tOE AR E M F R E 03400 A 18 B 04 )
* 400 - Journal of Pathogen Biology Apr. 2023, Vol.18,No. 04

DOT:10. 13350/5. cipb. 230406 - BE -
MCP-1 45 B 4t fid =2 11 e 70 28 A, i
H-A4efb e

REB m R RSEA, AT EF L FAER KRS T BT S AT
(1.3 B R Rk A~ R s e 1 5 6 ARG 46 v o A 0 S el o S0 o0y 22 9 B TR 45 B 9 R 0 o S e 38 BT B 3 5 K 5 8300115
2. B R L2 Bl R 27 B 5 3. T A 12 ) DR 2 S — R U R It I R R~ 0T 9 I A o e st o I g 5 K IR 45 B3 [ K T S
4. Fr R EE RN S M S B G 5 5. b UL 2 IR B B e I B L R e Ak R FYA XL R B

B T 05 U AR T 2 v A A R AL 1T 1 OMICP-1) 26 i /K -5 B0 200 M e I 5 W 40 ik 3 0
TR JOIE AL A e, FE R E R (HEE) Y 4 il Masson Y& 4 3T 4 s B 48 A 24 48 A £F 4k fL 72
BE R JH A A1 Uk 2 7 WA I AL 80 CD68 ™ IRk 4 i Al MAC387 ™ B4 41 M A U 114 15 I 40 i 32 i 175 1 Bk MICP-1 %%
RGO, SR 92 28 6 2 e PCR(qRT-PCR) A6 I JF Ik 41 40 MCP-1 (1% 35 X 6 5K, SR i TG I0K e 38 WAL 38 56 CELIS A 46 )
SN A MCP-1 7K, 345 MCP-1 5 MAC387™ 3% 41 M >4 V5t 155 165k 40 it 32 0 19 4 6 L A B 5 I 4 48 4% 5 4T 4 4k
MR, SR HOER@ER, 5555 IE A LU B 5 9 k40 20 /N k25 5 4 0k 38, 9 28 8 1R ml L 48 0 40 i ¥
. Masson e {0 55 7R 35 55 k1 21 20T bk DX S0 2T 2t 285 4 20 284 26 JIF /I ik 21 A Ak Tk 55 I 4 2 oK L BH 0 3 ek AR
G0 A1 SR 2K T S 7, 5k 35 I I 4 UM LG O 00 k41 81 CD68 ™ 5 s 41 M AT MIAC387 ™ B % 4 ity ok i Ay 5 10 240 i
B F i (4 P<<0. 0D, kL5 IFAELH b MCP-1 KI5, 1073 i A 41 41 MCP-1 5 &35 (P<C0. 01) , A M43 1
R LRI L 80T MCP-1 By 33k 5 MAC387 ™ B 41 i o 5 A4 1 I 40 i 3% 16 /K OF &2 8 3% IE A 6 (R =0. 814, P <C0.01),
550 B 48 9 A )™ B BE S OE AR DG (R =0. 813, P<C0. 01) , 54 4EAL P43 R IEAH G (R =0. 719, P<C0.01), qRT-PCR #& il
R VT e AR A 21 MCP-1mRNA 3k /K 7 8 2 /5055 FFIE 41 21 (P <<0. 05) , ELISA K i) i 7 . 5 £ B 4 K 3 A
VU JFF 3 250 4, Ha o B AN A i MCP-1 7K B TH e (P<<0.01) ., 46 MCP-1 5 T 0 59 43, 955 S 3009 I IE 48 5 A
YA R RE S IE A G, 5 MAC387 ™ 8% 40 i Sk U A% 50 1 200 i 250 B 52 TE AR G L B8 MICP-1 1] B A S 4 20 b A0 40 it 4
i, B HEI MCP-1 76 i 560 o i 27 e fevp B 2R .

JIF 3280 14 5 15 240 i s MCP-1

|GHERESSD]| R532. 32 [CEfFRIRAE] N (Ga V=) 1673-5234(2023)04-0400-06

[Journal of Pathogen Biology. 2023 Apr;18(4):400-405,410. ]

Role of monocyte chemotactic protein 1-mediated monocyte infiltration in liver fibrosis of alveolar
echinococcosis
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Objective To investigate the correlation between the expression level of monocyte chemotactic protein 1
(MCP-1) and the degree of monocyte-derived macrophage infiltration, inflammation and fibrosis in liver tissue from
patients with hepatic alveolar echinococcosis Chepatic AE) disease. =~ Methods In this study, liver tissue and blood
samples were collected from 33 patients with hepatic AE at the First Affiliated Hospital of Xinjiang Medical University.

The liver tissue specimens were divided into proximal focal tissue and parafocal liver tissue. HE and Masson staining were
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used to evaluate the pathological inflammatory changes and the degree of fibrosis; immunohistochemistry was used to
detect the infiltration of CD68" macrophages and MAC387" monocyte-derived macrophages and MCP-1 expression. Total
RNA was extracted from liver samples and ¢cDNA was synthesised to detect MCP-1 gene expression by qRT-PCR. In
addition, 33 healthy controls’ blood samples were collected and MCP-1 levels were measured by ELISA. Spearman
correlation was used to analyse the correlation between MCP-1 and MAC387 " monocyte-derived macrophage infiltration.,
as well as the relationship with inflammation and fibrosis in liver tissue. Results HE staining showed disruption of the
proximal lobular structure and inflammatory cell infiltration around the lesion compared to the parafocal liver tissue.
Masson staining showed hyperplasia of fibrous connective tissue in the portal vein region and fibrosis of the lobules in the
proximal lesion,while no significant pathological changes were seen in the parafocal liver tissue. Immunohistochemistry
showed that CD68" macrophages (54. 61+30. 05) and MAC387 " monocyte-derived macrophages (109. 94432, 58) were
significantly increased in the proximal focal tissue compared to the parafocal liver tissue (CD68" macrophages (2. 79 &
1.71) and MAC387" monocyte-derived macrophages (3. 64+2.83) (all P<{0.01) ,and MCP-1 expression (0. 484-0. 71)
was lower in parafocal liver tissue, whereas MCP-1 was highly expressed in proximal focal tissue (7. 48 4+ 3. 58, P <<
0.01). Correlation analysis showed that MCP-1 expression in liver tissue was significantly and positively correlated with
the expression level of MAC387" monocyte-derived macrophages (R=0. 814, P < 0. 01), with the severity of liver
inflammation (R=0. 813, P <C0. 01) and with fibrosis score (R=0. 719, P <{0. 01). qRT-PCR showed significantly
higher levels of MCP-1 mRNA expression in proximal focal tissue (19. 52+ 24. 87) compared to parafocal liver tissue
(2.8845.59,P<C0.05). ELISA showed significantly higher levels of MCP-1 in blood of patients with hepatic vesicle
encapsulation compared to healthy subjects (39. 70 4 10. 53) (95, 03£29. 32, P <(0. 01).  Conclusion MCP-1 was

positively correlated with the degree of liver inflammation and fibrosis caused by hepatic AE, and with the number of

MAC387" monocyte-derived macrophages, suggesting that MCP-1 may mediate monocyte infiltration in liver tissue.
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Therefore,it is hypothesised that MCP-1 plays an important role in liver fibrosis in hepatic AE.
GG | hepatic alveolar echinococcosis; macrophage; MCP-1
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Table 1 The scoring criteria of liver tissue inflammatory changes
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Table 2 Antibodies used for immunohistochemistry

ik i TR A B /A
Antibody Dilution ratio Company
Anti-CD68 Antibody 1: 2000 Abcam ,Cambridge, UK
MAC387 1: 1000 Abcam,Cambridge, UK
MCP-1 1: 1500 Abcam,Cambridge, UK
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MCP-1 F:CTCGCTCAGCCAGATGCAAT
R: TTGGGTTTGCTTGTCCAGGT
GAPDH F:GGCAAATTCCATGGCACCGT

R: TGGACTCCACGACGTACTCA
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Fig. 1 HE staining results of liver tissue in patients
with liver AE (200X )
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Fig. 2 Scoring of inflammatory changes in hepatic tissue (A)
and Liver tissue fibrosis grade score (B)
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Fig.3 Observation on the degree of liver tissue fibrosis
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Fig. 4 Theexpressions of CD68 and MAC387 in liver tissue were
detected by immunohistochemistry (200X )
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Fig.5 The expression level of MCP-1 in liver tissue detected
by immunohistochemistry (200X )
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Fig. 7 Level changes of MCP-1 expression in peripheral blood and liver
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