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W OE. BY Wi ESHHA4E (APTB) 2 # d P55 E (RNase E) . HupB R 2 KT 5 B F 874 %
BomERG e & %o Tk #®4F 2020553 A ~ 2023 4 3 A B0 h 45 M0k Br g RS 69 108 4] APTB % % ( APTB
21) #2101 #13E APTB &% (*FR4L) . A APTB B H B2 R EH BT, Ritd e REHRFRLEIE L, RE
BRHERGEGIBAAAERNE R EZ > A2 (n=73) fekdb)atl (n=35) ; RBEZAFAFEEBZ > AER
28 (n=22) Fe R A K (n=86) . ¥ &40 % RNase E 4= HupB & & /K-F. % B & Logistic ® )3 547 % APTB &
FEAMAE, 2R E AR (ROC) W& 5 #7 fo 3% RNase E 4= HupB 7A@ ATPB £ 4 %9 #h{i, &R APTB 4
fn 7% RNase E (213.02+55.16 pg/ml ) #= HupB & & (853.26 +262.19ug/ml) K F & F *F BB 48 (102.35 +24.09pg/ml,

412.51+103.65ug/ml) , 2 F B A %t 3 & 5L (126368, 15779, 3 P < 0.05) ., K # )2 2074 55 7] J5 o 7% RNase E
(247.79 +20.05 pg/ml, 239.46+ 18.43 pg/ml) #= HupB & & (970.92+71.26 pg/ml, 952.34+65.08 pg/ml) K-F 3 T 4%
Ja2a (196.35+ 13.46 pg/ml, 121.42+10.02 pg/ml; 796.85 +65.43 pg/ml, 512.05+33.67 pg/ml) , £FEA %t
(£=15.761,43.137; 12.570,46.417, 3 P < 0.05 ); £ & %A fo 7% RNase E( 250.32 + 16.74 pg/ml )= HupB & & ( 991.32 + 102.46
pg/ml ) KFFHFAZLA (203.48+21.35 pg/ml, 817.94+62.35 pg/ml) , £FAAH%it 3 &L (=9.554, 10.066, 3
P <0.05), % B % Logistic B )2 57 %77 74 77 & #3[ OR( 95%CI ) 3.865( 1.417 ~ 10.544 ) ], % £2. 7% RNase E[ OR( 95%CI )
2.330(1.096 ~ 4.956) ]#= HupB % & [ OR (95%CI): 1.702( 1.144 ~ 2.534) | & APTB X # e R & (3 P <0.05).
RNase E #= HupB B4~ ATPB 5.4 # AUC ( 95%CI ) % 0.872(0.793 ~ 0.928 ), &% T RNase E[ 0.779(0.689 ~ 0.853) ]
F= HupB [ 0.719 (0.624 ~ 0.801) | #mfml, 2% BA %+t 3F&EL (Z=1981, 2.125, 3 P <0.05) . &i& ATPB
%% % RNase E #= HupB &G K-FH B 533, L5 RFEHPRALA X, TIEH ATPB UG #AFEH .
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Abstract: Objective To explore the relationship between the expression levels of serum ribonuclease E (RNase E) and HupB of
patients with active pulmonary tuberculosis (APTB) and their treatment efficacy and prognosis. Methods From March 2020 to
March 2023, 108 patients with APTB (APTB group) and 101 patients without APTB (control group) were selected from the
Tuberculosis Prevention and Treatment Hospital of Shanxi Province. All APTB patients received anti-tuberculosis treatment, and
the prognosis and recurrence of the disease were statistically analyzed. Based on the control of Mycobacterium tuberculosis after
treatment, the patients were divided into a conversion group (n=73) and a non-conversion group (n=35). According to the
recurrence situation, patients were divided into the recurrence group (n=22) and the non-recurrence group (7=86). Serum RNase
E and HupB protein levels were detected in each group. Multivariate logistic regression analysis was used to identify the factors
that affect the recurrence of APTB patients, and ROC curve analysis was used to assess the value of serum RNase E and HupB in
predicting ATPB recurrence. Results The levels of serum RNase E (213.02 + 55.16pg/ml) and HupB protein (853.26 + 262.19ug/
ml) in the APTB group were higher than those in the control group ( 102.35 +24.09pg/ml, 412.51 + 103.65ug/ml ) , the
differences were statistically significant (+=26.368, 15.779, all P<0.05). Before and after treatment, the levels of serum RNase
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E(247.79 £ 20.05pg/ml, 239.46 + 18.43pg/ml) and HupB protein(970.92 + 71.26pg/ml, 952.34 + 65.08pg/ml) in the non-
conversion group were higher than those in the conversion group ( 196.35 + 13.46 pg/ml, 121.42 +10.02 pg/ml; 796.85 + 65.43
pg/ml, 512.05 +33.67 pg/ml ) , the differences were statistically significant (/=15.761, 43.137; 12.570, 46.417, all P<0.05).
The levels of serum RNase E(250.32 + 16.74pg/ml) and HupB protein(991.32 + 102.46pg/ml) in the recurrence group were
higher than those in the non-recurrence group ( 203.48 +21.35 pg/ml, 817.94 +62.35 pg/ml ) , the differences were statistically
significant (/=9.554, 10.066, all P<0.05). Multivariate Logistic regression analysis showed that no outcome of treatment [ OR
(95%CI) : 3.865(1.417 ~ 10.544) ], high serum RNase E [ (OR(95%CI): 2.330 (1.096 ~ 4.956) ] and HupB protein [ OR
(95%CI) : 1.702 (1.144 ~ 2.534) ] levels were risk factors for APTB recurrence (all P < 0.05). The AUC ( 95%CI )
predicted by the combination of RNase E and HupB for ATPB recurrence was 0.872 (0.793 ~ 0.928 ) , higher than that
predicted by RNase E [ 0.779 (0.689 ~ 0.853) ] and HupB alone [ 0.719 (0.624 ~ 0.801) ], the differences were
statistically significant (Z=1.981, 2.125, all P<0.05). Conclusion The serum RNase E and HupB protein levels in patients with

ATPB are significantly increased and are associated with disease progression and recurrence, which can serve as prognostic

markers for ATPB.
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HHIERT L EEHRR, BTERIGRIGST A
TG A2 2%

1 #REFE
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T s BB 27 19, s TR 46 151, P4 BEL Bk
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BTG BEAC PR HEME (20190114) , HHF K HEE
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12 MEL5RXA RNase E il & ( EFIUmAY)
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3ml FEATHHRE, =R FEE 120min 5, BIRE



80 BUARHS Br 2 27 2% 36

F40E FH1M 202541 A

J Mod Lab Med, Vol. 40, No. 1, Jan. 2025

B F2 AT EDEELD (BO0S8: 3 000r/min,
4% 10em, BFE] Smin ) Zr BT, —80 CIRfERTH
K FH Bt B¢ f 22 W BRHR 6 (ELISA) #6300 1L %5 RNase E
IR BUMIEREAS, Pierce BCA Protein Assay Kit il
& HupB 8 /K, BUMERES 0.1ml, JIA 2ml T
PR CHIRA &) RIS RRA . BEHLE,
37°C & 30min, 7E 562nm A0 X 0 5 B,
fdi FAYE$ A Multiskan FC 42 F SR
L33 RGN . AR . Ml IR st
Fekh. WSWIRM . SCILRREE . 2Bl . BRI A
LN iy 7 11 G ] 2 AT TR DN 7% 273 L A
IRIT A5 TORL
1.4 %554 KM SPSS25.0 #ET4L 140 #r,
BB RESAR B RN AL + FRifE2E (Rss)
{8 ] student-z £ 55 43 28748 & DU ERT A 4 &
N, R, £ HEK Logistic [543 51
APTB BEE EMHER, ZilE TAERHE (ROC)
=1 AEFFI APTB 2E IS

£k 731 RNase E Fl HupB Fililll ATPB & & B4 E
KB 7K HE o =0.05,

2 R

2.1 APTB #a4»x} B8 20 2. 7% RNase E #= HupB & & /K
Frodk  APTB ZiAY7ATINYE RNase E(213.02 + 55.16
pg/ml) Fl HupB(853.26 = 262.19ug/ml) % 4 /K F 5 T
XTHRZH (10235 + 24.09pg/ml, 412.51 + 103.65ug/ml),
SRS L(1=26.368, 15.779, ¥4 P < 0.05 ),
22 R FJF# APTB % # s 7 RNase E #= HupB
FaKFrs WAL L IRITETE, REAAINTE
RNase E Fll HupB & FI/K 35 TieH4, 25 H
BHIEREL (< 0.05) ;5 A@57)a, HIA4imnG
RNase E il HupB 25 /K 483R Y7 RTFAIC (=38.152,
33.068, ¥ P < 0.05) , AEIFLLIMIE RNase E il
HupB & 1K 5377 HT kAL, (H22 7 41t
23 Y (+=1.810, 1.139, P=0.075, 0.259) .

RNase E #l HupB B K FLLE ( X+s5)

moH a4l (n=73) REHA (n=35) t P
RNase E ( pg/ml ) Naagil] 196.35 + 13.46 247.79 +20.05 15.761 <005
HITE 12142 £ 10.02 239.46 + 18.43 43.137 <005
HupB ( pg/ml ) gl 796.85 = 65.43 970.92 +71.26 12,570 <005
baid s 512,05 +33.67 952.34 +65.08 46.417 <005

23 A KA R H K4 APTB & &6 57 ol oo &
RNase E #= HupB % & K -F b4 P 1]
LR, TRV, B &K HIAI7 AT RNase E
(250.32 + 16.74 pg/ml ) Fl HupB ( 991.32 + 102.46pg/
ml) HHKm T ARE KA (203.48 £21.35 pg/
ml, 817.94+62.35ug/ml) , ZF BG4 E X
(£=9.554, 10.066, ¥ P < 0.05) .

24 #Hva APTB A AMB X4 WHEK2, BRkH
B, KW A<30000C/ H, BIT AR
HILplE TARERA, ZREASIIFEX (HP
< 0.05) o DIGSIRIRE (0= E1F, 1=5usei) |
LTI (0==30007C/ H, 1=<30007C/H ) .
WBITHE T (0=% 11, 1=RET) . JAJT AT 0T
RNase E Fl HupB /K V-0 B4R & (B2 H
R ), LLAPTB (2 E koA (0= KRB XK,
1=82 k) #4172 HE Logistic /74T , 45 1 W /RIG)T
KEEH, E 1Y% RNase E Al HupB £ 7K V)& APTB
BRIGEKRNZE (P <005), %3,

2.5 27 RNase E #» HupB TRl APTB £ & & ¥
15 W4 MK 1. RNase E Al HupB B¢ & Tl

APTB & & myth 4 PR e T, 2584
Giit#E X (7=1.981, 2.125, ¥JP < 0.05) .
3 3Fig
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SEAZ Y AR TR JG 1R A 2R R 30 I bR s R SRR etk
A, 15 ERSEIIRE TR, R 45 A% A
FFAE RS, SIRIGARAEIRFT APTB, JFHA
etk . SRR S5 0 R BT 3 A7 i
TR, AHZ 24 G5 A% SR TR R AR A R A I
T, S5 PRIGTT A7 B HRR ™ P AN B £ Ao
AITRD, BRI G5 A% S BRI % B 5 I 45 %3R5 7 B
A, RIS EE R R B, Rk
T BER R UER AT TR B BB EE A, R YA %
TRYT IS A T AT BRI . R, 5% o BT IR R 3%
FW P AR, R Y R R
SIESMEZE AR GRS, DA I IRIAIT -
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xr2 #0m APTB EXWEBREEZESHT [x+s, n (%) ]
% BRH (n=22) KERA (n=86) 1 {8 PfE
i (%) 57.71£8.35 57.61 9.3 0.046 0.964
PS5 L 12 (5455) 50 (58.14)
0.093 0.761
s 10 (45.45) 36 (41.86)
PREEAEET (ke/m’) 2135+ 1.02 2162+ 1.13 1.019 0311
SRR [y 6(27.27) 49 (56.98) 6155 0013
B A 16 (72.73) ( 43.02) ’ ’
pelais LN 9 (4091) 9 (4535)
o 0.140 0.708
Fp DL 13 (59.09) <54 65)
WA (LI H) <3000 14 (63.64) 30 (34.88)
5.999 0.014
= 3000 8 (36.36) 56 (65.12)
R el 8 (36.36) 41 (4767) 0904 0340
x 14 (63.64) 45 (52.33)
5% 1y
i U # 6(27.27) 26 (3023) 0074 0756
x 16 (72.73) 60 (69.77)
itz R A 10 (45.45) 41 (4767) 0035 0585
o 12 (54.55) 45 (5233) ’
ok
g0 A 6(27.27) 19 (22.09) 0264 0607
x 16 (72.73) 67 (77.91)
IRIT A L E| 7(31.82) 66 (76.74)
KA 15 (68.18) 20 (23.26) 16142 <001
%3 B APTB £ % Y Logistic B34 1k . Mkk DNA S50 M . BAOIK . g/ 208y .
Wz B SE Waldy OR(95%CI) P BapA JEMFEAE MR IE TR (145, SANmBbs . xf
BE 1154 4068 8050 - <0.001 i R 2555 H 9‘@0 RNase E J&—Fh A% IR N 1)

WP 1352 0512 6973 3.865 (1417 ~ 10.544)  <0.001
RNase B 0.846 0385 4.828 2.330 (1.096 ~ 4.956) 0.016
HupB [ 0532 0203 6868 1702 (1.144 ~ 2534) 0002

% 4 [i% RNase E 1 HupB Fiilll APTB £ % BIME (%)

BH TR (95%C1) SERE SURE R 28R

RNase E 0.779( 0.689 ~ 0.853) 22147pg/ml 7727 8023 0575

HupB 0.719(0.624 ~ 0.801) 874.19ug/ml 7273 8140  0.541

A T0.872( 0.793 ~ 0.928 ) - 9091 8372 0.746
]
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il AE R, AT R R RNase B 245 A
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PEPIALIN 2y, kI S EEUGIRIT G R IR i
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HABSME, BEHIMAAREE &, *W] RNase E

1 HupB AIHEFEN ATPB F T TERR ) -

Zi I, ATPB i # Il % RNase E il HupB &
FK -1 5 35 18 &, 5 7K SF RNase E il HupB 5
ATPB $iL 25 #1697 e B LA R kA G, alAE N
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