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ABSTRACT Objective: To explore the expression and clinical significance of CD 147 in patient with type 2 diabetic nephropathy.
Methods: Patients with type 2 diabetes who were hospitalized in the Department of Nephrology and Endocrinology of Shaanxi Provincial
People's Hospital from January 2017 to December 2017 were selected as the study group. According to the diagnostic criteria of diabetic
nephropathy, they were divided into the microalbuminuria group (Group A), The proteinuria group (group B), renal function impairment
group (group C), and diabetic normal albuminuria were used as the control group (group D). The clinical data of the subjects were
collected, and the serum and Urine CD147, TGF-B1 were compared. Result: Serum CD147 and urine CD147 gradually increased in
groups A, B, and C. Compared with groups A, B, and D, there was a statistically significant difference in group C(P<0.05). Groups B and
A and D There was a statistically significant difference between the groups (P<0.05). Compared with group A, group B and group D,
TGFB1 in group C had statistically significant differences (P<0.05). There was a positive correlation between serum CD147 and urine
CD147 in patients with diabetic nephropathy, and the correlation coefficient r was 0.618 (P<0.01). There was a positive correlation
between serum CD147 and UACR in patients with diabetic nephropathy, and the correlation coefficient r was 0.503 (P<0.01). The corre-
lation coefficient r was -0.557 (P<0.05). There was a positive correlation between urine CD147 level and UACR, with a correlation coef-
ficient r of 0.425 (P<0.01) and a negative correlation with eGFR, and the correlation coefficient r was -0.312 (P<0.05). There was a nega-
tive correlation between blood TGFB1 level and eGFR, and the correlation coefficient r was -0.22 (P<0.05). Conclusion: CD147 may be
related with DN progression and could be biomarkers of early stage diagnosis for DN interstitial fibrosis.
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(1) 2 TROBE PRI IS rr o , AR OB DR B 05 B v 4 AR 3L 1H 2014
RRYU KGRI XT G20l 4 4l e AR IRA (A 41) (30
mg/g<UACR<300 mg/g)46 f], KBEHEHKRA (B 4H)
(UACR>300 mg/g)50 ] , ' T fig 45 3% 41 (C 41 ) (eGFR<60 mL/
min/1.73m? ) 48 {4, 3k £ [ 1 6 H PR R IE W AR AR
(UACR<30 mg/g)50 {5 A5t BREZH (D 41) . HEBRARifE: (DHER
KRk B (2) G JE MR B B e A8 M TN AR B
(3) AT W B LI b2 (4) 7™ SR AV Ifop B ok e 7R v
B OGN SRS B (5)7E 0 F G g . Ao iR

BB ANE R, AT A B 2 b1 ot
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10~12 h 5, TR B i RS REAMBGH K L 5 mL A5 008 | 10
BT, PRI 24 h AN PR 1 & FIILEF A, TR L
/ LB EEAE
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(1) A SCHEPRAM . BE Ak 1M1 2 11 (hemoglobin
Alc,HbAlc) . i fIH[# i (total cholesterol, TC) ., H vl = Ji (triglyc-
eride, TG), & F1 45 I L Fb (urinary albumin creatinine ratio,
UACR) . [fit JILET ( serum creatinine, Scr ) 25 4 B A AL T H 75 4 H
AT EAGTN , KRR CKD-EPT A=A 2 B /N sk ikt 3%
(estimated glomerular filtration rate ,eGFR), (2)Ifil . JRFRAfH
2000% g BE.0> 5 min, 72T -80°C, IfLiF . JR CD147, IfiiF TGFR1
FA RS (5 PR 7 M. ELISA 3055 &, AR 7] S 20 AT A I
DRI 45 AR A PR (B AL 1
L4 FHFEFHE

J2 ) SPSS 19.0, IEAS 73 i BORE, ML) L HR ] ¢
a5, 22 2H 1] LR LR R O 22007, THECRORER %R0
ZH IR LR TR R PR R A AH DGR ] Spearman AH2G
53T, P<0.05 FGuit# 3 Lo
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Table 1 Comparison of 4 groups of general information

Gender Course of
Groups n Age (Year) ) BMI (kg/m?) SPB (mmHg) DPB(mmHg)
(male/female) disease (year)
A group 46 24/22 45.2% 9.05 6.11% 3.2 26.4+ 3.7 133.6+ 8.8 85.3% 8.51
B group 50 26/24 47.3% 6.08 9.1+ 43% 26.3+ 2.8 134.6x 7.9 87.5+ 9.55
C group 48 24/24 48.1% 7.62 15.24 5.1%% 25.8+ 3.3 133.5+ 10.1 89.1+ 9.42
D group 50 26/24 46.1+ 7.06 6.1+ 2.5 252+ 24 130.3+ 6.25 84.65+ 9.33

Note: Compared with group D, *P<0.05, compared with group A, “P<0.05, compared with group B, ¥P<0.05, same as below.

2.2 BAENHEXKIBIRILE
B 41 C 41 HbAIC . TC & T A 411 D 41 ,A 41 B 41 .C
4[] eGFR %7 F % ,UACR &t £ A 41 UACR =& F D

4H , 2% A St 2R X (P<0.05), 1M 4 010 TG % L3 625 7
(P>0.05), W3 2,

R2 4 BENIEIRILR

Table 2 Comparison of 4 groups of biochemical indicators

Groups n HbAIC (%) TC (mmol/L) TG (mmol/L) e¢GFR [mL/(min-1.73 m?)] UACR (mg/g)
A group 46 7.3% 1.6% 4.6t 0.98% 1.9+ 0.54 120.33% 20.12¢ 230.12+ 30.25%%
B group 50 8.8+ 1.7* 5.4+ 0.53* 22+ 1.6 80.68+ 19.15* 513.76x 70.13*
C group 48 8.5+ 1.8* 5.1+& 1.31% 22+ 1.8 38.45+ 21.03*% 955.11% 85.13*#
D group 50 7.0+ 1.5 4.6 0.52 1.8+ 0.44 131.24+ 16.18 12.1+ 6.4
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2.3 &AM R CD147, Il TGFR1 7k FERIELER
A% .B 4 .C 4Ly CD147, Jk CD147 & #iFtE ,C 4
5A41 BDAMLI, HGI+RBEEEF(P<0.05),B45 A

20 D AL, A gt e B E 1225+ (P<0.05), C ZH1ll TGFB1
5 A 4B 4D 4L, A G R 2R (P<0.05), W3,
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Table 3 Comparison of blood, urine CD147, and blood TGFB1 levels in the 4 groups

Groups n Serum CD147(pg/mL) Urine CD 147 (j.g/gCr) Serum TGFB1( wg/L)
A group 46 3015+ 620 11.3%+ 2.01 16.12+ 3.95

B group 50 3933+ 862** 20+ 6.53* 17.21+ 3.92

C group 48 6316+ 953*% 40.4% 10.68** 30.41% 0.83*%*

D group 50 2982+ 520 10.2+ 4.11 14.21+ 0.63

2.4 1.pR CD147.1m TGFRl W XM R EEERRMEXME
SR

WEPRIG % B LT CD147 51 CD147 2IEAEXL R,
AHIEZRE 1 2N 0.618(P<0.01) , M R 5 9 & IV CD147 5
UACR L IEAE LR HE R r H 0.503(P<0.01), 5 eGFR
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TR AR EL 1 2 -0.312(P<0.05), Ifil TGFRL 7/KF-5
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3 3ig
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Horp 54k Az KK F (transforming growth factor-beta, TGF-B )1l
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SEE AR R (=-0.401, P<<0.05), [E#p2#3# Jun Watanabe
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TGFR1 A IR 9 15 5 1 J)% B2 18] 5 21 4 Ak i) 7 BT BUERFE s
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TGF-B1 H# T %555 4 )8 & H i (matrix metalloproteinase,
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