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WE: B DB ZZETILE o-2b(PEG-IFNa-2b) A7 18 M 2 BUFF % (CHB) i3 72 # Mindin EE I T IM KR B,
Fik EE2018F 1 A—2019F 12 A FARRBAFEE _MEERT PEG-IFNa-2b 857 #9 CHB B35 2961, #2 BIR K45 /5
FAARRAA(n=17) ERARA (n=12) . DHREARMAMKEGRAREL 12EF24 AMSE MR, WEMER.FFIH
B ZBERFRIREMEEMMindn EHRE, STLEE &R E S HBsAg ALT AST B Minidn EHKFEMARZE R, F&
AOHMITERARFARLERAMA KRR ; FESDHAITE R L WA B LR K A Mann-Whitney U %, XA
Spearman 183 M43 #7534 3 Mindin & B 5 HBsAg  ALT.AST 894X M #1T0 . LM B IED TR 1T HBsAg  ALT 7K XF
Mindin EHMF M, &R ELTRSFTER, R EMAFADA HBsAg Fi-HBe  Alb 1 E/BREL{E (A/G) K F4H 8] LL IR
EZFVFEITFER X (PE<0.05), ARAMindin EAKFE2MFLE EANBE 24 AR Mindn EAKFEEZSTEZ
(P<0.05). 24 EARERIA Mindin EEKFEEZ2S TRARA(P=0.019), ARAMAHBsAg /K EEZ R T RARMA, BA
NERESRSELIERERHEFRITHER X (PE<0.05), WM ARAALTMASTHE Y ERNAHSEHRRNE
BNREANFKEKEHEESTEL(PEN<0.05), RAGAA24FALTFASTKEHBESARA(PEN<0.05), K
SARA 12 AR Mindin BEAKFES ALT 2 H 58 0 B L&KM (7=0. 760 8, P<0. 05) , #— 2 M £ Tk M B V32 # B AHE
PAAEERFELEM R (BRIFIRE N 1.571,P=0.019), &if PEG-IFNa-2bIfFEEST 24 AR A Mindin BB KEFESS
WAMKERARFAEREER. RTBIIEN Mindin EBMNFASTLTUEFHTUNIEM Z B FLETER, bl
FRizt5%,
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Dynamic change and significance of Mindin protein in chronic hepatitis B treated with PEG-IFN«-2b
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Abstract: Objective To investigate the change and potential role of Mindin protein in the treatment of chronic hepatitis B (CHB)
with PEG-IFNa-2b. Methods A total of 29 CHB patients who received the treatment with PEG-IFNa-2b in The Second Affiliated
Hospital of Xi’ an Jiaotong University from January 2018 to December 2019 were enrolled, and according to their clinical outcome,
they were divided into cured group with 17 patients and uncured group with 12 patients. Peripheral blood samples were collected
from both groups at baseline, 12 weeks, and 24 weeks to measure blood routine indices, liver function parameters, hepatitis B
markers, and Mindin protein. HBsAg, alanine aminotransferase (ALT), aspartate aminotransferase (AST), and Mindin protein at
different time points were compared between the two groups. The independent-samples ¢ test was used for comparison of normally

distributed continuous data between two groups, and the Mann-Whitney U test was used for comparison of non-normally distributed
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continuous data between two groups; a Spearman correlation analysis was used to investigate correlation; a multiple linear
regression analysis was used to investigate the influence of HBsAg and ALT on the content of Mindin protein. Results The
analysis of baseline data showed that there were significant differences in the levels of HBsAg, HBeAb, albumin, and albumin/
globulin ratio between the cured group and the uncured group (all P<0.05). The cured group tended to have a gradual increase in
the level of Mindin, and the level of Mindin at 24 weeks was significantly higher than that at baseline (P<0.05). The cured group had
a significantly higher level of Mindin protein than the uncured group at 24 weeks (P=0.019). The cured group had a significantly
lower level of HBsAg than the uncured group (P<0.05), with a significant change from baseline to each time point within the cured
group (P<0.05). In addition, the levels of ALT and AST in the cured group tended to first increase and then decrease, and the
expression levels at 12 weeks were significantly higher than those at baseline (P<0.05). At 12 weeks, there was a strong linear
correlation between Mindin protein levels and ALT in the untreated group (r=0.760 8, P<0.05) , and further multiple linear
regression analysis also demonstrated a linear relationship between the two (6=1.571, P=0.019). Conclusion There is a
significant difference in the level of Mindin protein between the cured group and the non-cured group after 24 weeks of PEG-IFNa-2b

antiviral treatment, and therefore, detecting the dynamic changes of Mindin protein can better predict the treatment outcome of

CHB, which provides a reference for clinical practice.
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Figure 1 Comparison of baseline Mindin levels among
cured, uncured, and healthy controls
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Table 1 Baseline and demographic data of the patients

TR KGR (n=17) BEA(n=12) GiiHE P1H

Bk 60% 40% X'=4.441 0. 060
I (S) 41.1%9.9 35.249.4 =1. 632 0.114
HBsAg(log,,JU/mL) 2.6+0.7 1.9+1. 1 =-1. 996 0. 046
$t-HBs (mIU/mL) 0.3(0.0~2.2) 0.1(0.0~1.8) 7=-0. 142 0. 887
HBeAg(s/co) 0.4(0.3~0.7) 0.4(0.3~0.6) 7=-0. 349 0.727
Pi-HBe(s/co) 0.28(0.03 ~1.05) 0.01(0.01 ~1.10) 7Z=-2.108 0. 035
$i-HBc(s/co) 8.25+0. 54 8. 04x1.75 =—0.279 0. 781
TBil(wmol/L) 11.9+4.5 14.2+6.6 =—1.043 0. 307
DBl (pwmol/L) 2.7(2.2~4.3) 3.3(2.0~4.7) Z=-0.171 0. 864
ALT(U/L) 25.3+16.3 19.8+12.0 =—1.209 0.227
AST(U/L) 25.1£10. 1 20. 4+5. 1 1=—1. 285 0. 199
MM (g/L) 71.5+6.7 69. 5+5.9 1=0. 798 0.432
Alb(g/L) 45.9+3.5 41.74.0 ==2.135 0. 033
Glo(g/L) 25.6+4. 1 27.9+3.7 1=—1. 493 0. 149
FE AR e 1.820.3 1.520.2 ==2.572 0.010
GGT(U/L) 15.5(12.5~22.8) 17.0(11.0~38.8) 7Z=-0.258 0.797
ALP(U/L) 74.5£24.8 63.1£34.0 1=—0. 875 0. 382
SRR (pmol/L) 6.2(2.8~9.2) 3.2(1.8~7.2) 7=-0.978 0.328
a-L-7 M (U/L) 26.0+5. 1 26.5+7.9 1==0. 542 0.588
i E&E A (mg/L) 225.8+31.9 212. 1+46. 3 1=0. 863 0.397
JFL ek P il ( U/L) 8097. 8+1 593.0 7247. 1+1738.3 1=—1. 543 0. 131
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Table 3 Multiple linear regression analysis

bR P a1 R 8K 95%CI PiH
Wt 154. 681 52. 698 ~ 256. 664 0. 009
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Table 2 Dynamic changes in HBsAg, transaminase, and Mindin at baseline, 12 weeks, and 24 weeks

EiEtan KGR (n=17) B (n=12) i P{E
HBsAg(log,, [U/mL)
Sk 2.620.7 1.9+1. 1 =—-1.996 0. 046
124 2.7(1.9~3.1) 0.6(0.3~1.5) Z=-3.504 <0. 001
24 & 1.7(1.1~2.7) 0.3(0.0~1.3) 7=5.436 <0. 001
ALT(U/L)
Bk 25.316. 3 19.8+12.0 =—1.209 0.227
124 27.0(18.0~57.0) 40.0(19. 0~ 106.0) Z=-1.059 0. 289
24 4 58.8+35. 4 30. 8+18.3 1=2.702 0.012
AST(U/L)
Hek 25.1x10. 1 20. 4+5. 1 1=—1.285 0. 199
12 4 55.0(41.0~60.0) 68.0(46.0~111.0) Z=—1.082 0.279
24 60.9+25. 6 37.1£15. 4 1=3.018 0. 006
Mindin £ H (pg/mL)
gk 222.4+66. 5 223.7+68. 8 =—0. 051 0.959
124 260. 1£65. 0 259.5+71.9 1=0. 024 0. 981
24 J4 251.5+38. 4 317.3+51.2 1=-2.673 0.019
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