , YI7E 130 KDa BT 4 303 Wi 557445 . i 45
EREPUR N IgG T W B | 5255 0 « B ; 22 388 40 B A JC I 3 35 3R 6 55 9%, W T B o e vl b )
1:1 024 000, H 2 3% 2L A 20 AN B A7 10 25 1% AIK . Western blot B ] 42 5052 Je (A 46 T 25 3L 7R,
TR REIR S PEDV S1 % 14, 315 Vero 4H il \PPRV ,PRRSV .PCV2 PP Fl CSFV %51 JE 38 X v ,
A R0 S, 1 F PEDV LI . 4518 PEDV 95 Bedi iR ny sl s Bl , 4 PEDV %812
W7 A A B AR B T R A A
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Monoclonal antibodies against porcine epidemic diarrhea virus based on S1 protein
expressed in mammalian cells

LI Hulin'**, YAN Renhe’, CHEN Zedian®, QIU Zhenzhen®, LI Kanhe’, MA Manxin*, MAO Yingying®,
LI Jianjun', LV Zongji', LI Hongwei'**

(1. Foshan University, Foshan, Guangdong, China, 528225; 2. Guangzhou Bioneeds Biotechnology Co.Ltd.,

Guangzhou, Guangdong, China, 510000; 3. Southern Medical University , Guangzhou, China, 510000)

[ABSTRACT] Objective To generate monoclonal antibodies against porcine epidemic diarrhea virus.
Methods Monoclonal antibodies against porcine epidemic diarrhea virus (PEDV) S1 protein were generated
and an indirect immuno - fluorescence assay method was developed for PEDV diagnosis. BALB/c mice were
immunized with recombinant S1 protein expressed from eukaryotic cells. Spleen cells from mice with high
antibody titer were isolated and fused with SP2/0 cells. The hybridoma cell lines secreting monoclonal
antibodies against PEDV S1 protein were screened out and cultured with serum-free medium. Results  After
fusion of spleen cells from immunized mice and SP2/0 myeloma cells, 5 hybridomas were established to secrete
monoclonal antibodies anginst PEDV S1 protein. They were named as: 12D14H4, 13F5B9, 10D2B10,
11A7C9 and 14E6F5 with the secreted antibody titers of 1:51200, 1:25600, 1:12800, 1:12800, 1:3200. All

EAF R BREEHLT AR (2017YFDO500601 )
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of 5 monoclonal antibodies can reacted with PEDV S1 protein with a clear band around 130 kDa. The obtained
monoclonal antibody is IgG I subtype, and the light chain is k chain; the hybridoma cells are cultured in serum-
free medium, and the antibody titer in the supernatant can reach up to 1: 1024000, the titer did not decrease
significantly after 20 generations of continuous passage. Western blot and indirect immunostaining showed that
the monoclonal antibody could specifically recognize PEDV S1 protein, and had no cross-reaction with porcine
pseudorabies virus (PPRV) , porcine reproductive and respiratory syndrome virus (PRRSV) , porcine
circovirus 2 (PCV2) , porcine parvovirus (PP) and transmissible gastroenteritis virus (TGEV). Conclusion

The development of PEDV monoclonal antibody and indirect immuno-staining assay has provided an effective

method for PEDV detection.

[KEY WORDS] Porcine epidemic diarrhea virus (PEDV) ; Recombinant S1 protein; Monoclonal

antibody ; Immunostaining ; Immunodiagnosis

¥ W 47 M 12 75 (Porcine epidemic diarrhea,
PED ) J& FH 4 i A7 1% i 75 9% B (Porcine epidemic di-
arrhea virus, PEDV ) 5| i) —F (Il PR - LU 1Y 2
PEW 98 WXk KRR TS 6K A REAE 1Y e B 4 fik
PE W7 38 A% G4 s, W FLAF M B8 TS AT b
100%" o ZIRFEAE 70 AP B IRAE R E LI,
FE M 80 AW H4H AH AR HRIE |, IF T 2010 4FH- 1R
KA ARGAT , 25 30 [ -8l 1t i 1 85 K 1) 28 5 4
R PR ST R | R R S R A I T
X T2 0 Bl 45 A 0 R EE

PEDV J& Tl RIm #i R}, o iR B R L i, LS
PRI 28 kb FYFRBLIESE RNA, F2 551 4
MNEEME 35 £F %€ (Spike, S) & H K (Mem-
brane, M) #& [ . [ (Envelope, E) & 1 A% &K 5%
(Nucleocapsid ,N) & 1,3 PMEG I E H (E 1l 1a
M 1b,ORF3)", Hivh | S & R0 TR R ki 7 %
T P27 580 1, 2 50 5 5 1 35 40 B 0% 0 B N
Al R s S e A TR R AR A F
BUIE o i4h, S BLH AT PEDV K& K40 1
A8 5 X, PEDV £ ML 3 P F1 728 5 3 bk ) 4% 1 TR T
G 2= AL F S FE, R S FEH AT H F
PEDV Pk 5 H12 W >0 o A BIF 9% 7E DR 2 i
WO o SL Al T R 0 L B0 A B 2 Ak Y S
HAH /D B S AP ST AR 1Y B v BE L
A, SR R AT M T TS 9 B AL IR 2 A 0 vk 1 A ST
BEE SL A

1 Mel5R®

1.1 400 Rk SR Eh Y

Wi L 3 ) 40 i e 38 B F 41 PEDV S1 & 1, %
P AT IE V5 9% 5 (PEDV, GDS10 #:#k ) , 3 DhAE K
J B (Porcine pseudorabies virus, PPRV) & 5 5

W 25 1iE 9% B (Porcine reproductive and respirato-
ry syndrome virus, PRRSV) \J# & #1957 2 %! (Por-
cine circovirus 2, PCV2) &4l /)N 2 (Porcine par-
vovirus, PP) , 3% 15 9% 7 4 | ] £ (Classical swine fe-
ver virus, CSFV) , Vero A &= ¥ 4 1 MAA e 22 4=
VIR AT B w5 AT Ll Bk 2 B R 2 Bt ] £ ol R
o 6~8 Ji i BALB/C /N B H 7 5 BE R R 7 52
Wl

1.2 3

g IR 58 AR L 98 [GOR 58 2 4k 7] \HAT .HT
A A Sigma 2y H , HRP 7 ic 19 2 1 B 1gG,
FITC- 41 R 1gG ;s WA 4r TMB 1 3 H JL 5t %
FKERHABRAF . IR {6 By
IRAL2EHR A PR A — BTN 5 0.25% 6 2 1
fiff .\ DMEM #5 7i 5& I rd 32 i3 2F 1L 3 ¥ A Hyclon
/NNEI el
1.3 H 41 PEDV S1 #t it il & K fasie /1N i

203T Ak 41 PEDV S1 & H AT MHAA
Je 2R A BR S \ A e gl IF 54 R4y
RAH&dE,

W E 4 S1 Ul 5 S AR B 5 [C 58 2450 78 40
AALSE , LA H/NEL 50 we A9 2 F 5T BALB/c
ANER, — RS BE N, R ], 4 [ 7 v [ 455
PR o IO 58 A R FLAL S 430 4T IR
ISR G RE . =R e 10 K5 /) BRLUR i ik B o
DL 2 ST HLJ5 40 B, ELISA A6 0 1fi 75 2 o HX
S KT 1107 f/NEL, T 100 we BB N5 4
P8, I T fe 3 KEC/IN BUBLZ0 A 55 15 s e 4 At ik
ATH RS o
1.4 Z SR 240 M 1 il A 16

W B 92 /)N B ) AL 24 Lk 9 5 R R 2B ST A /)
B 98 4N ik SP2/0 442 11 1 ELBINR &, #F 50%
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PEG [WEAH N AT 4 i ml & o Kl & a4 i & 1
20% IfiL 7% 1Y) HAT-DMEM K5 ¢ 56 v 38 55 20 i %%
L, 505 96 fLRH, AL 200 wL. B3R = K5, M
SN M @l A1 O, B e — 2 HAT 15 382 0, 2250
H, EEATLEIEA, Bk HT iRl 57— K, 0
i DMEM 5% 48595 3 . (A4 ELISA 46 I 441 Jifg
KR B SRR B R %) BH I e A A 2 TR A
It A BR A Bk % 2L e b Ak 2~3 IR, ELZE 100% 4
JL BH P 2%, B e R AR AR E 43 WAt PEDV ST 28 [ 5L
veREBUAR AN M AR o K TE BE AL S FHAME R 5 100% 1Y
YA 3G 15 SR S R R AT

1.5  FASTEPUIRPIIR) Western Blot % iE

¥ HE 4 PEDV S1 85 1 %5 112 HEK-293 4 Jifd
Ri 7% v F 1xSDS 24 i# 2% vh i 24 it J5 11647 SDS-
PAGE, %X J5i Ji J'H] Bio-Rad L% #5585 B 0 1 5 7
% PVDF & |, 5% i I 95 &5 1 3k %, FH 2l 4k 1Y
PEDV S1 & [ 5w BEPLIA S — 31, Fhi/M R 1gG
SN 30, 4T Western Blot JZ v/ o
1.6 ALY & Alifh S A %

W5 2 A2 988 40 AR 7E 150 mm 48 g 15 5% 1L v
DMEM 5% 4 15 97 H 85 37 A2 K 28 20 e %% 1 18 51 80%
PLE AT R R R, — 4 150 mm 5537 M40 i F TG
I3 15 72 AL AR 5 4 150 mm 55 35 0040 g, &% 37
96 h Ji WA TG I K5 7R 5L, o $ 4 B e G il
45 35 H gk 235 35 96 h, TR 40 IS WG
I IE#E T2k . R 2 AN A3% 7 Protein G Sepha-
rose Fast Flow Zfifk ¥ g B Hi A , Jf-i# i Sepharose
S-200 43 F i it £k, PBS PEBE , LA SDS-PAGE il &
T BEPUIA RS

B TERE BT ARCR FH Hbt 23 7] 1 BT 78 5
TR G 4 2 2SR A MO AR 19 S B8 . (1] 432 ELISA 1
J7 ¥ G 4 52 98 41 i) DMEM 15 3% b 175 WA G Ifi.
BRI S PTIRSUNY
1.7 PR e il

W VR AT 1 2 28 90 A W 52 950 I % A% 4K 20 1R
FF AR T AR P A M 5 R, FH [B] 2 ELisA 1 75 75
JEH 25,1015 .20 4809 4 i 15 F= BT AR R, LA
3BT 44 2988 240 JfL A3 AT AR () R e 1
1.8 [AIHE g2 Yo (a0 S B v e 7 AR B0 Az

¥ PEDV 9o #5: 4 B 5 H2 A PR AT i) 2 Vero
YA 96 FLAR Y, 5555 48 h, FEEREIRWE , PBS 1k
U2 U, A TR B [ W (DK TS T : 2 =223,
2 I [ 22 20 min; PBST k4% 2 WA A 2 1L %5

37CE ] 30 min; A 10% i fig 055 B 1 2R TE B bt
&, & F 37CHRA T IFE 1h; A PBST 30t =k,
T 10% B BE W FE 11 000 Fi B, AL 100 pL,
37T CHEE L E 1.5 h; PBST PEi Ja A LN AGE 1Y
DAB, % i AF 1 10 min, FHZE 8 /K Bk 3 ¥k, ) # W
Tl T RS I IR . R RN 2 8 1 1E 4
it Ay BF A FE

WA T LA 100,500 .1 000 .2 000 .4 000
8 000 fi5 P 175 B, 42 I 3R 7 ik UE AT Ho 938 e (5 52
55, 0K 5 B WA T ORI IR . [ B R R A
JH R S X AR
1.9 HrdBEHUASR S

SRH R g 7 (Y ] 422 ELISA J7 25 46 0 7 9 15
FI| iy BA 55 A Hi /K 5 PEDV . PPRV . PRRSV .PCV2
PP Fll CSFV 45 & 15 e A2 28 SURRYE , LA IE R SP2/0 4l
Fa 855 5% 13 o BHAEXT B 5090 2R 58 BE PR I 4% 7
PER

2 #R

2.1 ZRACTE Y MR B i 1

B /)N B A 40 Bt RN SP2/0 B U 4 it
J& , 26 22k v b B v B O, A5 3] 5 Bk AR
PEDV S1 # /= A ¢ 5 Mk ON 1Y BT 2% 35 200 Jifd
Bk 4 W4T 4 K 12D14H4 . 13F5B9 ., 10D2B10 .
11A7CO il 14E6F5 , 73 Wb 19 B A 550 A 43 531 0
1:51200.1:25600.1:12 800.1:12 800.1:3 200,
2.2 PATIREYIIARE S PEDV-S & A R ESS &

Western Blot 45 % i 7~ , 5 Bk #4715 PEDV S1
B JG , 7E 130 KDa BT i 30355 M 4545 .
L1

Mark(kDa) 1A 1B

180 .
130 130 kDa

95
72

55
43

2A 2B 3A 3B 4A 4B 5A 5B

M, & 15 T AR VE marker, 1-5 43 %124 12D14H4 , 13F5B9
10D2B10 . 11A7C9 A1 14E6F5 #h; A, BARE AR E AN 1 ng;
B, RRHEH TN 0.2 pg.
B1 BREHES PEDV-S1 B HHA Western-Blot £ &
Figure 1 Western blot analysis of PEDV S1 monoclonal
antibody

2.3 Hprmaife
PATTREYUIA R I 48 Protein G 25 2 Mk
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alifb 5 i B se e PR E 17 SDS-PAGE Hi ik , 45 1
R, JCILE R 35 W i B e P IR A R L A
alifk )5 H 1955 FI7E 55 KDa H1 25 KDa BT H 3078 b
2%y, JoAes , aib s bt ali i 95% L 1. ULE 2,

Mark (kDa) 1 2 3 4 5 6

180
130

55 kDa

TE M, 8 B 7 B AR s DK 1, JEORRE A 5 VKB 2, U SRR
it 5 PKIE 3-4, PBS T UERE S T~ 115 Jk38 5-0, PeBiAER T~11.

El2 PEDV BmERfAHERE
Figure 2 Purification of the PEDV S1 monoclonal antibody

2.4 PR K AN I E

It 2 WO b B A 1 RR AR 4 W L
PEDV S1 5 BEHUIAR IR i i 19 22 38 8 AR LR
fir44 4 PEDV-12D14H4., % ELISA J5 %5 , % 4%
R AERERY DMEM $55% g KICmgE s ik
A B PR 4 5 A 1251 200 A1 1:1 024 000,
28 1) AT B 4E 1AR) & 45 , PEDV-12D14H4
IR B K 1gG 1 B, 4555 Jy k 4k
2.5  ZATIE AN MRS e M AT

53 ) B 22 58 98 41 i #k PEDV-12D14H4 25 2,
5.10.15.20 fCHE 55 L3, AT HUAR AN DU e | 445
SR AR AR UR 19 4% 52 988 4 B 43 Wb i BT AR R AN
AL WFKL,

®1 EXBHEBSWDAKHEEESTER
Table 1  Stability of the hybridoma cells secreting antibody

PATTRE ¥ (Generations of hybridoma )
E/RLN 2 5 10 15 20

12D14H4 51200 25600 25600 102 400 51 200

2.6 PEDV [H]4% G353 Y (o R i 7 32 1) S 51
PEDV J& Y% Vero 41 il J5 il A FR$T 5 #42 [0) 4% 4
JEYLa (DAB) Jr ik b AT e o, 25 SRR W, 2 /b

A B C

PEDV [ Vero 4l ifd A BH 5 (14 435 5 4 i €2, i BH 4
B OANHZT I A ) AR L e o . ULIKL 3.

A B
1 AN PEDV JEYL Y Vero Zilfifl ; B s (XTI,
B3 PEDV E#ZERELEEE (DAB,x100)
Figure 3 PEDV infection by indirect immunofluorescent
assay (DAB,x100)

2.7  HuyrBEPUIARBURE R

$: Fh PEDV Y% B W B9 240 I o A [R) B R
B (1:100,1:500,1:1000,1:2000,1:4 000,
1:8 000) 1Y Cy-3-12D14H4 F 5 B4, [F] B 5 1
B A R 23 OO R R ) B R R OULE, A5 Rk
HH K BB B 22 4 000 £ 475 T X5 2] e 78 ) o S
P, WE 4,
2.8 My REPUIARSRE SR

PI%¥% PEDV .PPRV .PRRSV .PCV2 PP I CSFV
RN W ol N R NS X N [ET 2
ELISA %% % i 75 , PPRV . PRRSV . PCV2 . PP #l
CSFV ¥R 5 12D12H4 7% 5 98 41 i 73 1 1) PR 2
HERE SN, 5 BT BRZ AR — B, WLk 2.

x2 BRERKHNFRESHR
Table 2  specificity analysis of the MAb

JiEE(Virus) PEDV  PPRV  PRRSV PCV2 PP  CSFV
PATIREBLA 1978 0.114  0.089 0.1 0.081 0.079
BIEXT IR 0.059  0.051  0.049  0.054 0.059 0.054

3 it

R A AIF 5% i, R ] ) 5% 0 M PR 25 ek e i
FHEEE W F2 = KREWE T, PEDV 5 46% ,
PRV 5 8% , TGEV 5 15% , PEDV /™44 € i K 24
T R RS AT B R A Y, i F PED
Y5 TGE %5 Fo A V5 95955 76 T A 793 27 I AR R 55

D E F G

W ACERPT1:100 FiRE; B, BRPL 1:500 #i e s C, 5B 1:1 000 74 B ; D, BT 1:2 000 7 B 5 E, FAPL 1:4 000 7 B 5 F, 5151 1:8 000 7 B

G, =5 FIXT I,

B4 EEREREHBMERN (100x)

Figure 4  Sensitivity detection of the McAb by indirect immunofluorescent assay (100x)
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HIBAL A 5 Pl 22 AL A SR 158 2 p bk Y697 %) i 1
F S5a & FEAAIRIE BB % HAMD1 7. SF-36 M I ik bp &
iajrAlD

BEAT O REART MRE' KW’

[ E] B8 W EILE P AL A Eh R A IR = I A R IARAE B I
PRAGE KO IAB YT 43 2B 36 0 B I IR AR R 50 . 773k ‘%Exﬂr’ﬁtlﬂt*’ijt“’éﬁéwﬁlirﬁ 2019
A5 1 % 2022 4F 6 J WIRICA 1 105 6185 1995 5 TS ARAE (B #1052, Hie BRIBY T 7 R R[] K
HE L A H (n=52) 5MEE B 4 (n=53) , Fo UL A 4R AR R & i Aki6)7 XJL,T\Béﬂ%TéH%UHH%L
A IF PG 1 8 AL A R R A MBI, X EL R AR I AT R IR 0 AR R IR A AR R 3K
S-Ef EHE LIREARFL RN, R WS B 4B A RCRN 96.23% , WEE A L EA TR A
82.69% , MEE B 4 TWEE A 4, 2 A G245 L (P<0.05) s IFALIGYT 5 IARPE 24 [%AIG , H SR B 4H41%
TG AN, 2R A G5 L (P<0. %)-WH{S{“ Jii SE-36 P43t HWAE B A TS A 4, 2 5
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/T\Afﬂ 22 A Gii R L(P<0.05) s FRAIAYT IR 3K 5-F2 (KB T1Es , 2 VB IR 2K P YA, B

K B 41 1fiL 3¢ 5- #@Ewkﬂ?m?Mm AD,EZHE FIREREETMEAL, ZRARITFEX(P<
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[SEI] P, FHEE AL & R & I MERAE ; HAMDI7; SF-36; Il ikiR3

Effect of Guipi Pill combined with Danzhi Xiaoyao Pill and Sertraline Hydrochloride on
HAMD17, SF-36 and blood pressure compliance rate in patients with hypertension and
depression

JIANG Mengli'*, QIAN Baicheng *, ZHU Xiaomeng', ZHANG Li*

(1. Department of Disease Control, the First Affiliated Hospital of Henan University of Traditional Chinese
Medicine, Zhengzhou, Henan, 450000; 2. Department of the Third Area of Encephalopathy, the First
Affiliated Hospital of Henan University of Traditional Chinese Medicine , Zhengzhou , Henan, 450000 ;
3. Department of Phase I ward, the First Affiliated Hospital of Henan University of Traditional Chinese
Medicine, Zhengzhou, Henan, 450000)

[ABSTRACT] Objective To analyze the clinical effect of Guipi Pill combined with Danzhi Xiaoyao
Pill combined with sertraline hydrochloride in the treatment of patients with hypertension and depression and its
influence on depression score, quality of life and blood pressure standard rate. Methods 105 patients with
hypertension and depression admitted to The First Affiliated Hospital of Henan University of Traditional
Chinese Medicine from May 2019 to June 2022 were selected as the research objects, and according to different

treatment plans, the patients were divided into the control group (n=52) and the observation group (n=53), the
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control group was treated with sertraline hydrochloride, and the observation group was treated with Guipi pill
combined with Danzhi Xiaoyao pill combined with sertraline hydrochloridel, the clinical efficacy, depression,
quality of life, blood pressure compliance rate, plasma serotonin, and norepinephrine levels and adverse
reactions were compared between the two groups. Results The total effective rate of the observation group was
96.23% , and the total effective rate of the control group was 82.69%, the observation group was higher than the
control group, and the difference was statistically significant (P<0.05). The depression scores of the two groups
decreased after treatment, and the observation group was lower than the control group, and the difference was
statistically significant (P<0.05). The SF-36 scores of the two groups increased after treatment, and the
observation group was higher than the control group, and the difference was statistically significant (P<0.05).
The blood pressure compliance rate of the observation group was 73.58% , and the blood pressure compliance
rate of the control group was 53.85% , and the observation group was higher than the control group, and the
difference was statistically significant (P<0.05). After treatment, the plasma 5-hydroxytryptamine levels in the
two groups increased and the norepinephrine levels decreased, and the plasma 5-hydroxytryptamine levels in the
observation group were higher than those in the control group, and the norepinephrine levels in the observation
group were lower than those in the control group, and the difference was statistically significant (P<0.05).
There was no statistically significant difference in the total adverse reaction rate between the two groups (P >
0.05). Conclusion Guipi Pill combined with Danzhi Xiaoyao Pill and Sertraline Hydrochloride can effectively
relieve the depressive symptoms of patients, reduce blood pressure index, improve clinical efficacy, and have
high drug safety, which is worthy of clinical promotion.

[KEY WORDS]
depression; HAMDI17; SF-36; Blood pressure standard rate

Guipi Pill Combined; Danzhi Xiaoyao Pill; Hhypertension complicated with
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VLI IE 25 e A PR |, [ 25 ME - - H20213635)
BIT L WITEF & 80 mg, 1 d/k . B Wi i
I FE AR 4 AR I R D B R R R R 25 A G
i

WLEE A Y 7EH BB R R IT 1Y 5L Al AR
ERTR AR () 5 BUER IR 25 A FR A F ,
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o MIERAEIFROHER AN &, h TiHRE
PR I B3 2 2 30 R 24 b, R O 9 A ) ) A
B AN L T 1R S KR 200 mg/d . 2 U0 M
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W5 B 41 765 MR 3R o7 LAl SR Bk
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MA) " TPAG BB ARTE 0 . HAMD-17 & K347
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AEITFERE L,

2 FHR

2.1 PRALIG PRI T 8 s

WMEZ B 4 A RCR N 96.23% , WL A 4 A
RN 82.69% , MEE B A m T AL, 2765
P L (P<0.05), W1,

x1 MAMRKTHEE (2(%) ]
Table 1 Comparison of clinical efficacy between the two

groups [1n(%) ]

Eibl] n Rk GES TR BARCE

WEEAZL 52 20(3846) 23(4423) 9(17.31) 43(82.69)

WEEB4L 53 39(73.58) 12(22.64) 2(3.77) 51(96.23)
AL 5.126
P1E 0.024

2.2 PLLIIARIE T4y g

P L6 9T Ja AR T 4 B R AK, HOU%E B 41
T WM AWM, 225051552 L (P<0.05)
WF= 2,
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®2 FHEMBETSLER [(G2s), 5]
Table 2 Comparison of depression scores between the two

groups [ (x+s), Score]

5 HAMD-17 HAMA
ZH Ty n N . N N . N
MEPARI] WA RITTH W

WMELAH 52 26.64+2.64 17.44+045" 28.77+1.75 16.57+1.33"
WMEEBAH 53 26.01+1.20 12.65+0.14* 28.46x+1.56 12.33+1.40°
tE 1.418 66.096 0.874 14.567
P 0.160 <0.001 0.385 <0.001

LE - [RJ 2 IB13R 7 BT FE4K, *P<0.05,

2.3 WA TR R A

W4 IR YT 5 SF-36 P ¥, HsE B 41
WA AL, 25 A %0 E L (P0.05) .
L3 3,
2.4 PRYLIMN R AR iR

W2 B A I KRR R 73.58% , LA A 4 Il
JEIRPRH A 53.85% , MEE B 4 m T A AL, 257
BAEi2#E L (P<0.05), W4,

K3 FWHEESF36ESLE [(v+s),4]

Table 3 Comparison of SF-36 scores between the two groups [ (x+s), Score ]
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543" 531 611" 325 337 497 340" 244 3.46"

23 61.47+ 84.67+ 61.55+ 85.11%x 58.64+ 8541+ 61.77+ 79.88+ 63.75+ 83.21%x 56.94+ 71.51+ 57.60x 74.86+ 45.53%x 84.77+

53

B4l 3.10 4.16° 397 6.12° 314 609" 326 467" 614 639" 403 429" 371 3.76"  3.55 4.60"
t{H 1.519 15.608 0.316 9.814 1.457 9491 0.567 6.832 0.213 8.058 0476 5.863 0467 8359 1.862 16.836
P{H 0.132  <0.001 0.753 <0.001 0.149 <0.001 0.572 <0.001 0.832 <0.001 0.635 <0.001 0.642 <0.001 0.066 <0.001
T - A RN AT S LA, ©P<0.05.
F4 WHMEXFRELR [(2(%) ]
Table 4 Comparison of blood pressure compliance rate between the two groupsn [n(%) |
415 n R I R L T L 5 1L LAl 1 JSEUY TS
WA 52 28(53.85) 13(25.00) 7(13.46) 2(3.85) 2(3.85) 29(53.85)
W% B 4l 53 39(73.58) 10(18.88) 3(5.60) 1(1.89) 0(0) 39(73.58)
718 4.428
PH 0.035

2.5 WIdLI 5-F e 25 FIRZEOKOE g
WIALIR YT J5 I3 5- 5 0 J K SE B T, &
HUBEF 1B KO A AR, WS B 4 i 3% 5-5%
K- T AL, EHE EIREACHET 0
BAY, ZFAGIFE XL (P<0.05), WS,

x5 WAMRS-REER.ERGERAKELLE [(R+s),4)]
Table 5 Comparison of plasma serotonin and norepinephrine

levels between the two groups [(x+s), Score]

3 M3 5-5% (i LR ERE
) el fTe {EREgil] ifra

MEE A4l 52 10.22+3.21 33.74+2.75* 171.77£2.14 128.34+2.33"
WEEB 4l 53 20.07£3.45 45.62+2.64° 172.14+2.05 120.73+2.78"
Pl 1.197 20.631 0.827 13.959
PH 0.235 <0.001 0411 <0.001

LE - [RJ 2 [B13R 7 BT FE4K, *P<0.05,

2.6 PR

P B R R IR ZER LRI E XL
(P>0.05) , [BHE RERFRAE I, A B0 % W 4
o W6,

®o FMEATRRRILE (n(%)]
Table 6 Comparison of adverse reactions between the two

groups [n(%) ]

205 no OGOIKE SRR kg otk St
MEEAL 52 2(3.84) 2(3.84) 4(3.84)  8(7.69)
WEEB4 53 5(943) 2(3.77)  1(1.89)  7(13.21)

PALE 0.101

Py 0.749

3 it

PR AE 7 v B T UE R B IR T
W, rv s HEIE A Oy S R AR S O MR O
MASE AR I B A 2 45 PR 38 38 i, 7T 2R
A LA I FIAE 1 18 JUXIE IR YT o IR AL W] LARR
i O L, SR 2, FHAE 1 S AL BE BT R AR
TR T LA R AT D S A S RE R, A
177 A5 B A AR I 7K 48 5 I DRI 8. AR IR 5T
RN, W B ALE A RCE N 96.23% , 5 T IEE
A 4111 82.69% , WEE B 4= T WSS A 41, i U
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P2 TS IARAE FIYRYT o TR AED O FERE 5
Fe AR MR IR0, 28RN I, T B AT
B A VA A A JCRE IR o BARPA S5 o B s PHAE
TH 18 ALBEA S0 BB M ARRE R I LA . AR
RN, FALIRYT 5 AR T S B A, HLLER B 41
IRF UL A 4L, U BT IA IR L5 FHE 1 38 JULRE A 2L
FEARIIAR PR 43, G2 fife i IAR IR 00, LR R 7 F
A CHE A A5 5 TR R A R AN AR AL L 0
T AR BN, b g SR A 2, 2k
ZAMERR S SRARE MDA, AR KB, AL
IGYT I SF-36 W4 3wy, HREE B 4 TLEE A
2, 156 BH U I AL A PG A B LI A X6 R AR
BRI e it S R TR T, Ay
FHOCHIF 5T 2 W, 051 9 AL B oA 5 1B 3 R IR s 15, 4% 1
FETEAE AR, 32 05 A 06 R KO, AR SCHF g 45 SR 5 H:
#ii[mo

FE AN SEHTIIAR 259 5 1 56 28 A AH SE A Y
A B A LT CRE, AR AR R I R
R, HLR PR A T AR AE 25 0 af 45 K A Ak T
SDRZS , B840 1M 37 BEL 7, 3 B0 76T 1 45 BE T 3
TR, M X I 1 JS R M), 5 0 i R 45 i PR A
AR YON T B D 25 68 B B B AR R IR 5
KAMARRERL I A BRI o AR URAFF AT 25 38 o, Lg%
B ZH I JE A FR R K 73.58% , 1T WEL A ZH 1 Rk FxR
R 53.85% , HE—HAESE T HMILA e 1 12 Uk
B BRI AR A R AP AR I, 32 w5 1l R 35 A
R, IWAEIFA BT SVARAE 5 I b 2236 5 114 Ak
LT B D PSR R S R R R
IXPHFP A 23 TR M A G . B DR
RS I — i 2R KT 2 S UL
Then . AW R I, ML B I3 5-F2 (K w5
TS AN, EWE EREAKCART IS A4, U
BB A T2 7 SRR OGS B 5- R e 5 L E
FRRZEOK, 5 UAEMF RS AL (RN
B, AN RN R A LA i 22 5 22 P T

ZE LTIk, M ALA IE P HE A 1 L AR A AR
P I RYT L, T A R0 % A S5 PARRE AR | B AP a1

FRHC, BRI 5-F2 e LA L 25 P IR 0K
HA RS KA AR, 25 2

5% 3 HEk
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RDW .NLR . T el BRI & 12 Wi &5 45 2H 22995 A 5 M-
[ Jor P et s B s S I 11

RAFH 2 R BT TR

[# ZE] BH 455 RDW NLR.T 40 W HEIE 512 W45 4 20 2005 FH 5GP ) 5T 1 Bl 2903 (e i PR AR
. Ak HEE2021 41 A #2021 412 A I Jo A0 BE B G 1Y 86 1l 45 45 41 205 B 3, 4R &
T IR 2 2 2 2R A O A V) SO 9 1R AT AL K A6 13 23 G 4 2P0 R G 1 T JB A i R AR
CTD-ILD 4, 40 ] by 45 % 41 20005 A 45 I A7 AH M ) J5T P il 5295 S8 5 4 CTD 2 . X L2 ¥ RDW .
NLR . T i}t W 3 7K - , 2% i Point-biserial A1 5¢ 43 4f RDW \NLR T 41l Itg WV £ 5 4% 2 2H 200 A1 56 e [ I 1
Tt 235 & A 1 e 5 IR il 323 TAE T2k (ROC) , 43 #Ff RDW \NLR . T 40 j A (CD4* .CD8 ) 52
W 45 23 4 2P0 A G T o Al g ) I R AN (. 25 R CTD-ILD 4 % Y RDW NLR /KB &8 55 F
CTD 4, CD4" . CD8" /K V- W] W AR T % B4, 22 55 4 48 31 % 7 X (1=2.630.3.073, 3.225,2.846; P<
0.05) . Point-biserial #1543 Hr {27~ , RDW \NLR 5 2 45 20 215 A 5 M ) 5 M il 5 9 52 IE AR 56, T 40 i W0
TF 5 445 4 4 200905 A P ) e T 9 2 17 AH 56 (P<0.05) o ROC 4345 5 i 7% , RDW  NLR . T 4 Jfd iy 7%
(CD4" . CD8") M Bk 512 W 45 2 20 2095 A8 5 M (8] Joi 14 il 22 9 1) il 26 T TR AR 43314 0,658, 0.672, 0.690
0.673,0.771, £51& RDW NLR.T 4o W07 15 15 45 4 2H S R DG ] 5T P i 5 s EL A — 2 B AH DG 1
WA 12 W 235 4 28 2P0 A DG P 1] 5T M Bt o LA o 1 7 FH 1B

(SR ] rPMboAn A /b M LA £T AR A AR S8 B 5 T AR A 5 2545 40 2005 FH OC 1 0] BT o
i 5 9

Clinical value of RDW, NLR and T cell subsets in the diagnosis of interstitial lung
disease associated with connective tissue disease

FU Ziqiao'*, XIONG Xiaomin®, ZENG Qie*, LUO Fengming'*

(1. Department of Respiratory and Critical Care Medicine, West China Hospital, Sichuan University,
Chengdu, Sichuan, China, 610041; 2. Department of Respiratory and Critical Care Medicine, Guangyuan
Central Hospital, Guangyuan, Sichuan, China, 628000)

[ABSTRACT] Objective To explore the clinical value of RDW, NLR , T cell subsets and their
combined value in the diagnosis of connective tissue disease-associated interstitial lung disease. Methods A
total of 86 patients with connective tissue disease admitted to Guangyuan Central Hospital of Sichuan Province
from January 2021 to December 2021 were selected and grouped. 46 patients with connective tissue disease -
associated interstitial lung disease were selected as the CTD-ILD group. The CTD group included 40 patients
without interstitial lung disease associated connective tissue disease. The levels of RDW, NLR and T cell
subsets were compared between the two groups. Point-biserial correlation was used to analyze the association
between RDW, NLR and T cell subsets and the occurrence of interstitial lung disease associated with connective

tissue disease. Receiver operating curve (ROC) was drawn to analyze the clinical value of RDW, NLR, T cell
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2. AT RS ERSRE A EREEFH, W, )T 628000
*iBAEAE A F RS, E-mail : luofengming@hotmail.com



BT SIRYT 4 20234E4 0 $515% 4541 T Mol Diagn Ther, April 2023, Vol. 15 No. 4

© 705 -

subsets (CD4 " and CD8") and their combined value in diagnosis of interstitial lung disease associated with
connective tissue disease. Results The levels of RDW and NLR in the CTD-ILD group were significantly
higher than those in the CTD group, and the levels of CD4" and CD8" were significantly lower than those in the
control group, with statistical significance (r=2.630.3.073, 3.225,2.846; P<0.05). Point- biserial correlation
analysis showed that RDW and NLR were positively correlated with interstitial lung disease associated with
connective tissue disease, while T cell subsets were negatively correlated with interstitial lung disease associated
with connective tissue disease (P<0.05). The ROC analysis results showed that the areas under the curve of
RDW, NLR, T cell subsets (CD4*, CD8") and the combined effect in the diagnosis of connective tissue disease-
associated interstitial lung disease were 0.658, 0.672,0.690, 0.673, 0.771, respectively. Conclusion RDW,
NLR, and T cell subsets have a certain correlation with connective tissue disease-related interstitial lung disease,
and the combined diagnosis of connective tissue disease-related interstitial lung disease has high application value.

[KEY WORDS] Neutrophil/lymphocyte ratio; Erythrocyte distribution width; T cell subsets;

Interstitial lung disease associated with connective tissue disease

7k 7% 20 21094 (connective tissue disease, CTD)
E—HEZRG ZAEZ RN A B RSN, H
Al R K 4 By A R 4 A 21 A R S R E I
I HAL B KR OC 1Y 48 (RA) \ RGEMELT BE AR A
(SLE) | & 4t 14 i {95 (SSc) 4§ & Pk & P WL
(IIM) | T 25 & 1E (SS) & o Ifif [a] J5iE 14 il < o
(intestinal lung disease , ILD ) J& # UL %) 4% 4 2H 2
I I AR, 2 B DA R T8 W i S B It 96 48 i A 1]
JoT £ 4 Ak Sy B AS 95 B A2, N [A] ) CTD 51 & 1Y
ILD I PRI o BLRRAE AN [A] , PR] I X6 &5 46 41 21
I3 AH 5 P 8] 53 12 il 53 9% (connective tissue disease
related interstitial lung disease , CTD-ILD) f*)i2 W%k
N2, H T CTD-ILD Y % J HLI 1 o 58 4= 10
i, HX T CTD-ILD i A A 48— 2 Wids il . 1fiL
TH bR B 12 WA — B2 AR B 9T RO, 21
41 8 43 A & B (red blood cell distribution width ,
RDW ) J& IfiL & R A I o %) 48 b, A 438 3FRoR
RDW AJ7E—E B b S LA A RAER L, H 5
i S i e A B A — 2 (A S 5 v PR 4 i
R E 40 fifd LY {1 (neutrophil-tolymphocyte ratio , NLR )
SR G PR & FH ARG I 48 B, AS 2D BiF 55 7R HE X
93 VE 5 9 12 W B 18 T A B A — B9 A I Ay
H" o[RBT, CTD fF R 5 MUK S i D) fig A % 1)
KRR, W5 T MW 2 B A — g %
B, AR5 RDW NLR T 41 il WA I 512
VBT 445 2 2 20 R DG A2 1) S P i s 1) e PR A1

1 AHESHE

1.1 ImIRTERE
PEHEL 2021 4F 1 H 3 2021 45 12 A WU oo

O BE B IRIE 1Y 86 9145 4 2H 200 Hu s, IR 4R 15
R 2 G A 2 A G A ) P S 1R AT A AL
W A6 191 25 2 L 5 FH O 1 (R I 1 Al s 1
CTD-ILD 41, 40 ik 25 4 4 2000 A& & I HH bk
Ji) J A i g £ AR CTD 4. 9 A bR - DI
PRE R 12 S 45 4 21 20005 S 245 40 21 4005 AH G Pk [
JBT P it s ) R T QA% =18 % s Bl R ARG
TR ERE R . HEBRPRE: O HE 28 R 5
P I R s QR A AT AR R T i s
M) L5 RRAH EFEAR 2 BB . BB I IR RS
W . CTD-ILD 4154 46 ], % 30 #, 55 16
], S 2 AR #E (48.62+6.88) %, - 15 BMI (22.03 +
1.65)kg/m’;RA [ 19 4, SLE .35 1 4], SSc Hi 55 2
], TIM F 3 9 ], SS & 154, CTD 413 40 9],
2 26 ), 35 14 1, P B4R IR (46.13£9.35) %, -1
BMI(21.66+1.80)kg/m*; RA ¥ 17 {4], SLE ¥ 2
i, SSc [ 14, 1IM fE&5 8 44, SS &4 12 451] . PHZH
BEN BRI, ZR LRI ¥E X (P>
0.05), ATtk BT A B H s e B AnE 12 2% [n)
P N N M e 2o U 57 (0 L 1 0
1.2 fapnkal

T 2o i H RS A (I i Il H LA AT AN, L
BC-6800Plus ) it 5% H & 1Y RWD 7K (R FH 2L 41 ifd
AT R - @I R Ve 0 o R N 11
THEL, FF T34 NLR /K SF 5 R FH 3t =X i 2 4% (BD
FACSMelody )il & CD4" .CD8" 4 T 2 ffd W 7 7K -
1.3 GEirsFhik

AW R GE 12734 SPSS 21.0 X 40 it
PAbEE, R ORER ) (R +s) R AT e K056 5 118K
TERERH n(%) 2R 47 Y K% . CTD-ILD k95
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2578 F 19 AH &% R H Point-biserial £ 56 17 AH ¢
AT, IR 52 E TAERRE th 2 (ROC) 43 7
RDW NLR . T 4 Jifd SV # 7K ~F- S Ik 45 %) &5 4 41 21
i AFF S ) SO P Bt s R U L. DA P<0.05 2R
ERAGZIEE L

2 #R

2.1  MZHAEH A RDW NLR & T 400V K HoAs
CTD-ILD 4/ RDW .NLR /KF- 1 i 75 F CTD

4 ,CD4" .CD8' /K- B AR Txf f 4, 22 Ry B A

Giitegm L (P<0.05), WK1,

*1 PHBERDW.NLR K TR KFLLE (v+s)
Table 1 Comparison of RDW, NLR and T cell subsets

between the two groups (x+s)

T 2 i I

am - on CD4" CD8'

RDW (%) NLR

CTD-ILD 41 46 17.98+3.26 3.80£0.95 31.23£3.40 21.45+3.06

CTD# 40 16.02+3.65 3.19+0.88 33.64+3.52 23.35+3.12
i 2.630 3.073 3.225 2.846
P{H 0.010 0.003 0.002 0.006

2.2 RDW NLR J T 4 itV 7K V-5 45 4 21 2
A A [) J5 P it 9 1) R D

Point-biserial 737 45 % i /v , RDW NLR 5 45
455 21 205 A G [R) JOT 1A s 2 LR G, T 4t i ST
HE(CD4" .CD8") 5 45 4 211 295 A 5G4 1] o 14 i 5
A G, W2,

%2 RDW.NLRE TZHAIEE/KT SEGHLFHEXLE
8] 514 Al e 7 B 1B St
Table 2 Correlation between RDW, NLR and T cell subsets

and interstitial lung disease associated with connective tissue

disease
2H 5 r i PiE
RDW 0.274 0.011
NLR 0.313 0.003
CDh4* -0.332 0.002
T 41 B S B
R CD8" -0.296 0.006

2.3 RDW NLR. T 4il ifd 3I7. # 7K S B 5 A5 % 445 4
20 2R AH DG TR JT P et i ) T 0 A0 (L

ROC 73 1 45 % i 7, RDW . NLR . T 4 Jifd IV
(CD4" .CD8") 7K S Hk A Fiil il 235 4 25 2495 #H 5C M
[i] Jo P M 9 s 10 1t 1 T AR 23 531 R 0,658, 0.672,
0.690,0.673,0.771 ,RDW NLR . T 4ff ffd V.7 7K °F- Kz
Y A5 X 445 23k 2 200 A O T 5 1 i g AT —
R R, UL 3 K1,

%3 RDW.NLR.T 402 E & 7k 3 R Bk & X 45 45 42 4U%
8 5% 14 18] J3R ek i 5 7 4 T 441 1L

Table 3 Predictive value of RDW, NLR, T cell subsets and

their combination for interstitial lung disease associated with

connective tissue disease

205 AUC  95% CI  REE $5EF PAE
RDW 0.658 0.540~0.776  0.717  0.650 0.012
NLR 0.672 0.557~0.788  0.848  0.525 0.006

TAIMIRE CD4™ 0.690 0.578~0.802 0.674  0.675 0.002
CD8" 0.673 0.559~0.788 0.783  0.525 0.006

iRl 0.771 0.672~0.870  0.609  0.850 <0.05
1.0
RWD
0.8 NLR
CD4+
= 0.6 CDg+
E %4 B
= 04 Sk

0.2

0 02 04 06 08 10
145

1 ROC %k
Figure 1 ROC curve
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HEAF RN 43.4% . RHLH X CTD-ILD #1712 Wi
FGIT 0 T B iIG 7y M s A 25 X
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Correlation between serum AQP-1, AQP-4, and AQP-9 and neurological functional
rehabilitation from acute cerebral infarction

LI Zhiyin*, XI Haitao, YAN Xuling, MENG Lixia

(Beijing Rehabilitation Hospital Affiliated to Capital Medical University Community Rehabilitation Department
Beijing, China 100144.)

[ABSTRACT] Objective To study the correlation of aquaporin (AQP) -1, -4 and-9 with neurological
rehabilitation of acute cerebral infarction (ACI). Methods 170 ACI patients admitted to Beijing Rehabilitation
Hospital of Capital Medical University during the 2019.2-2021.11 were selected as the ACI group, and the other
110 healthy check-up persons were taken as the control group. The contents of AQP-1, -4 and-9 in serum of ACI
patients before treatment and 1 month after treatment, control group during the physical examination were
detected. The degree of neurological impairment in ACI patients was evaluated and divided into the mild,
moderate and severe injury subgroups, and the 90d prognosis of ACI patients was evaluated and divided into the
good prognosis and the poor prognosis subgroups. The ROC analysis was used to predictive value of serum
indicators on ACI prognosis, and logistic regression was used to analyze the risk factors for poor prognosis of
ACI. Results The serum content of AQP-1, -4 and-9 in the ACI group before treatment was higher than that in
the control group (#=15.059, 15.897, 25.201, P<0.05). The serum content of AQP-1, -4 and-9 at admission in
the ACI group: severe injury subgroup > moderate injury subgroup > mild injury subgroup (P<0.05). The
serum content of AQP-1, -4 and-9 at 1 month after treatment in the poor prognosis subgroup was higher than
that in the good prognosis subgroup (=5.776, 4.598, 7.257, P<0.05). The ROC analysis showed that the
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serum content of AQP-1, -4 and-9 alone and in combination had predictive value for the prognosis of ACI

patients. Logistics regression analysis showed that the content of AQP-1, -4 and-9 were all risk factors for poor

prognosis of ACI patients (P<0.05). Conclusion Serum AQP-1, -4, and -9 levels in patients with ACI are

elevated, which has predictive value in evaluating prognosis.
[KEY WORDS]
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W R Z A 2E I IR AR ACT R H 4 D)
RE 018 BT 7t VA1 1) 43 —F ML A B b 240 % Y3000
AL g FERIGTT BA EEE X KHiE
#H F (Aquaporin , AQP) J& — 28 % {37 T 4 B i I 1
AR TFEREZNEN . BHATC A AQP Kk
AQP-1.-4,-9 =Fh i 51 2 5 i 2H 2tk iy ke 28045 3
R e 1 PR E AR, AQP-1 -4 -9 [ i e 1k Al i &
ik 7 Fifr 00 9 2 R S I AR AR A Iz 8 I 3 T T o
Y RERLE Y ARWF I AT T LTS AQP-1 |
-4 -9 5 2k I REBE R 22 DO RE R &R AR G, B AR
SRl R ACT B9 1% B s VAR $2 52 2k B

1 ARSI

1.1 — R

PEFE 2019 4F 2 J % 2021 4F 11 H 18] 4 #B
B 24 B A 5 5 A2 B B A 19 170 4] ACT BB 3%
FHFE RS ACT AL, AR : OFF & AC 2 Wids
HES S QB IR s @RI BT (] <24 h; @ RATE
WAARIT . OFT A BRERIRAMERE . HbR
P : G Il il 290 5 @& I i I i 7 M
Ag 5 B I HE BT 4% T RE B A 5 DA F5 AN 45 43
. ACIZ 5 1 104 6 2 Pk 66 B, 4F#% (63.41+
9.42) % | # i I [A] (9.41+1.24) h, & IF & 1L & 75
) BEARE 5451 o o3 U MBI VERC Y 110 44 £
JRAARS: A R it BRAR, e 55 1 63 3] Lok 47 91
A% (62.84+9.14) % o A SZ 308 PR AR 0% Y EE
B2ESHGHFE X (P>0.05), Bl k. A<
FA BB PEZE 01 St S
1.2 MG FEbRA Iy 1%

A I SR 2 0 REZH %) 25 W6 JH K 0l 5 mL, 36
FERTRIRIT IR 1 H IRAE ACT 4L 1Y 25 B8 ik i,
5 mL, 0242 10 cm 73 3 000 55/43 1250 10
min , BT A ~40COKFE -7 R

Acute cerebral infarction; Aquaporin; Prognosis; Predictive value

1.3 ACI MBI B i PEA

ACT B35 ABEit 2 5/ AR5 95 [ [ 57 10
M BF 5T BE 26 i 3 (National Institutes of Health
Stroke Scale, NIHSS) PF- 41/ ACI i 35 1Y # 22 D) g
GRS, NTHSS PB4 0~15 43 5% B #1457 . 16~30
Ay Rrh BB 31~45 43 Ry EE A
1.4 ACI H)5 W PFA

Z AR A7 )5 2 00d B R FH XK. Rankin
P43 (modified Rankin scale, mRS) P-4 ACI & %
TG, 0~2 2 R TG RAFIE2H (112 1)) . 3~5 %N
G A R AV2H (58 ) .
1.5 Giil=#abH

K H SPSS 22.0 BAF AT ST AL B, 18T
B n(%) 3R AT R A5G BT T 5%
B (R +s) FR , AT e K356 2R F ROC il £k 434 1.
1% AQP-1.,AQP-4 . AQP-9 il ACI & il J5 /)
{8 ; R 2 1 £ logistic [71 15408 ACI 35 W5 A
BIERNZE . P<0.05 N2 RSB 51155 L,

2 #R

2.1 W4 B HFIME AQP-1.AQP-4 ., AQP-9 /K -1y
s

ACI ZH /9 IfiL 3 AQP-1., AQP-4 , AQP-9 /K15
FXR , 2R H G2 X (P<0.05), WWHE 1,
x1 THBEIME AQP-1.AQP-4.AQP-9 KFELLE (x+s)

Table 1 Comparison of serum AQP-1, AQP-4, and AQP-9

levels between 2 groups (x=s)

2151 n AQPI(pg/L)  AQPA(pg/L) AQPI9(ng/L)
ACI4l 170 40.2411.03 47.21+10.84 1.16+0.22
XHEZH 110 22.14+7.58 27.14+9.45 0.59+0.11

il 15.059 15.897 25.201

P{H <0.001 <0.001 <0.001
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Table 2 Comparison of serum AQP-1, AQP-4, and AQP-9

levels pre-treatment among the subgroups of mild, moderate

and severe injuries (xs)
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Table 3 Comparison of serum AQP-1, AQP-4, and AQP-9 levels pre-treatment and 1month after treatment among the

subgroups of poor and good prognosis (x+s)

w5 ) TBIT AT ((ue/l)) BITE 1 H
AQP1 AQP4 AQPY AQP1 AQP4 AQP9
TlJe R0 112 39.58+10.84 46.63+10.15 1.1420.24 31.36+8.62 34.66+10.72 1.01+0.24
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X 1.052 0.938 1.524 5.776 4.598 7.257
P4 0.294 0.350 0.129 <0.001 <0.001 <0.001

F4 BFFE1 RRILE AQP-1.-4.-9 K FHMK B A TN ACI BETHUFH ROC # £ 5317
Table 4 ROC curve analysis of serum AQP-1, -4, and -9 levels at 1 month after treatment alone and in combination for

prognosis of ACI patients

L S AT HUBE (%) RSt (%) PR 2 AUC 95% CI P
AQP-1 36.71jng/L 77.68 63.79 0.043 0.729 0.656~0.813 <0.001
AQP-4 38.56jg/L 66.07 63.69 0.039 0.711 0.634~0.788 <0.001
AQP-9 0.887ng/L 80.36 67.24 0.038 0.791 0.716~0.865 <0.001

s 75.89 89.66 0.024 0.912 0.865~0.959 <0.001
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Figure 1 ROC curves of serum AQP-1, -4, and -9 levels at
1 month after treatment alone and in combination for

prognosis of ACI patients
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Table 5 Correlation between prognosis of ACI patients and
serum levels of AQP-1, -4 and -9

(5 Bl SEH Wald {4 OR fHi P1H
AQP-1 0100  0.030 11.206 1.105 0.001
AQP-4 0180  0.034 28.175 1.197 0.000
AQPO9  6.761  1.406 23.126 863.293  0.000
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Application value of HbAlc, LDL-C and HDL-C in type 2 diabetes nephropathy

QI Renjuan'*, ZOU Yonghong', SONG Jie', GU Junfei®

(1. Department of Endocrinology, the Second People’s Hospital of Anhui Province, Hefei, Anhui, China,
230000; 2. Department of Endocrinology, the Second Affiliated Hospital of Wannan Medical College, Wuhu,
China, 241000)

[ABSTRACT] Objective To explore the application value of glycosylated hemoglobin (HbAlc), low-
density lipoprotein cholesterol (LDL-C) and high-density lipoprotein cholesterol (HDL-C) in type 2 diabetes
nephropathy (DN). Methods 196 patients with type 2 diabetes (T2DM) admitted to the Second People’ s
Hospital of Anhui Province from January 2019 to July 2022 were selected as the study subjects, and were
divided into the combined group (n=74) and the non-combined group (n=122) according to whether DN was
combined or not. The general data and HbAlc, LDL-C, HDL-C levels of the two groups were compared. The
independent influencing factors of DN were analyzed by logistic multiple factor regression, and the diagnostic
value of HbAlc, LDL-C, HDL-C in DN was evaluated by subject work (ROC) curve. Results The smoking
rate, total cholesterol, LDL-C and HbAlc levels in the non-combined group were significantly lower than those
in the combined group, and HDL-C levels were significantly higher than those in the combined group ()=
19.646, t=5.299,9.576 ., 2.872, 7.356, P<0.05). Multivariate logistic regression analysis showed that smoking
history, LDL-C, HDL-C, HbAlc levels were independent influencing factors affecting DN (P<0.05). The
ROC curve analysis results showed that the AUC of HbAlc, LDL-C, HDL-C and joint detection predicted DN
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were 0.741, 0.730, 0.685 and 0.887, which was better than single diagnosis (P<0.05). Conclusion HbAlc,
LDL-C and HDL-C have high diagnostic value for DN, and the combined detection of HbAlc, LDL-C and

HDL-C has high diagnostic value, which can provide reference for clinical diagnosis of DN.

[KEY WORDS]
cholesterol; Type 2 diabetes nephropathy

B R 9% B 4% (diabetic nephropathy , DN ) J&
THE DRI 9 0T a] S8 AR N AL T N 4 W 3R
BLAIE O, 3 SO AU & 28 B #™ E IR, T
SR A T BRI & AE" . DN 1 # I IR
FEIUN B /INER R Ik AR 0 WO FR S Y R K
SRR 2 )RR B T N S Ak s AL Ho
1A 2 B PR 0 B DL S LT B AL % Ta) 8 T
L, RE A B R B 2124 i 47 . DN &
FIR WA IR EEIE, B HE SR Z W EAIK,IE
B R UL R Ak LA SR L, BE R L RE S
8o RS IR YT R e R AR A . T, DN Y
EIRFCNRTENKRE R, 2EFEUEERAL
A 0 B Z R . L, 992 K DN X R
I IF i i DA B IS R A 3 A BRI . DN
14 9 St DR 55 AL ) A8 ok 52 2% B I AR 25 L S e
Kl 2 —, BE A X B 0k A 285 2 el 28 7 A 5 i 5 B
AT B /IR () B AL i =, X R D RE T AR
TH W2, A AL I 21 25 1 (glycated hemoglobin,
HbALc) 1F A B 1A 22 A4 o 58 25 s 22 1912 Wi
FRbR , FLAENE PR B v B I B AN AT 33 1), XF
TR R R =g sl = O E I T [ R = | R
Pt Hh =8 |5 % B g 8 1 TH [ B (high-density
lipoprotein, HDL ) FlI% %% B i & 1 A b B (Low -
Density Lipoprotein Cholesterol , LDL-C) 1 & & Ul
1y RE A H8 bR, SRR B A — ok
FM ., WORWTSEIE S R 5T HbAle \LDL-C \HDL-C
Aor I 7E 2 RUBE DR s B b L AN, B TE R I
IR 12 W DN 202 24K 3 .

1 AHESHE

11—k

PR 2019 4F 1 H 3] 2022 4F 7 H 2 #AE % A
B e SIA 9 196 141 2 UK PR (T2DM) 51
WFXS 4, #% BB 45 IF DN 40 8 & 34 (n=74)
FARGIHA (n=122), F 3125 6, 2 71 B ; -1
45~75 %, EHAEHE (61.14+8.01) % 5 E 1A i f 45
#7(23.83+2.09) kg/m*; i T 2~12 4F ; V- 25 &

Glycated hemoglobin; Low density lipoprotein cholesterol; High density lipoprotein

(8.63x2.01)4F o 4 A b5t : OFF A DN (112 Wiks
WS QIR IR TR T QR MM E LAY
@B F N2 B MG R T HEBRAR U
OAE PR B TETE 5 BT ; Q5 & 1R B IR
95 5 AL T 4T YR A S FLIA . AR 7 28 1 e 46 3
Z o wi it
1.2 i
1.2.1 I RIEL TR

WO FR I R R BT RE , AL 45 A AR 5]
(UNFiN Ry @ E N @ U ST N s = [ DA
KA Tt i MG 5 o
1.2.2 (LA daprss il

T R 7S M6 B A AR 3 A I Dk i 5 mL, DA
3 000 r/min (3R FE , B 01420 10 em B 550 T 5
010 min J5 , & T-75CHS&MA TR, R4 A
A A (R H AL s R R 5 (i) A FR
AFIAEE S W], RS H 37 LABOSPECT 008) i
T 25 5 P LA b = PR % R s A L
fi2 (low-density lipoprotein cholesterol, LDL-C) . /5
2 Ji g 45 11 IH [# 5% (high-density lipoprotein choles-
terol, HDL-C) 7K -, LDL-C ##:{##"% \HDL-C
PUARBH AT \TC 1 TG B L o R i 8808 A 83
TR B 1 HbALe 7K P
1.3 Sit2Frik

K SPSS 22.0 B F EAT B G AL B] . T BT
BEUL (e +5) KR, 2R o K 50 647 50 A, THECR B
Phn(%) 3R, R ¢ gt im0 RIHZ W &R
Logistic [A1H 43 #r DN B4 37 52 0 KU 2%, R FH 32
1 # T 1E (Receiver Operating Characteristic , ROC)
i1 £k 5> BT HbAlc .LDL-C .HDL-C %} DN {2 i it
o P<0.05h2RAGHFE L,

2 R

2.1 PR —%ER L &% HbAle .LDL-C \HDL-C
KA He g

PR 2H 22 ) A P 531 A0 A BT e A R R VIR
s v I | s B IE L R LA, 22 R TS
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T L (P>0.05) o AR A I 2H 1Y W 22 5 JIE [#]
fi¥ \LDL-C D\ J HbAlc /KB BALF A IF4L, K E
JFA ) HDL-C /K- & TA R4, Z 53 4
i2F 7 X (P<0.05), WK1,

*1 WA—BKERLIKE HbAlc.LDL-C.HDL-C 7k Ty
e [n(%), (s) ]
Table 1 Comparison of three groups of general data and
HbAlc, LDL-C, HDL-C levels [n(%), (x£s) ]

) KRG e v
I 2
I (n=122)  (n=7a) XM P
e 75(61.48) 50(67.57
e % ( ) ( ) 0.740  0.390
E's 47(38.52) 24(32.43)
() 60.13£7.59 61.33+7.01 1.104 0271
Mo EL (kg/m?) 23.39+3.10 23.43+3.41 0.084 0.933
AR (4F) 8.57+2.75  8.69+295 0288 0.774
2 HE 38(31.1 47(63.51
AR el 38(31.15)  47(63.51) 19,646 <0.001
T 84(68.85) 27(36.49)
K 33(27.05) 29(39.19
TR s i ( ) ( ) 3139 0076
g 89(72.95) 45(60.81)
=l 49(40.1 40(54.0.
i I el 9(40.16) (54.05) 3585 0.058
T 73(59.84)  34(45.95)
= g i 23(18.85) 19(25.68
e JIg IS i ( ) ( ) 1974 0.250
JG 99(81.15) 55(74.32)
BB EE (mmol/L ) 4.810.73  5.38+0.73 5299 <0.001
H i —Tig (mmol/L ) 1.8120.40  1.92+0.43 1.814 0.071
LDL-C (mmol/L) 3.62+£0.30  4.16x0.49 9.576 <0.001
HDL-C (mmol/L) 1.44+0.22  1.35x0.20 2.872  0.005
HbAlc(%) 7.65£1.09  9.06£1.59 7.356 <0.001

2.2 3% DN £ [H % Logistic [ 53H7

LR E RS A I DNAEANHA & (=0, H=
1), AW s (J6=0, 4 =1) . &0 [ 5 | LDL-C.,
HDL-C .HbAlc /K FAEH A28 i #4172 I & Logis-
tic A1 4347, 45 3 o, W s\ LDL-C \HDL-C .
HbAlc 7K *F- 5 DN ¥ it 37 5% i) Al & (P<0.05)
W2,

&2 W DN A% E =X Logistic B35 47
Table 2 Multi factor Logistic Regression Analysis of DN

27D B1H SEf§ WALD OR{H
WM 0.548 0.208  6.941  1.730
RBMERE 0177 0123 2071 1.194
LDL-C  0.754 0.322 5483 2.125
HDL-C  0.689 0231 8.896 1.992
HbAlc 0.135 0.069 3.828 1.145

95% CI P1H
1.151~2.600  0.008
0.938~1.519  0.150
1.131~3.995  0.019
1.266~3.132  0.003
1.000~1.310  0.049

2.3 HbAlc.LDL-C HDL-C %} DN {2 Wi
#%1 HbAlc . LDL-C .HDL-C T5iilll DN f#j ROC
i £k , ROC i £k & 75 HbAlc . LDL-C \HDL-C L) &
B A K6 I 300 DN X R #9 AUC R 0.741,0.730,
0.685 ., 0.887 , H Xt i () 24 % R KUK 0.473.0.339.,

0.333.0.749, Bk & K I /4 A (8 = T B 2 AG: ) ot
DN I E (P<0.05) . W33 &l 1,

%3 HbAlc.LDL-C.HDL-C X} DN HJi2 Bf ) &
Table 3 Diagnostic value of HbAlc, LDL-C and HDL-C
for DN

o R §g§ ﬁ%’f? ﬁ(ij)’g AUC  95%CI Pl

LDL-C 3.74 0.339 69.73 80.03 0.730 0.666~0.785 <0.05
(mmol/L)
HDL-C 146 0.333 6547 73.06 0.685 0.645~0.797 <0.05
(mmol/L)

HbAlc(%) 7.69 0.473 65.69 70.06 0.741 0.628~0.766 <0.05
AR5 0.749 90.03 88.36 0.887 0.716~0.913 <0.05

100

80 LDL-C
HDL-C

60 HbAlc

= WA o

(100)

40

i

20
0 20 40 60
RS (%)
E 1 HbAlc.LDL-C.HDL-C X2 #f DN B8 ROC # £
Figure 1 ROC Curve of HbAlc, LDL-C, HDL-C to
Diagnostic DN
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W JC kB BUR B B R R A i e R B H R E
i I AT SRR YT T B R AR A R . Lt
345 DN (1 B2 Wit b A G R SE AR R

HbAlc 1E 4 & UL A4 5w i 51 4 48 b, AE
% )2 9t DN f 35 8-12 J&] 1) I ME 5 2 ZE AL O
Xof KB B AR KT T AR AT K B EAR O LB
% PPk AR B BN 0 S AR B, KO T
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T3 51 2R 0.741 .0.730. 0685, XF b7 [ 29 5 250 K
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I DN ¥4 B AT — % 9 BN o 1 A0 A i 58 %
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B HBE1,25(0H).D, SREF K EXRZR KL
Fnf 4i: A B NB-UVB Iy 800 %¢

FHE F HEE

(8 ZE] Br HIHEBERERE I 1, 25- 38344 E D, 1,25(0H).D, | 5 R F KRR
KB A BRG 7 TP 5 A (NB-UVB) I R IIT . Ak HEEL 2020 4F 1 7 2 2021 48 11 A £ 1LY
A AE T L R IR T R AR JE 0 R 109 B 1 A LR AL, [R] IR 5 B 100 475 fi B 25 1 b 3 B2, AR5 1
TR B AT K WAL A R E A R A 2 (n=57) FIREE B 2 (n=52) , Horp LS A 245 T B 4 A &
NB-UVB i&97, %% B 4145 T NB-UVB 697, 4 LSS B AIA )T R, B8R W4l yE 1,25(0H).D,
B A TR IR, 25 A e it X (1=—16.614, P<0.05) , T [ 20 M35 (WBC) | P 44 /b 1 200 it
F(NLR) | HfiL/IN /i B 2 He (PLR )\ C 207 2K I (CRP) IR SR AE IR 7 o (TNF-o0) BH S i T4 iR 2, 22
A G X (1=12.832.5.869 .8.678 ,26.944.,19.084., P<0.05) . WLELLH v i B #3413 1,25 (OH ) .D,
AR TR R Y, R A G X (1=2.699, P<0.05), 11 NLR 1 PLR W] i &5 T2 8 %, X BB/ 5
T X (1=-5.141 ,-3.719, P<0.05) , £5it AR5 MIE 1,25(OH).D; 5 NLR 1 PLR 2 1A, [
5 B 2 15 A S B R G 5 BT 4k A 6 NB-UVB 67 AR JE W A7 e i iy 7 3k, I il 38 FB AR 6 I

[E88R] SUBM; LT 1,25- R IR R Dy RV T Bilde A 25385 b 2242k 5 ik

Relationship between 1, 25 (OH) 2D3 and inflammatory factors in patients with

psoriasis and the efficacy of acitretin combined with NB-UVB
LI Yinghui, GUO Fang, YANG Gaie*
(Pediatrics of Shanxi Yuncheng Central Hospital, Yuncheng, Shanxi, China, 044000)

[ABSTRACT] Objective To investigate the relationship between serum 1, 25-dihydroxyvitamin D3
[1,25 (OH) ,D;] and inflammatory factors in patients with psoriasis, and to observe the efficacy of acitretin
combined with narrow - spectrum ultraviolet B (NB-UVB). Methods 109 patients with psoriasis treated in
Shanxi Yuncheng Central Hospital from January 2020 to November 2021 were selected as the observation group
and 100 healthy person as the control group, according to the odd and even number at the end of the medical
record number, the patients in the observation group were divided into observation group A (n=57) and
observation group B (n=52), the observation group A was treated with Avia combined with NB-UVB, and the
observation group B was treated with NB-UVB, the therapeutic efficacy between the two groups were observed.
Results Serum 1,25 (OH).D; in the observation group was significantly lower than that in the control group ,
the difference was statistically significant (=—16.614,, P<0.05) , while leukocyte count (WBC) , neutrophil /
lymphocyte ratio (NLR) , platelet/ lymphocyte ratio (PLR) , C-reactive protein (CRP) and tumor necrosis
factor oo (TNF - o) in the observation group were significantly higher than those in the control group, the
difference was statistically significant (r=12.832, 5.869, 8.678, 26.944, 19.084, P<0.05). Serum 1, 25
(OH) :D; in moderate and severe patients in the observation group was significantly lower than that in mild

patients, the difference was statistically significant (#=2.699, P<0.05), while NLR and PLR were significantly

JATR B B AT %R B (20210345)
Ve B4 Ly W B BT P s B R IULAL, L T, 32 3% 044000
*SEASVEF A K, E-mail : 15235690862@163.com
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higher than those in mild patients, the difference was statistically significant (r=—5.141, 3.719, P<0.05).

Conclusion Serum 1,25 (OH) .D; in patients with psoriasis is negatively correlated with NLR and PLR, and

negatively correlated with the degree of disease. Acitretin combined with NB-UVB is effective in the treatment

of psoriasis and significantly improves the lives of patient quality.

[KEY WORDS]

spectrum ultraviolet B; Curative effect

BB R DR R 3 O E IR R RN R4S
PEARE PRSI , ™ B R AR T B
B ML C [ i 25 1 (C-reactive protein, CRP) Flfjif
JRE R BER T o (tumor necrosis factor o, TNF-a ) 7K 3
SRR AR R W R . B AT E A4 NLR
PLR SEAEAR B h BF o AR BFgE RIS, 1,
25(0H)2D3 S4B 19 & A= A ARG . BRI PR A4
— TR B R RCRAS R AR, A b £k
Al 2% (Narrow-band ultraviolet B, NB-UVB) H& i} A
RN T 4B T, R LA SRE F b, H &
it 5 RECRE R S A 3 R, AN RS 1Y) R A e f
Jntem s G RS Rk 2591 5 NB-UVB {RY7 A ZE & LA
WIREARA R RN & AR, HET, A X E R
& MY 1,25(0H)2D3 /K755 NLR Hl PLR %45 b7
Y AH G 1 TC R G IE , AR IE o0 B BT 4 A B
NB-UVB V57 < B 9 19 6 AT 2 S % 1, 25
(OH)2D3 5 NLR .PLR .CRP I TNF-o 7KF- 52400

1 #ABEFEE

1.1 — ek

PEHL 2020 4F 1 A & 2021 4F 11 A fE 1L PG iz
T O BR BETRYT BRI e iR A 100 14 Sy g%
4, AFRUE : OFF A i PR B R 2-56 3 o) 5+
AR B 2 Wi bR e : @ ABERT 3 4~ H A
KIRIT L Q=18 % s @ B H K K& 1 R
oo HEBRBRUE : O EFFAH O I CE SRR
QA MG P s 5 O LR kT B 55
HoAth Bz K2 0 5 DA G B 5 s & 4 W
RGP . H B R G0 55 HAh ™ B
[Fi] B 326 B 100 44 il e 5 S X BRZH, WL 5 20 Rt BR
2 I R — BT ORE L  25 F ESE TR B L (P>
0.05), HA A e, L3 1. ARWAFIE RIS B B
TOHRZE DL it
1.2 SRk

P2 A BE I, SR 4R 25 IE i ik i 4 mL, ) 3 000
r/min [ 3 250 10 min (50248 10 em) 4355 1L

Psoriasis; Serum 1, 25-dihydroxyvitamin D;; Inflammatory factors; Avia; Narrow

&1 UBRAMMNBRAMGK—MBARILE [(n(%), (x£s) ]
Table 1 Comparison of clinical general data between

observation group and control group [n(%), (x+s) ]

P51 AW AT R

asl n T 4 (%) (kg/m®)

WELLH 109 65(59.63) 44(40.37) 40.0129.29 22.19+2.54
XHRZH 100 62(62.00) 38(38.00) 39.28+9.15 22.04+2.32
1 8 0.123 0.572 0.444
P1H 0.726 0.568 0.657

HRERL . BT B FIRIT IS 12 h RAEFR KM
WA I 2= A8 A5

D1,25(0H)2D3  TNF-a: fifi I g 5 4% HBS-
1096C RS R R S e fHaAIa A TAaIN | k5]
&0 A i AR R AR AR, @CRP: R
JHHZ OLYMPUS St ¢tk 2y AU27 834 A 341k
A3 BT FH G R B b A, 50 & A
et U AEE AR RS A RAF . GF 44
(White blood cell, WBC) . W& i 4 i 4f it (Eosino-
phils, EOS) .NLRPLR il : F H [ D1 52 & 42 /R
A RN v AR 77 1 DXHB00 751 [ 240 43K { A
1.3 RIT A

R 805 17 5 2K e A A ERCR L8 4 H 5 0 S R
X A 4H (n=57) FIWL%E B 2 (n=52) , Hih Wi %< A
HY TR 4E A B4 NB-UVB JAYT , W< B H T
NB-UVB J4J7 .

1 AR B 4 A ([ 2437 H20010126, 5 AR il
25 AT PR F L 10 mgx 10 Kix3 H) VAYT .25 mg/d,
SER B A AR 20 me/d, HARTT 12 AL

NB-UVB Ja 97 AU #S & 25 3 i 52 AR ZOy7 A
(L AHE I A H] L 8.25 KW) , I K 310~315 nm, I
{311 nm, ZEIRYTHT, d B AR 5 B AL AHIE 20 cm
Zidn , WIHR PRSI 9 0.5 Tem, TR 50 EAR 18
B RS ST, KARUGEIE 15 %k A
TR YT E] AR AN RO T ST B, R AR
HHAIE G R ELRTT , e Al AN BER L 5 Jem®,
NB-UVB % i #5417 3 ¥, 23697 12 Ji o (HRFT 4 a
R BES YT AR S ) .
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1.4 FIWrbrRifE

R FHERJE 9 11 AR ™ P E 15 5 (the Psori-
asis Area and Severity Index score , PASI) ¥/ 2k P
Aili B, A B0, 2R W R 1T )™
QTR 52 R i P R <3 IR R AR, /b
SR BB ARG i, AR TR TR, TR B R
K 3%~10% KT AR , 52 m A= , BE WA YT e
AT R, R O B A T AR >10% 1A 3R T AR
QIRITIT RN  ARIEIRYT IS 8 J8 PAST ¥F43-H1 1t
PASI ¥F-43 T F=60% g .55, 40%~59% H Uf- % |
<40% F TCRL , IRIT A B0= 0880+ 5 s DR
J 5 A 0 5 1 45 %X (dermatology life quality index ,
DLQD) WAl /B 3 A i B, i i R 6 AR 3
O BRIR VB BEIR AT TAEE ) AR .
H %16 3 iz 3 L GR35 11 A4S J7 T, B 5 T
0~3 73, s (el , R IZFE bRt Rl 2E
1.5 Giitsaabs

K SPSS 22.0 FAEorHr . R (x+s)

W n , R M ST AR ¢ K38 3 BT P 4L 1] 25 57 5
THRCGERE A n (%) 2271, o K60 96 Ok RIS 365 23 A 21
(8] 22 5 o #H G K ] Pearson AH G 43 #r . DL P<
0.05 H = F A G # R L,

2 FHR

2.1 LA LL R AL 1T 1,25 (0H).Ds R PEH
FIKF L

WEL AL 1M 7 1,25 (0H),D, B Ik F % i 41,
ZRE SR X (P<0.05) , 1if WBC \NLR \PLR .
EOS .CRP Fl1 TNF-o B It 155 % 4, 22 S+ A 41t
2 X (P<0.05), W2,

2.2 WA A[RE G B A MW 1, 25 (OH).Ds .
R PEH F K-

SRS 2l v R OE ILE 1,25 (0H) D, B B A%
TRERE, Z5 A5 1125 L (P<0.05), Iif NLR
MPLR Bl & FRERE, ZERASIHE L (P<
0.05), W% 3.

F2 MBAMMBAME 1,25(0H).D; KEEFKRFELE (v+s)

Table 2 Comparison of serum 1,25 (OH).D; and inflammatory factor levels between the observation group and the control group

(vxs)

205 n 1,25(0H).D;(pg/mL)  WBC(X10°/L) NLR PLR EOS(x10°/L) CRP(mg/L) TNF-a(ng/mL)
WEEH 109 38.93+9.29 7.22+1.01 2.20£0.67  125.65+21.01 0.19+0.08 3.83+0.92 2.43+0.65
XTHRZH 100 62.29+11.02 5.50+0.92 1.71+0.52  101.02+19.92 0.20+0.07 1.20+0.34 1.12+0.23

t{H -16.614 12.832 5.869 8.678 —0.958 26.944 19.084

P 0.000 0.000 0.000 0.000 0.339 0.000 0.000

®3 WBRAREREEZMLE1,25(0H).D; KERFKTF (v+s)
Table 3  levels of serum 1,25(OH).D; and inflammatory factors in patients with different conditions in the observation group
(x%s)
4151 n 1,25(0H).D;(pg/mL) WBC(X10/L) NLR PLR EOS(x10”/L) CRP(mg/L) TNF-a(ng/mL)

BREEE 89 39.82+7.43 7.18+0.92  2.03+0.72 122.43%19.92  0.18£0.08  3.78+0.97 2.41+0.72

hEREERE 20 34.97+6.42 7404099  2.96x0.78 139.98+14.50 0.22+0.10  4.05x0.91 2.52+0.81
i 2.699 -0.953 -5.141 -3.719 -1.927 -1.137 -0.603
P1H 0.008 0.343 0.000 0.000 0.057 0.258 0.548

2.3 WMEHBRE MG 1,25(0H).D, 5K MK T
PASI P43 AH CHE 73 B
PR EE A s 1,25(0H).D, 5 48 P 1
S PAST VY43 A7 A DG 43 B, 5 R B, 1, 25
(OH).D; 5 NLR . PLR F1 PASI ¥T-4% &2 17 #H 3¢ (P<
0.05). W4,
2.4 WEL A DB AR TIF AL
MEEAHIRITIT BN TMEBA, ERASR
T2 5 L (P<0.05) , HAR T A 8% 94.74% o
W35,

25 ME A4 M B 4RI R I 1, 25
(OH ).D; NLR ,PLR 7K~F75 1k,

MEE A A B HIGYT 5 L% 1,25(0H).Ds,
NLR . PLR /K496 97 Fi B0 ; W% A 4R )7 )5 1L
i 1,25(0H).D: W & 5 T % B 41, 2 R A 4t
2774 L (P<0.05), 1M NLR \PLR B AIX T8 B 4,
ZRA G L (P<0.05), L6,

2.6 W A MBI K LR

WEE A 41FN B AN R R & AR I 2 7 T

it X (P>0.05), WHE T,
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F4 MEHBAHEMFE 1,25(0H).D, 5HMEEF PASI
S HEXED T
Table 4 Correlation Analysis of serum 1,25 (OH ).D; with

inflammatory factors and PASI scores in the observation

group
sk 1,25(0OH).D;
r{H P{H
WBC -0.102 0.192
NLR -0.445 0.000
PLR -0.482 0.000
EOS -0.101 0.144
CRP -0.092 0.212
TNF-« -0.112 0.188
PASI 43 -0.501 0.000

®5 WEAHLMBABFTITHLE [(n(%) ]
Table 5 Comparison of therapeutic effects between

observation group A and group B [1n(%) ]

Hul  n %3 It Tesk zZq Py
WEEAH 57 43(75.44) 11(19.30)  3(5.26)

-3.413 0.001
WMELB A 52 23(44.23) 19(36.54) 10(19.23)

3 itig

R 9 K R B BRI R 1 LA B O . GTT
PARIT AR B AR B Kl 311nm 24
() NB-UVB ZEE R, ST A0, & 52 1 k2o

1,25(0OH)2D3 53 i 5 Dy e 25 U1 AH ¢
ABF5E rh WAL I3 1,25(OH)2D3 7K - B AR 5% i
THUARRY G e R, ek . A5 TPIR YT IR,
M A AR Y7 Y7 8 T4 B 41, #2758 NB-UVB
A4 AR ENE T 1,25(0H)2D3 KF.
NB-UVB A] fie i 3 K B 4% 27 107 4 B 1% 33 58 F1 3k
b A AT A L B T T T BR R MR A A e
A BERE R 5 2 Bz 40 o0 Ak ARG 5 38 RE IO
PR s 2 T 200 L % W 4 O AR A HG R FEAE T B
VR B A4 1) B8 I 87 55 RAE RN o ARG & BLR
EBT4E AVAYTF)E  NLR \PLR /K PO 3, fif
4k A U3 NB-UVB i 1510 [l v A 4 16 1 A5 i 1)
T ELHEAE T B W kb A 502, X 1 e i

®o WEAHMBABFEIFME 1,25(0H).D; NLR PLR K F L (x+5)
Table 6 Observe the changes of serum 1,25(OH),D;, NLR and PLR levels in observation group A B before and after treatment (x +5)

il . 1,25(0OH).Ds(pg/mL) NLR PLR
JRIT A WRIT IR TRYT AT WRIT IR bEL gl BT IR
WML A H 57 39.01+6.69 63.39+4.81° 2.19+0.76 1.72+0.32° 124.18+22.19 101.57+12.10°
WL B 41 52 38.8426.81 55.655.24" 2.21+0.81 1.89+0.41°" 127.26+23.31 112.61+19.21°
tH 0.131 8.041 -0.133 —-2.424 -0.707 -3.623
P{H 0.896 0.000 0.894 0.017 0.481 0.000

T 5IRYTET LA, P<0.05,

x71 VEAHMBARRRMLE
Table 7 Comparison of adverse reactions between

observation group A and group B

ww . B BE M AR
SR & Tt RHEH(%)
WEEAL 57 2 3 2 12.28
WMeEBH 52 1 2 1 7.69
2 1EH 0.631
PAH 0.427

B 5 DX S8 ) B , 1 B AR A

HAN, 2 A A R RN H & A S IE S i
25, gy HFE R AT RE O B4R A Y B EAE &
NB-UVB HES 51 B2 JRANE T 8, (R 7EIR Y7 A
Wi, it — R BB )T % 01T, CRP.TNF-a,
WBC NLR F PLR J& RAEFEHR", PLR 7E4R J5 9
FIFHSERF AT A1 ARIIF 98 B0, AR s F 3 ik
B AP IE R &R . 456 1,25(0H).DRFE ,

JKF-15 NLR ,PLR Fl PASIT W40 5 A5G . WLEE A

20697 )5 NLR \PLR Bl AR T W%¢ B 41, NB-UVB
HRST5 T T R T, BEAR R BB S o BT A
) R R A A (R AL S ) DNA B sk ad AR
FLHR PR A RO BEA N A IE T B2 R X R
iE -G 3k B SN, R AR AR TR

H Al 1 G B 3By DA 9T R R i 2
G REAG BR K- H B T PEAR 1 FE B, AW ST AR
PATERFSE O B2 Rl 90 A 1,25(0H).D, 18 %5 , 315>
r 5 %58 N 2 8] B9 AH 6Pk o LLAE BiF 5T E
52 NB-UVB FESHEETF T DNA $55 1 de R lic g
AN Ty R0 B R 3R 2 B RN 2 51 & — R IR
RN, B iz 2 B A A7 ik . AR &
B, BTAE A BRSIRIT IR ACR W

25 LR R JE e B E LY 1,25(0H).Ds 5
NLR F1 PLR 5 G AH G, [A] B 55 585 0 1 A 5t 1
FHOE s BT 4E A B4 NB-UVB 1Y 748 i A B4 (097
A5, B ek R AR T (F4#% 724 1)
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Wnit/B-catenin 15 5 B TR B UG AR IE A BE B2 E K
H STk i

AR M ZEH' FRZ L B EEs

(4 E] B BB AN — R UL A, A 5 AR ™ S AR N A f B
Wat/B-catenin {55 38 #% 25 6 758 V85 100 58501 40 M 1o i 200 0 20 B9 SGBEBR T, 7B B P & 2E
e v A EEAE D AR T AR M R ST 1A B 2 v B AR B I R AN (B A SCES S R A
SMEHT I T 3t | A V2K Wit/ B-catenin A7 530 i 1 JE 55 e AL A9 B6mE L, 3835 T Wnw/B-catenin {551l
S P T A P58 4 1 7 O 0 e A S A o N o e A A A T, LA I PR
SY TR R BES 2, LS A 0] 3 1 2 i A 2 36 T A PR

[K8E] BB ; Wnt/B-catenin {5538 5 IR 78 20005 A

Research progress of Wnt/f3-catenin signaling pathway promoting osteogenesis in osteopo-
rosis environment

WANG Haotian', SHAO Yang?, WANG Guopeng', YE Lingshan', WANG Qiubo’, WANG Jianwei'**

(1. Nanjing University of Chinese Medicine, Wuxi, Jiangsu, China, 210023; 2. Orthopedics and Traumatology
Department, Wuxi Hospital of Traditional Chinese Medicine, Wuxi, Jiangsu, China, 214071; 3. Clinical
Laboratory, the Ninth People’s Hospital of Wuxi, Wuxi, Jiangsu, China, 214062)

[ABSTRACT] Osteoporosis is a common metabolic bone disease. The incidence rate of osteoporosis is
increasing year by year, which seriously threatens the health of the elderly. Wnt/f3- catenin is considered to be
one of the important signal pathways regulating bone mass and plays a crucial role in regulating the
differentiation of mesenchymal stem cells into osteoblasts. It has important clinical application value in
regenerative medicine and stem cell research. This review combines the latest research progress on the basis of
summarizing the progress and transduction mechanism of Wnt/f-catenin signal pathway, and discussing the role
of the change of Wnt/f3-catenin pathway activity in regulating the role of BMSCs in promoting osteogenesis and
inhibiting adipogenesis in osteoporosis, to provide reference for clinical treatment and prevention, to better
respond to the public health challenges of aging in China.

[KEY WORDS] Osteoporosis; Wnt/B-catenin signal pathway; Bone marrow mesenchymal stem cells;;

Osteogenesis

H IR G FMIE (osteoporosis, OP)JEHI Z RG] AERE R KIE IS 4F N 1B 3T B9 KU , B 2 S 25Ut
R, IR LVE R R VRSB AR TRk AR, RIE A 2 R AL Z A IR
AR FFAE ) — P B PR B AR AR EE R 2020 4RI FRIE 60 X DL A E R 2.6 12,
CAE RS IR RS M L. RS DAY AN SR 18.7% ), ARk JLAE N 2 i1k )

AER A R T LA REFR B (Q201945)
ek #ii 1. R P ESH KRS T R, L4 210023

2. XA EEREAGA, I, L4 214071

3. R H AR ERERA, IR, L4 214062
*iBAE4E % E-mail : wxhwjw2258@163.com



BT SIRYT 4 20234E4 0 $515% 4541 T Mol Diagn Ther, April 2023, Vol. 15 No. 4 - 721 -

FIREARZE 6P 3R A S T RGEPRARE K .
Wnit/B-catenin 38 i 2 1 15 B H1 HE - 1) OC 5
B g AR SO A G E NN
YRIT Wnt/B-catenin {5 5 30 F 7B LB A AL T /9
YER, LIBIRR YT (s B s A e Sl 5%

1 Wnt/B-catenin 5B RELHIX R

1984 4, Nusse & J6 10/ BUFL B b & B Ine-1
LA, I H Int-1 5 1976 4 Sharma Fll Chopra A& P
Wingless 3 H HLA = BE AR , SRR War JEH 1
KB Wne 3. BEZR A H |, War 38 2% 2 B ETHF

EZANIT R IEREE M AEMER, CHHIESE 5010
PR BEIRIE JRAE B BB A S 2 PR AR G
Wt {55 538 [} 53 WH B-catenin 1 4 HLAF 5
i % MR KIS B-catenin A5 530 1% , U Wnt/Ca+
PSS . AR SCFE BV Wat/B-catenin &A%, TE Wnt
R EIT , Wnr 540% B2 g 8 B 2 AOM SC R B
LRP 5/6 (LDL receptor related protein5/6, LRP 5/6)
N4 il 3Z R 1 (frizzled , Fzd ) 4 M X2 KB &
YWas 4, Ja 3 Wat/B-catenin 5 515 5 . i 1A
(Axin) i 3o 5 2 TE 8 454 FH 19 3% 6L A& 11 (dishev-
elled, Dsh) i BAF 1 , 9 Fzd 48 5555 3 2 40 M -
LRP5/6 4t , 55 FRAT1 FA 5 1t - 38 (gly-
cogen synthase kinase-33, GSK-3B)JEE &4, LA
RH 1l B-catenin (B4R Tk e H 8 1 AR i . 40
J5t N B-catenin 7K~F I F I AL 1M 5 A 31 410 Hg
¥, R 3 S 7 T 400 B 7/ B4 34 o (R 7
TCF/LEF (T cell factor/Lymphoid enhancing factor,
TCF/LEF ) 4545, D10 e o3 R 1 30% 1 81 7 i 2
KRR 5 [ 2, 7E Whe B A5 DL T, Axin AR
Jed £ B A 9% 25 1 (adenomatous polyosis coli, APC)
4 B-catenin 47 F) GSK-3B I i 45 1 L 1 (casein
kinase 1, CK1) , 5 HUH 7E Axin-APC-GSK-3p %
FE YL TR TN AR R L IR k. B-catenin (p-B-
catenin ) 5 2 10 J5 B4 10 4T 12 Ak (2@ 4t E3
AL B-TrCP) MR H BRI . DA 1.
Wait/B-catenin 38 ¥ 7E 15 0H 204016 BB
BRI N PR AR E A AR T . 2001 4RO 5T 41
T LRP 5 A OC 5 A8 K 52 il il i 3 7%, i 1S B0
JoT BN GE &5, 55— IR & P Wt/ B-catenin S V8 15 &
5 gt B 5 PR 1Y SC B Sl %L B ST T H S OP &
VIR, Bl)E , — R 5T Wnt/B-catenin

B 1 Wnt/B-catenin {5 S 1B
Figure 1  Wnt/-Catenin signal pathway

i P65 B R B B A AR A B, 40 Runt AH DG HE
¥ Al ¥ 2 (recombinant runt related transcription fac-
tor 2, RNUX2) | il & #H & 5% 5% A TP 44k (osterixl,
OSX) FIE P ¥ & (osteoclastogenesis inhibitory fac-
tor, OPG) X T 1 21 i o0 b 52 G HE 22, RNUX2 ff:
SRy H YOG B e i PR, A2 2 TR] 3 BT 48 B (bone
marrow mesenchymal stem cells, BMSCs ) [w] fij il ‘&
20 53 Ak 5 TR 20 P ) B GR FE OSXAE TR
S, OPG W] LA | BMSC [ 1 4 g 43 4k, O
Hizad g rh ALP. | B )i 55 2H 25 1 ol (recombi-
nant Collagen Type I Alpha 1, Collal) Fl ‘& 5 %
(osteocalcin, OCN) &5 Jli i 5 S PR AL R 1) R AR
i RNUX2 i OSX 1 235 JCHk T,

2  Wnt/B-catenin 15 5 18 & 7£ BMSCs [a] i
B 40 i 4L R iR iR 1E AR

AR 25 1 B-catenin {2 #F T RNUX2 F1 OSX 1)
223K, AR 7] 38 1 7E Ser9 v 25 W52 fk GSK-3B 1M
i 7/ R H 40 B B -catenin WY A% B A7, 1 1T 42 T
ALP 5 V£ 1B 40 B 255 W0 Ak o e S P B DB
B -catenin Fl %2 & GSK-3B Ji , JE SR 4K S8 v L) 1
SER T S A ) S e 9 P I S 3 e R
Wnt/B-catenin i i ' GSK-3B 4~ 5 1) B-catenin [%
fife , ET AR E RNUX2 A9 5% S RIBOB B . iFoE it
IE , AR PR R X BMSCs W A7 LA S A Ak Ui IR
T R AFAERC N, AR R 2R A A K T Y (]
s T R AR R RN 10 5 e (o IRl 2 1 1t 1 g L
K 77 25 F [A] 5 i) ZE K] (phosphatase and tensin homo-
log deleted on chromosome ten, PTEN )HF IR, Wat
F1 B-catenin 2 ik G T Wnt/B-catenin il i , it iFF
T BMSCs ¥4 MR B ™, i ERBRIEAER
1 (recombinant cryptochrome 1, Cryl), B-catenin &
ik E 3, GSK-3B B AL , T {2 2 BMSCs Ji #
AL s AN, & B RNUX2 JE R B9 G 3l 0 2R W B
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F£ A (Aryl Hydrocarbon Receptor Nuclear Transloca-
tor Like Protein, ARNTL) ] E-box BRI 456 .2
6] A A AL R B , ARNTL W] g X RNUX2 HA 15 1E
X $E B ARNTL 7E 5 RNUX2 f %% 53 30 461 551
Cryl I figX} RNUX2 A BRI ERY . Hirf
K Cry 1 P81 RSB 0 A1 434k A ML A DG 4
PRI /D | I 5 22— 20 B A4 P FIAA Hh 552 59 95
Cry L V&7 B SR 0 AT A7 Pk A R OB, L SR 7R
Cryl P8 el B0 o FHL . 178-ME B (17B-
Estradiolum, 17@-E2)i# i GSK-38 B ft , i %
Hahn B-catenin 17KV, B0E BER R 52 /K ER/GSK-38
WA T Wt/ B-catenin 38 5 G 5 FGRE DITE 77
Mr iR, 178-E2 .15 B-catenin [a] 0 Ui FE A7,
5 TCF/LEF %5 & ¥ B B - catenin/TCF & 12 &
Wy, PG RO LR 0K PR 1T S R (cyclin D1) R
B4 M43 T (BGP . ALP il OPN) # ik , {i ¥E i
e Oy T R AP A S R S M =3 B O
178-E2 1] LIAE i#F 8 B & I (Recombinant Periostin,
Postn) 1k, Postn mRNA ik i, oo 6o Hr
7R Postn & L T4 L[5 r , Wnt3a . B-catenin ik
Btz T, E MR 7 RNUX2  ALP ik, X il fe T
3 2R B T B T B o I ELR R N B
HRTEN . 5220, 75 IR S5 IR IGYT IS Postn
/N i B Gh a1 V) 7 Y Postn 7B AL Rk T
AR 7 3 e Tk AN B 55, 1 Postn 4R T BE7E
HHIE AL S 4e R R EZA/EH . Post IR Ak
Fe kA AT BT HUAR 55 BRI A 17R-E2 7R R 5
JB PN 2 T AN [R5 ) DAL = e s . A R b 32
FALHI AT LUE E OVX BMSCs H1HY Postn #1% , 1
76, 17B-E2 LABC AR 15 X 5 BMSCs 4 At B 1)
ER-a 5 ER-B 454, M8 35 5% 5 141 17 Postn #4
T 5 HAK, 176-E2 3 i 4 i A 72 37 Postn Y FRIA .
TGF-B 1] D45 T BMSCs 43l Postn DI SZ F:5E T2 1%,
Postn A] GBI [ 43 Wh/55 73 WAL 15 Whe {55 1%
T, 02 A BRI P S BT, AFSEUESE Postn J2
WP 2R ) 11, 3 3 Wit/ B-catenin 1848 TEMES K
W E IR R R EEAE R BCE A e
() S B0 B B A R 5, RNUX2 (1) 2835 % i
SEEKCEHE, 7 Wit {555 'F T, B-catenin 7%
i 5 TCF/LCF W45 5155 RNUX2 %Kik, fliff] 2,
4,5 = FAE L ¥ % R (TMDQ) &b B A% B 40 M )
Wnatl , Wnt3a mRNA FI# iR 1k GSK3 iy 435 i,
Bmp2 il Bmp4 mRNA £ ik [, W8 4 jd b 2

B -catenin FlI#% B-catenin [ 7K-F-4 i, [6]H B-catenin
UL L RNUX2 23K KF 2. 35 145, RNUX2 it
— L ALP.OCN | ME 3 £ [ (bone sialopro-
tein, BSP)Fll OPN mRNA FJ &35 R L, I BW
%2 3| B-catenin P A A7, UESE T TMDQ 3 #of
Whnit/B-catenin SEHERLE 7340 o BFFE N AH FH 2454
HEERALHE OVX /N B Wit {5576 /N P L3
Jf H. CK1.Axin . B-catenin 25 Hf FiiEr T & i,
3 P9 Wnt 976 R 7 A Wnte #0461 (Wnt inhibi-
tory factor-1, WIF1) (135 W] el /b | S ii ao {2 it
CpG & I I 3 AL K-, Wae L3R, OPG | I 75 B 45 %
ACFREZ I, a4 516 F- (Receptor Acti-
vator of Nuclear Kappa-B Ligand, RANKL) [ %% ik
NIRRT

3  Wnt/B-catenin 18 E& 18 1L 3 %] BMSCs R i
F35id A=)

AR B AR BRI W AR B ) 8 AN S A
B S T B A A i F L R AL 2 —
IEHEHLT , BMSCs B H8 S22 5807, I-43 4k h
R ARG LA T B a, SR, AE A TR E AR
Hrh, BMSCs 5 1] T34t A i U 48 A 1A 2 B
) TNTTIC &G Y YRR S S e s ¢ B R R
SEH Wat (55 0 FEA RS e a4
PSR B-catenin FER /NP & B, T B-catenin
LR S5 e R 2, S BT BOE - O A R
/0 T B 15 0, 2 R R 55 /) B3R B S R T A
FAI S B-catenin {7 S AE N E W HE FIET
BMSCs [n] i B 20 a1 AN 2 i 17 240 L 7 Ak e
WF5E M FE AL (OG ) 4k B BMSCs, {27k RNUX2
‘B 45 R mRNA FIE [ 5 3% 18 1Y 5% |, 45 &5 Western
blot 4 #7 , 4 OG 4k # J5 OVX BMSCs H i 14
B -catenin (a- ABC) 7K V- Fh- & 2 1E # /K-, 3 H Ab
5 a-ABC 7 BMSCs [ 4H fg & p A 2 e it T
o-ABC MY #% 50 P, U OG i i 1% B -catenin
i I 3R T BMSCs (19 BCE 436 5 qPCR 44T i
7, OG At P15 BMSCs IR 73 b o 72 v = Fh il s
bR ) ——4% 5% I PPARy .C/EBPa FIEHE Z 1Y
mRNA 35 Z 240, Wi = Fhbric ¥ 09 5 ([ R
FEIRIKEAARE R 5 M AT O Y fo kb A7 Wi, 28
OG Ab 3 BMSCs 4 jfd i 19 fig 105 A4 B 2D | G s 2
] OG M1 T BMSCs 149 BUiS 431k 5 B 5 1
Wat/B - catenin )l ] 7] (ICG-001) 4k ¥ OG- VOX
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BMSCs Ji5 , BMSCs Wi 73 At 1 1 T2 18 114 0 il 2
9% 2 T R 3X 4R B Wint/B- catenin {7 53 4
5T OG %} BMSCs BUIg /L /e il .

4 @I Wnt/B-catenin 1B HETT B REHA

rh 2GR HA 2T R B RN/ SRR Z SR
PR BZ B2 G, 2017 AR rp AR A2
B BB o323 A AT )4 mE O R T 2ih T Ry
G5 VAN RN V=P 2 ME T = S INIIT /A2 W = AR (L EE UG R
A, ILIE R SRR B 32 = AN S B
IR R ZEIEA ALy
FBE 2 W5, X H BT ANE IR R AL T 2
PEREFATHE ", HERE , o FH A op b S B T S Ak R
FEICARIT OVX KR, WAL 31 Wnt3a ik i 35 4
5# , p-B-catenin Fik i FHFEAL, X BEITAYT ST Wn3a/
B-catenin 38 % 1 T 4 BH S A5 B I HLA WS 2]
PO T S T ALP B0 A FR R PEBE IR (tartrate re-
sistant acid phosphatase, TRACP) &1 , i i ER-a K
HHL 1 B A OPG A A, R Bs HAA B ik
SE 5 i RS IR A (BT, RANKL JE R ) iR A
o3I A, PR X AN AR A JH Wnt3a ., B-catenin
AR I RANKL A3 3¢, fle 7F 17 180 A R il 0l
A0 A B, N 4EFRF B-catenin A% L8 35 16 =,
OP 2% Jz BT 2307 i WRIVE R, db ki o it
FAIE S f i DL 20 . OP Hr i B N R s O Al
P B W AT o R i B sk 2 B e 5 | JES 1, A HH v v
Fl ik 20t oKk 5237 T 9 OP K Bl BMSCs Ji5 , Dick-
kopf #H% 4% 4 1(Dickkopf Related Protein 1, DKK1)
FIZH 226 1 1§ K (Cathepsin, CTSK) #Y mRNA & ik
TH,RNUX2 i) mRNA ik i, X fdn s i) i
oK E T LLE i Wat/B- catenin 38 #30 i] BMSCs
H 9 DKK1 Al CTSK, M i 40 i i & JF H. 1 4
RNUX2 fie it iles , i 5 -i Qi piiia oP™

5 GiE5RE

Wnt/B- catenin {5 5 i B 7€ H % g5 4 0+
BMSCs [] Jili i 20 434k, % B 4 6 31 43 Ak
T LA RAM I oA PR R A, e — e
AL OB IE S, 78 F 2R B2 1 4 IEAUE 53 ATl IR
ZWHEYT T H A W R A . (AT AN B
0%, AL 65 G el ik 24 0/ FH 1 R0 40 0 & VR D dn el
% 158 A0 M PR 45 31 400 TR A RS, ST 4R A R
e ELABORE AR S AT B A T 40 R RS AR Y

98 HE R SO A5, R T B — TR A SE . ROk WT
¥4 Wnit/B-catenin {5 5 8 BEAE VI A 83, 38 i 9/ 45
A RER N ORTR e Se | POR = 9TV TR NS R SR AW (P2
W A2 S IRYT R H Y.

&%
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