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1 BHEEZREREENEREHR)

PYEATERG R M. MoRE . B, a5 IR S RE H T ). 52005 M SRR 7 AR S 3 B, 52 RT3 S 43 (22 IE):
b ZHG 7 TR 5. o 4ORG BF E T ULAE 48 PR (peritubular myoid cells, PMC) A1 AE K b Kz 41 i, AR Sertoligh i (0 S8 A [6] & & My B 1 A6 K 4i
T ARG b B, AH 48 FR) 5 A Sertoli 41 ) 388 32 22 & 432 1 1L 52 57 B3 (bood-testis barrier, BTB). 52 H[7] 5t 3 %440 £ Leydig#H g (LC) 1 2>
TG R AN, e 92 AN G 0 45 B 2 i (macrophage, M)~ Tbk B2 4H it Fl % SR 41 ffd (dendritic cells, DC), %2 . P [ L% (blood vessel, BV)
WAL T F . B2 Rk R R34 (G B, B4 0 B s 0 AN Ta) ot ZE . PRS2 B R4 . R M. 40 2 e 4 e 21
J. — AR SROTR D 3 T 52 R SR B 2 1) SRS BV, M, THH A 4F 4 £ 41 i (fibroblast-like cell, FLC). 4% &A1 §if 1 JIi £

T IRAE IR, o7 WA, dERERS TR 1 5 Thee

P S SE S Foxt B VA RS

1 AR g

Z A AT DU S PR AT R 5, T4 3 5
VA E R, 0EH I8 A RE AT IR G RIE . A
GRS FERE. s PSR LSRR, T A Bl
MG IR AR G S AL, TR G rT LUE L T R
P8 T S M2 AR

L1 g R

AT RS B AR AT RS SRR R H L
A 47 4 T B 935 0 MR AR D S T 2 385 IR, T UK
6358 LLUR B4k, TR A ) 55 1 A 5 R 4t 3 2]
R BT T IR D MR AR SR A 5 2 Tof i 38 3 14 P A%
i, AT RERIE R . ATAIRRAE . PSR LM SR/ER
R, N E FEAEE PL 5346, W IRAR R AT e
s SAS IR, KL50% 170 BRAR J5 14 8k e 1 1

SRR, AR R Y IR AR S5 A4 g 2 A5 L i M AR AR,
TR NI PE R Lok, s m LA . R, i &
IO IR AR SR AT HAE B I, B R B e A Gk

RIS 2% 35 IR BT ) — I 3 o ) P A R 4 1 L,
F BRI A M e B M R, I 51 R AR R R
TR, KL50% &G A I A R I B IR, 59
R T A J e A AL, I 2 5 PG A A 1t T 2 AN 53
PEB Lot o7 43 8 IR T 5 5 I S8/ 2B AL 5% PR
G| i 0 JE 22 B U AR B A 5 M O 3 B PH 28, AT
S 55 A 20U b 4% B TR B E i U Toll R 52
142(Toll-like receptor 2, TLR2)FITLR4i% T K AR G 2 i
2 AR DA S R IAIL-10F1 Th1 40 B S 28, AT 141 35
PR G e L, A BT L 08 6 328 S 8. b 2% 85 IR
TR A1 1 2 N LR AR R N 7, W e
B 16 0 2% A IR TR I e FR T 2R R

B 7 Vb IR SR RIS % B8 IR B, 38 L HoAth
(I PE A AR 41 B R B A B IE TR AR B ). i, 2R
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T RRGATEE B E LA R X 5 A TE B R TR

WA T BRG AL R Xof A= B B 5
VYR AR S A4 (Chlamydia trachomatis) JRIE. ATHIMR. F2E. 2. 2h WrRAE BTrhs
i) W 43 % IR (Neisseria gonorrhoeae) JRIE. FEFE. M. 2h KT KA, A pE TE B %€
R AR JR & N
RS i 9 5 2 E- D NN WTrRA, ZEEHR, SUHENE
N 2 e 92 R 4 0 25 2 W7 R, A R
I B PG 2 T RAE
JH %8 95 2% 2 TR, KT
E R E AL SR N B (Mus musculus) 1Y) BT RE, BEAE
- ¥ 38 & i JRIE . ATFINR. P, 2R AN
M3 75 T He DR ¥R

8 7 JR AR (Mycoplasma genitalium) F1 N 3 J& A& (My-
coplasma hominis) %4 55 VLA THIE , (A A F2m 55 1 2F
A RE /7, SR SR AR AT DL o 1A% 5 22 o pEAR, T
H LMEAE 7. IR S AR IR G 55 P W] 3 BUR TE
xR, IERm BT, HALE HAE .

12 R

TR T AR G F R G AR A B R, T
HAT B 2 4% Qe g5 AR AR AR JLPYL. IR AR % 994 25 (mumps
virus, MuV)H SERHEAF, 40% MuVIE L 5 1 m]
FEAR SRR 98, R S R IR TR, S AN 2 KA
RAMEANE . SR, FEAR I MuV I A 2 B3 5455 AR K
4 A, 2R B MuV (81425 52 WS - & A HEDIMuV /g 4 ]
WL BT AE B R 7 (1) Mu VIS (R T
e PECE AR BT, TR BUAE R4S T; (i)
MuV 5 L4 8 S IR K P BEAR, T Be 4 RS 7 K2R
(iil) MuV £ T Leydigf1SertoliZH il ;= A= %5 I 1, 3
H— 1 J8RE R T o B A S o Th el T A ke
P MuV =2 4805 0 tH B R 0, Muv S 850R E
FI ML I8 P75 ZA8F 7C. MuV AT CATE 22 ALy & 41, 9F B
T# 2 (interferon, IFN)YA T 1] Jk 42 MuV X} 52 AL D) G
S 2] PR MV JER e 52 R4 i A 200 B P [ I AL
GIEIERGRERER

N2 % 995 B (human immunodeficiency virus,
HIV)H &1 HE B A E 7. 3000 B mE < Bl
SRR WHWERE. DRECEREREN. 2)53%
SO  2 ISR AL 9%, 48 WL ME Sertoli 41 L £
BAENY, SO R K 2 B, TRE R BT E
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4 WL A Leydig 4 B B0 & k2D 51 2 1. A 78 K0
SCEIP NI A A 20 i AEEHIV-1(FDNA, R BHIV AJ
DR G 2R 4 i, 5 0T DLIY % 9 DNADS] HIVE gL A=
24 PR L 1) 0 AN IR A, DL DM 2E R 4 i I AN 3R 1A CD4
AR B R A2 L/ 58 R K R A AR A 4 T
G5 22 4 K B, T L/ 52 g B m BEL A 400 B B AR AIG
7P RE N . BRI, A8 A ARG 4 i b I HIV BT
DLk 1k f0 5 J 825 25 W I Bk, RT RE B HIV I a3
Fr. HIVIEGL 25 K5 7 A 98 1 DR 5~ Ak A0 TR 5 K1 1
FHIV I GL 1] DU 5 A 58 4 T8 I [ S R, 3
FATL A B

BAL4li 92 9 7% (herpes simplex viruses, HSV) /&
HSV-1HTHSV-2, &G N Jea i W R 5. 38 H 1 0
NRAEHSV2 5B AEIEMZ, HSV-1 E #5151
JeE 35tz . SR, E /N AR A BEFTHS V-1 7] $34%5 45 1 K
A6 3 H 75 5% FE KK B (Rattus norvegicus) ¥ 141 i
it FRIKHS V-1 e 2 51 RS 490, IR BN
HUTHSVX B PEAEE M A 7 ik — 0 .

TG 2 BT 4 993 5 (hepatitis B virus) 1A B4 BT 4 9
Ff (hepatitis C virus) 2> 520 5 P42 & fe )1, 322
IER B3 . TREMEE, HALHA R AW

B R, FER9% 5 (zika virus) B G/ R AT S 52
RS2 R, BRGNS R KA, I S B
ANH U ZE95 % 1] 7F Leydig, Sertoli 5 Fff 52 I 7 4
Ji HH s T R AR S 988 S 8, AR 40 A S RE ], X B 2H 21
RS a4l nT e 2 5 RO )R B, ZE-R 0 BE E JeLeydig
Sertoli A Ji 5 4] RS BE4H L, v 3B AL T BT
PLaH ML e, 2R 1 75 AN [F) S2 AL 40 B i 9 3G S 48
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PR S P PR 0 2 S SRS HE — D T

1.3 A Az ke

A 25 R SR X T 40 B AN R At L, (H
Fese 2y A R Geth 2 o 5 1A T RE 0L BI3E B
SR ECH TR VAL AR A 2R P, O 2 B g [
B BOFA B BUREAR, £ DB REIR ARG, W
B 2/ AR ATPIBRRANRIE 2. I EAE &
H FP R A T B HUR G TR B T R A,
W 5 77 i 4 B v | A 4 1 2 A o, T DU G A
FNZhA i v 2R B S R NI 5 R i (R 2 s
HU, FF 5 3 K A R T ), SR A R LS B
BN . R A IE BosRih 52 &GS 5
PR 0 B A 5%, E LA 1 AN 48

2 BARPEHB

M 7L 3 47 52 ALEL A R IR ) S B A B (1512), BV
PER 5 RIFBR IR 18 2R 124, 52 I G e A 58 0 20

v UIADY

)3

HEF

REHBR

2 B RS YA PR R G BT A BE S R A T DA
WR S ALRBETT, R SRR, BRI TR BT
LG B F G AN R AR 73 AL H1) AN B RT B B 9 52 AL ¢
FROEEIR KR, thr] BE NI 48 B B i R 5
TR HL TRV RE SRR,

21 REHR

SRR — N B e T R R, LA A
S N S R G S I A2 L R 4 RF 52 L
IS IR AL Eh M S L SR o NP Ay AR
FITE] 5. i 400K 5 HH SertoliZH g 5 A [5] B 1 26 K 48
Ji 2EL %, KEAE ) 5 A Sertoli 41 i 7F S 3T fh 40K & 2 i
Y BTB. BTB R K 74 J5 3 1) A5 K 4t i A 6] o3
F) G e 4 BB 35, AR IR 5 B B g I b

Bk T BTB, 22 AL ¥ 2 B G 5 #0077 4 FF 22
R IR R AT B I RE. 2 RN oW K 55 0y
WA IR P 5B L A R B IR B, Leydig 4l i P A= 1) 52
PR 7 AR TR AE AN, I T LA SIS g

RAREHLN

E2 ELEEFRTEENEREHE)

Wi P30 400 S R D OEORS TR J5 AL R. SR U R E O B AL  E EA  (E BD S R ARBI R G (A B (1) s s H 4
4, G 4] ) L [ S, BTBRE 2340 S5 A A RS 40 e J5 5 0 v 1) G 2 4 6 4 . 552 AL 0 L 2 10 2 0 1) e 92 e 2 11 R, 32 B
F5 5 A0 A K R 7 -B(transforming growth factor B, TGF-B), ¥ £ F A(Activin A), F 4 ig /- % -10(interleukin-10, IL-10)F1 4= K #1145 57

[l 6(growth arrest-specific gene 6, Gas6). X S8 P& - 1] LA il 47t J5 128 52 200 B 1) G 8 2 250, TG 00 o 4R EE2 40 AR . R P 1R 28 1 52 A - P Ak
1(programmed death ligand-1, PD-L1) U o] B 4% 55 S TN B PE T, (1) RAARBE R SRR T 1058 o 6 S e 40 B o, 58 U4 7 40 i A0 95 Sertol,

Leydig#fi il 2 AN 1] 43 A0 B B 11 AR B 41 L, 77 20k 22 B aCiR il 524k, W R 3 R 88 S s B, KA AR )& . Sg: spermatogonium, F5 J5 40 g ;
PSc: primary spermatocyte, ¥ 2k BEZH il ; SSc: secondary spermatocyte, ¥R 2% % £:4H ffl; RS: round spermatid, [B FZAE 41 i2; ES: elongated
spermatid, 1 %4 T- 41 fid; MPC: myoid peritubular cell, & J& FLFE 41 Al
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4 52 #1 4 (experimental autoimmune orchitis, EAO), £
5 o R G B ER G PR R 200, 52 Sl R T DA 4y W 2 B Bt
% [ ¥, Sertoli fll Leydig 4t fd 7] 43 W TGF-B, TGF-B 1]
) 52 HL N RS AR 19 G 9% HE R 127 SertoliZH i 43 ik
— P TGF-B 1) [F V5 ¥ ——Activin A, JF 301 52 AL 5 9%
L TL-102 S 7Y (40 98 0 IR, b 52k B W 40 e
PR, AMHIEAOR, I 8 Gy 1 i PR -7 75 4 5 52 FL e
9 T B A B o b E LA

JUF I SR RR S5 Y dr 2 R IE R IR
5%. Fas/Faslii /i (Fas/FasL) R 5 SRR L T ME =2 k-1 &
HABCAAR(PD-1/PD-L1) R 48 7] L5 bk LA T, 2
B G2 it 52 F 2 FE AL i) 5031, — T00 B 3 g FF 72 IR
Sertoli4fi }fl % 1A FasL, 7544 52 A G 5 bo h iEo 45 B 2
YERIB2, A58 &, FasLg& ik TAE RS 4m 33 SR
ARG 4 M T FasL 1) D BE v AN BR 4. PD-L13R A T4 kG
Y, 325 4R SR NP RE e AR AR, X3 8
Pk A BR324k, Tyro3, AxIFIMer (TAM), BL & B 4i14L
I (I T R ——Gas6 7 1 17 52 FL e 5 fo HH I D s b AT
T RS FEP. TAMSZ 4315 T Sertoli FlLeydig4H iy,
1M Gas6 H K ik T Leydigdi Jfil, &K A A K IATAM G
Gas6. TAM/Gas6 % Zi it i3t Sertoli 41 i 75 Wik 7 T /0 A= K
S 3O, R BsF 375 Bk 0 1 F A K 400 R v B P R 28 0
JRSE, PR (0 AR A 40 B TT 5 5 Sertol i ff 2k 2 48
JiE R 757, i 4k, TAM/Gas6 % 4t 3l #1l Sertoli fll Leydig
41 B A A 2R 51 32 44 (pattern recognition receptor, PRR)
G RAR A NP3 TAMB R /N B2 B B
P 52 H A 0L IX U FE 3R B, TAM/Gas6 % 4tid i A
I F4D AL o 0 ) S hL 00 M YD 8 9725

bR T 22 AU S R AT A, R G G i A2 AL
il 22 2 5 75 5 O S % B e IR B, 1X 7 TH A 7T EL
8D, Fi B EAOE B R B, AxIFAMer3Z M4 # ] AE
KA 3 1 B 5 % 8L, AxTRIMerfi /s B2 5
A2 EAOMY. M j2, TLR2ZFITLRA M £ A~ S EAOKI K
Az, IR TLR2 A TLR4 f Bk B AS g 7= ZE EAOM2, X 4k
TR, RS AL S 5 g 2 e #
G, IR 52 R G % B e WL B AL TR

22 BARRAKERG

S SE IR R AR, (AT B2 R
JE ARG, O T SR e B e A, S AL ST T AR
RPN R S, UM E YIRS, 2 Fh S B 4H A7 /£
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TS AR T, H B A o S AL B P 4R 1 80%,
AR T HRPUR B ML E A A R 26— TE BT 4. R
M, 52 1 W 200 i 28 B e B 4 R 1, 2 TA T AR
PR, 7 R 58 R0 f e 8 e A R 151, DR, 52 ok R
S BT AE P I e ST A AE . FE AR FIRAS H 52
FTE] J5E I A D B At 2 T ) S R AT, LR R R
M. AN AEORZH B AN AR A0, 1X 28 A
32 0 A SR Bl A P SR e o 1 e AN T . L A
RO M B AR RAERES TN, JF HZ 5 2 AW
I TR 144,

SREHZMALR RN, T EAHE Leydig,
Sertoli A A 4 Y. X 4& 52 JL 40 i B A KR B g
2 55 52 FARHU A P AR A, 2040 A st AR TE T KRR
2 U R R R SR B S R, G AR R I, ) B SR
FL4H AR 1A Z FHPRR, PRR 7 J5 21 52 4L 40 K 1) [ A5 4
P2 B 1401 PRRE T — 52 5%, AT DA s J5L 44 £
NP>, B S A G N, AT T RS
P, HLPURAE P IR T H T O %8 £ AN PRRIE K,
HFETLR . 4EH R 15 T2 1 (retinoic acid-inducible
gene I, RIG- [ )£ % 4 (RIG-I-like receptors, RLR)Fll
Jf A DNAJEE 32 251481, TLRYE Sertoli 4H i1 I ¢ 15 12 Ty fig
T ek R I, 2 B SertoliZH il 2 5 2 R HRPUIRAE M) K
ety RAR G L B AL 534k, /1N B Leydig 4H i th 3% ik
TLR, Leydig#H /il 1 TLR 0 7T 5 5 3R IA (2 2E K 5
FA] - B 52 B, 2 W 52 FU A H R A 4 2 B RT R
TP 22 R ThEel. RLRAL & H Aot : RIG- T fiLE
% 4> AL HH 5% 5 [ 5(melanoma differentiation-associated
protein 5, MDAS5). RIG- [ FIMDASR 5147% £ XU FERNA,
H IR RIRPUR TN, RIG- | FIMDASTE /) i Leydig
ARk, IHES T BT R R M PURE # 8 AP0
P DNA 252 #8 p204 th 7F Leydig 4 ffd /b 3k, J5 8h K AR
Poom B Je P, RIG- T FIMDAS I #% 4 31 41l Leydig 40
T B S R, T p204-5 5 388 8 U AN 52 00 52 i 5 K.
I, WO DNABSZ 355 5 I8 K2 15 5 S ALPUR 35 IS,
T AN 453475 52 HL Ty B 1 A8 S

23 BAKEBURE

BT 5 PR S AL P A R B g,
40 A 7 S 2 LT e L S P, AR 4
R R T SECE AL, M TR E B AT A, T S5
S, RGP R, A0 e 1
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SUR G T] 5] T 52 L2 1. 20 R R T R B SR SR L R
R 52 %, T B S R A U 3 PR R e I B
B BRGSO S g N, T 4 S A
LR GLE R Rl SRR ALK, AR A5
T B AR MR, 7R AR 2 R A RE Rl 7, LS TNF-a, IL-6
ANIL-1. 3% %8 58 5 K7 7] LA Leydig 20 il & B 52 i,
1M H & 7K F I TNF-0 5 IL-630 £ B 52175 5 A 6 41 i 1)
JHT2. TNF-otl Af OB BTB 1@ % 1, 1IX A g2 5304
i 2 B0 SRR R [ R T 5 5 B s . g
FLAFEAR B, AT P VR IT . 12 1 5B L A H TC A
SEAR, B2 A ORI T B I B A E R
AT REMEARAY 1, B 1% 52 B E AL

3 B REET

B =2 A2 T A S A O3 P, TR 52 B R R Y
Ge IR, T LA 52K 1, ST M I 2, B 52 G
P TIHLE] 5 A BORZE R, KR A8 H K
AR R AR A B SR R AT A T E A SRR

3.1 HERB R

B 52 py 5 T A0 B S R D) R AL A, T Rk
e B3 (E). MEERCNREE 1, 3
M. R4 . A0 A e A Ak, A R 2
B PRGN . P 52 o 3 A7 1 W5 4T R AR 28 401 g,
538 400 i = SN (i) 5 R T DXk, i AR S 4 R AL T
i 52 45 B ) L JE 0, IR S R BLAT B T AR Bl N B 2B d5h
= PR S AN . R sk, (R BEE
G 5 0B, 1 Sk 350 A G 28 40 B b A 22 LB 25 5 5
X T RE A A T BIR 7 A B S A SR AL

B 52 0 — AN B e ws B, SR, I/ B 52 B
P AF 408 = 200 it T30 11 5 25 i B 4 R, S WNBTBA 44,
I, IR AER G SR ES B & R M. K
SBIEE H SRR, Activin ATE P 2 3k 5
FEIE FEADHITRE PR 1 G2 S B3, B 52 g K
Bz, AP iE R F 4, i b A
FIk Z FHPRR, 7] LA 5 I 52 R AR S g% %, TLR2 AN
TLR4 J5 Bt %] 45 2 €5 7] %60 BR R R L 11 R 9 G 38 B0 %5
[55) E B 22 | Jz 40 i, TLRARITLRS 3 6 A 5 KT
5 5 1 R AR A s 3 21500, RLR ATDNA K 52 2% 7] J )
B 52 b R 20 B R AR o B O NPT B S R T B

Gu et S AL 4 75 3k — LWk

32 MR

B 52 252 [ 129 N f 5 3 VT B 2 A 0. S Py
SR B AT A R G SR, W IRAR R . e R
BRI AR AT T A2 3 BOM 22 2% 1 3 200 B AR 1R
RRGEVE RS, a0, 30005 Sks E DIBR . iR &
B 5 Yo e S N AT S| Rk B 52 28 PR SR R R e T
SEALR, X AT HES A& B AN IR (0 S B 1 1 AL 5
QAR AR K. I 8 5 A B IR R HA Y
W, — BB THERAZSBEEAT, HI 2K
M H 2 JELINT IR) N B2 MRS 1 DR B S R0 AR
(KI5 W AT 2t — 20

S T B I S 28 H ORI TR B AL 5 i
PRI NAREL, Sh B 52 % B 2 3 BOPH S2 R A, mT A%
B 20 NI IR Sh I A2 5 22 5 52 ORI B
/AR, NI 2 T RE, SFEORE. R AR
B AJ LAV B 52 B B4 R AR G e LA, 2R W B 52 4
N2 5 JOE T 7, I 52 2 ZURE S 1 0 A S
T I EE AR IT.

4 HIZIERR

AT B i 2 0 55 AR 2R O A7 A . LI L
LSRR e NIRRT N e DR MV 2 h'd
A W) 1) A 0N, i [ 5 — TTE AR B, AR
BERETIRFLANIB B 1 BRAR, K75 AR e,
AT TR AE R 51 R 2899 A\ KG 1 (K132 30 77 B AR AT
AW, MRS T8 AR A WR B, Rk, Ji 80 iR 28 0
T B MRA] BEAT AE BRI 22 57

5 KETER

W BE 4 WA TO% (RS US4, 18 S H5 K5 IE 3 Th A
AT BRI — e (KA . AT
TR I M0 26 PO T ) PT TR R 01 5 TR 3 ¢, e
RSB W THAE S . BRI . KR 3
FRA IR . X AL T SR T BRI 595 4 R,
TS0 5 P AR 7 0, JE T SBORE . i L b TR 32
SR, B WA RIS ARE, TR
EIE, PR RS T o (1 40 T8 55 T 4k R R e AR A I,
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6 JRIER

PRAE 2 ARG TR B I ) . PR IE 2
P A 19 SR A SR, (HAS 2 WTR UM RS 1 s i, AR,
BBRIE AT RE 2T LR I 22 5 S A, AT
B s BRI H RN, A, 18R IE W e SR
PRIBFHZE, TP 155 G i fma 2L J e .

7 HERERM

W TR AT RCT AR, AR LA
H 5 Wi 52 S g ar. Rk, K2 3040 40 i &
FRAKE 105 S R G A AR, SR AE AR BURES T
A B A L AN 5 T S SR L e RS TR AR
KPR T 3 H & S B, R B e S
F 98, FEr=EPURS T PifE (anti-sperm antibody, ASA), /&
S 55 PR AR G A

71 AHRBEMEAR

ST AL AP 52 LA — A S R ) B e A
(BAESELE BURE N, i BUR . ARG, B
SEAEAIR SE R R, 2ol A Rtk R A
B o B 52 R 73 IR RE AR AL PR, 2k KA E
B G 52 AL A8 PRRE R G B B RPN, B, R
GEVE L DEARIE AR 28 X 1 5575 28 AT EAORR Y
X 5 G M S LR 0 BRALEBEAT T )2 0 7100,
EAO T B3R HLy B MR 40 BLIR i, JF 7 A KR e & 1k
PR, AT BHCOR 52 R RO A A 454 08 7 R 2B AR
B, BR T RN, S R A SRy R A th 2 AR
GRS S LA SR M B B R T T
R, X LG AR 52 0L 2 B A FME AR R,

72 KFHE
B TELBIRES N AE T R, B

23 3Lk

IR N, Al P42 ASA. ASATIE 5 . LAk = A,
£110%~30% AR B 5ASATE x4, fEL4 52 AL .
S WO E VIR AR S AR IR A, A AR
MEIASA. ASA 5 745 & Ja vl TR Tia3h 5 2 4,
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Male infertility caused by microbial infection and
immunological disorder

WANG Fei & HAN DaiShu

Institute of Basic Medical Sciences, Chinese Academy of Medical Sciences, School of Basic Medicine, Peking
Union Medical College, Beijing 100730, China

Microbial infection and immunological disorder in the male genital tract are among the etiological factors of male
infertility. The testis and epididymis possess special immune environments for protecting the sperm from detrimental
immune responses and counteracting invading microbial pathogens. However, specific pathological conditions, such as
infection, chemical toxins, and tissue injury, may lead to infectious or autoimmune orchitis and epididymitis, resulting
in male infertility. Moreover, infectious prostatitis, seminal vesiculitis, and urethritis may impair sperm quality and male
fertility. Understanding the mechanisms underlying infectious and immunological infertility can aid in the development
of novel preventive and therapeutic strategies. This review describes the mechanisms underlying male infertility caused
by infectious and immunological diseases in the male genital tract.
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