- 822 - Chinese Journal of New Clinical Medicine, August 2021, Volume 14, Number 8

KR R BEVIBR , TR 48 6, Wi 5 HE RIS A T i
ERTHRE, e 5 1 S B AR WG v L B R
58 T8 U I S R 0R T o (5) SE Ik M i et
AL RER 2 IR BT o A R e O A
KR W R, FERILSELH, BB
P& ANE IS AMAE A G IR ATR o (HASI Kbl
il 1 AR B R T i — T

2.3 JEIS IR W B ZAR YR s L HCG
I 7S S MRI Ky, X1 HCG {E B 8=,
B ol A TG S AT R A R I B S AT IR
TR, AT KB — Pk s, REZECh AR iz
Wit AR AR W A S0 SR AR, 47 I B
AR IR SO0 IR P R DL L, AR 25 )
BRIZIRE . AT IR, R E 5 T ERA BHIE
T T I J S 7 A o k7 ', B 2 T . R
L B W Ry PR A DL 491, 54475 A5 BRI R Y7 A
Mo LR ST, FAREBO A RUIAIT L™
HU A RSFATT IR AR o A T I ks
BRI ARG T LA IRK R W R A ik 5 %
FEYN TG Ve, B Ak 15 22 0 S 4T U, AR S I o
HCG i, RJ5 29 d 1l HCG {HRFEZEIEH , BE R
5% 3k

[1] Juneau C,Bates GW. Reproductive outcomes after medical and sur-

gical management of ectopic pregnancy[J]. Clin Obstet Gynecol,
2012,55(2) :455 —460.

(2] 2 L. S S R 64 I PRSI S s S b Jee [T ) e Tt % B 2
#%,2013,38(5) :395 - 399.

[3] Jiang W, Lv S, Sun L, et al. Diagnosis and treatment of retroperito-
neal ectopic pregnancy: review of the literature[ J]. Gynecol Obstet
Invest,2014,77(4) :205 -210.

(4] Fade, TRMM, B B EIEERYTIRIRS (IR 1 B4 5 9 3C
HRAEZ I T]. BRI AE24H,2018,47(10) 1942 - 944.

(5] LI, B %, % [P RE( M) 9 M. st ART
A A ,2018:79.

(6] 48 7, B498, 56 £, % 163 BRI AL AL IR LA 7>
MrlJ]. R BE 2R 44,2013 ,38 (5) 1404 —408.

(7] skEe, x0a25, 2 B, 4. BRI P FLAER 1 G ] . B
A= Rk ,2017,26(7) :560.

[8] mofss, B0, 5 R348 MIBE T PR RIARSIG T & M iR
BIRPRS PR [T ]. IR R ,2017,10(11) : 1055 ~ 1058.

(9] B 3, RN, 2040 SR MRS IS T RIS KR w AR A
I i OIS A AR P SR LR [T ] v [ s AR 12 2, 2016,9 (3 )
195 - 197.

[10] 2= H5k B2 3,5 FEERAEYR 1 G170 E >

[J]. BRI Lk , 2006 ,15(4) :316.

(KA EH 2020 -03 -IS][ AL F B FHH]

A5 AR
AR M SRR Al PR R G YR — 1 [T v [ e AR R
2,2021,14(8) :820 - 822.

it R 4R ik

TLRs 7 1 BURE JROA 1B 5 B 4453 05 o 8 A Y

WF 5 0t %

Mk, RAEXK, & R(ER),

RAA (FAR)

RWH . WA RO (45 :212102311081) 5 7R 4 i S22 A T G RHIHE 310 5T H (445 :20B310005)

YEZ A 450046 HSHI, e Hh R 25 K2

YEH R BRidR (1997 - ) Lo PR AR 534 TR 5 1] SR A 9% . E-mail : chh13461351947@ 163. com
WEMES: SKAMAI(1963 - ), 2, B2 502, WF9E Jr 1) h R 25 5 G e MR o E-mail ; 2x17666@ 163. com

[EE]

Toll #£52 /& (TLRs ) REAS IR 22 Fh AR J5UAR 56 23 88 5, oA 5 10155 5% A8 JRE Sz

EFVEEAEA] 1 BB RS (TIDM) e B i MO i) [ B S BEREIR 51k , R 1 22 iy AT 58 MK 3] TIDM.
TLRs W21k, 577 19 TLRs £5 556 S 420 oA S e A 245 S R Mg BE A6 17 , 5 300 A B e O %30k TLRs

LS 5 S5 IR S TIDM B R AE—45054

[K@im] Toll HE2ik; 1 BUBEIRMG; BRE) B ZHARHLN
[FESHES] R587.1 [XEIRAE] A [XEHS]

doi:10.3969/j. issn. 1674 —3806.2021. 08. 21

1674 -3806(2021)08 - 0822 - 06



RGBS 2021 4F 8 F #Hi14 % 458 -+ 823 -

Research progress of the role of TLRs in islet 3 cell injury in type 1 diabetes mellitus CHEN Huan-huan,
SONG Chao-jie, TANG Cong, et al. Henan University of Chinese Medicine, Zhengzhou 450046, China
[ Abstract |

their mediated signal transductions play an important role in inflammatory response. Type 1 diabetes mellitus(T1DM)

Toll-like receptors( TLRs) can recognize many types of pathogen-related molecular patterns, and

is caused by the autoimmune destruction of islet B cells. More and more studies have been observed that the changes
of TLRs in TIDM. Abnormal TLRs signal transduction pathways change immune homeostasis and cause pathological

damage of the pancreas, leading to autoimmune response. In this paper, the structure and signal transduction path-

ways of TLRs and their relationships with TIDM are reviewed.
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[ Abstract] 1In recent years, the global prevalence of non-tuberculous mycobacterial pulmonary disease has
shown an upward trend. Non-tuberculous mycobacterial pulmonary disease has become a common disease and poses a
threat to human health. Non-tuberculous mycobacteria(NTM ) mainly involves the lung, and non-tuberculous myco-
bacterial pulmonary disease lacks specific clinical symptoms and signs, and it is difficult to distinguish it from other
diseases. Many clinicians often neglect the existence of non-tuberculous mycobacterial pulmonary disease, which often
leads to misdiagnosis or missed diagnosis. This paper reviews the definition, epidemiology and risk factors, pathogenesis
and pathological changes, diagnosis, treatment and prevention of non-tuberculous mycobacterial pulmonary disease.

[ Key words| Non-tuberculous mycobacteria(NTM) ;  Non-tuberculous mycobacterial pulmonary disease;
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